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INTRODUCTION 

Ectopic pregnancy is one in which the fertilized egg 
becomes implanted at sites other than normal 
uterine cavity that are not conductive to further 
growth and development. It is the most common 
life-threatening emergency in early pregnancy. It 
results in significant morbidity and leads to fetal loss. 
Other than that, it is also associated with repeat 
ectopic gestation and impairment of subsequent 
fertility1. It is getting a greater importance because 
of its increasing incidence and its impact on women 
fertility. The rate of ectopic pregnancy is 11 per 1000 
pregnancies with maternal mortality of 0.2 per 1000 
estimated ectopic pregnancies2. Incidence varies 
from country to country and within the same 
geographical region depending on risk factors in 
the population concerned. It is a global problem 
that has risen in incidence during the last 30 years in 

the whole world2. Ectopic pregnancy in our environ-
ment is very peculiar as 80% of patients approach 
late with rupture as compared globally3, 4. Therefore 
in managing ectopic pregnancy there is a need for 
high index of suspicion5. As ectopic pregnancy has 
variable presentations from asymptomatic to 
life-threatening condition, the aim of the study was 
to determine the clinical profile of patients present-
ing with ectopic pregnancy and to determine risk 
factors, to make recommendations on interventions 
to reduce the incidence of this life threatening 
condition.

METHODS

This study includes an analysis of different cases of 
ectopic pregnancies admitted in tertiary care 
Hospitals in Karachi over a period of 3 years from 
July 2013 to July 2016 after obtaining ethical com-

mittee clearance from the hospital authorities. 
Source of data included all women in reproductive 
age group (20-40) with an ectopic pregnancy. 
Proformas were filled with the variables which 
included age, parity, marital status, risk factors, and 
history of D&C, PID, Pelvic surgery, previous ectopic 
pregnancy, subfertility and presenting symptoms. 
Along with these vital parameters, abdominal and 
bimanual examination was noted. Diagnosis was 
made with the help of serum B-HCG, ultrasonogra-
phy and/or laparoscopy. Findings on exploration 
were recorded like site of ectopic pregnancy and 
amount of blood loss. The data was analyzed, 
calculated and presented in tables.

INCLUSION CRITERIA: The women who were diag-
nosed as ectopic pregnancy who were in the repro-
ductive age group (20-40) years,
EXCLUSION CRITERIA: None

RESULTS

In the present study conducted over a period of 3 
years the total gynecology admissions were 3113 
and the total number of ectopic pregnancies were 
76. This gives us a frequency ectopic pregnancy of 
2.4% of total deliveries. In the study, 76.31% of 
patients belonged to age group of 20 to 30 years 
(Table 1).

Table 1: Age-wise Distribution of Ectopic Pregnancy

The incidence of ectopic pregnancy was highest in 
primigravidae (38.15%) and decreased with 
increase parity (Table 2). 
                               
Table 2: Parity wise Distribution of Ectopic              
Pregnancy

On the basis of our study, 40 women (52.63%) were 
identified with a previous history of infertility and 
18.42% have had a history of D&C previously. 15.78% 
of the women presented with the previous history of 
PID and 13.15 % presented with the previous history 
of ectopic pregnancy. None of the patient present-
ed to us with the history of pelvic surgery. (Table 3)

Table 3: Distribution of Cases on the Basis of Risk 
Factor

During the period under study, tubal pregnancy 
was found to be in 89.47% women where 69.73% 
were ruptured and 19.73% were not ruptured. 3.94% 
presented with cornual pregnancy and 2.63% preg-
nancies in the rudimentary horn while the remaining 
1.31% in the cervix and 1.31 % in ovary. All these 
were managed surgically being the mainstay of the 
treatment (Table 4). During our study, we witnessed 
an 8-week alive pregnancy in cornua of uterus, 
where feticide was done by KCl via 
ultrasound-guided technique in order to conserve 
the tube.

Table 4: Site and Acuity of Ectopic Pregnancy

DISCUSSION

Ectopic pregnancy, if ruptured is a devastating 
gynecological catastrophe. Gynecological admis-
sions (n=3113) were analyzed over 3 years. 
Incidence of ectopic pregnancy has been increas-
ing worldwide with a fourfold increase in its 
incidence from 4.5 to 16.18 per 1000 pregnancies or 
1 in 250 pregnancies. Most common age group 
involved was 20-25years for ectopic pregnancy as 
reported by various studies 7-8.  Multiple lines of 
evidence suggest Udigwe et al.2010 8, Etuknwa et 
al.2012 9 and Panti A et al.201210  reported that 
majority of cases occurred in 26-30 years of age on 
the contrary S.Y. Chew et al.1979 11 observed that 
maximum cases of ectopic pregnancy occurred 
commonly over the age of 30. In our study, tubal 
pregnancy (89.47%) was the commonest ectopic 
pregnancy as mentioned on other studies. 14-17.The 
current incidence of ectopic pregnancy is difficult 
to estimate from the available data due to 
increased inpatient hospital treatment of ectopic 
pregnancy18. It is more common in the first and 
second pregnancies. It is not surprising as this may 
be explainable by the fact that major risk factors of 
previous miscarriages precede the ectopic preg-

nancy. Most of the time there is no predisposing 
factor leading to ectopic pregnancy remains 
unidentified because investigations to do so are not 
available. About 69.7% of the patients present with 
ruptured ectopic pregnancy with none of them 
diagnosed before the appearance of symptoms. 
This is similar to the findings from the developing 
countries where 70-95% of cases are ruptured at 
presentation. The treatment options in ectopic 
pregnancy are:
-Surgical Treatment
-Medical Treatment
-Expectant Management
-Surgically administered medical treatment
In developing countries like Nigeria, where the 
majority of patients are presented after rupture, 
emergency surgical interventions remain the main-
stay of treatment18. Newer techniques especially 
recent advances in laparoscopic surgery have 
brought in an era of conservative surgical manage-
ment. Current diagnostic procedures in developed 
countries such as transvaginal sonography, laparos-
copy and serum B HCG assay are existent in our 
center.

CONCLUSION

In conclusion, ectopic pregnancy still remains a 
major gynecological problem associated with 
appreciable mortality and morbidity. A high index 
of suspicion and use of modern diagnostic tech-
niques will assist in early diagnosis obviating the 
need for radical treatment. Our study shows how 
common is its incidence with such variable presen-
tations. Poverty, ignorance, late presentation, 
non-availability of modern diagnostic tools is a 
bane of insignificant improvement in detection and 
prompt treatment of ectopic pregnancy in devel-
oping nations. Prevention should be aimed. Educa-
tion intended to improve knowledge on family plan-
ning methods would help in reducing the incidence 
of ectopic pregnancy by reducing the prevalence 
of PID and unwanted pregnancies. Early transvagi-
nal ultrasound should be offered to all women at 
early trimester for early diagnosis and possible medi-
cal treatment.
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ABSTRACT
 

Background: There has been an increase in the occurrence of infections due to Extended Spectrum Beta 
lactamases (ESBL) producing bacteria. ESBLs exhibit an enhanced capacity to hydrolyze the extended 
spectrum Beta-lactams, which has led to an increase in the antibiotic resistance capability of uropathogen-
ic microorganisms. This study was aimed at determining the production of beta lactamase and extraction of 
beta lactamase genes from urinary tract infection due to Escherichia coli. 

Methods: Plasmid curing was carried out using sub inhibitory concentration of 0.10 mg/ml of acridine orange 
to determine the location (plasmid-borne or chromosomal) of the drug resistance marker(s). Beta-lact-
amase test was performed using the Starch Paper Method, while DNA extraction, genomic gene analysis 
and polymerase chain reaction were done to determine the presence and analysis of beta lactamase 
genes. 

Results: Ninety-eight (98) Escherichia coli isolates analyzed, thirty-one (31) were plasmid mediated and of 
this, Sixteen (16) was resistant to amoxillin, six (6) to augmentin, three (3) to nitrofurantoin and six (6) to tetra-
cycline. Results further revealed that out of the E. coli isolates that were plasmid mediated only nine (9) were 
beta lactamase producers. None of the ESBL producing E. coli contained SHV beta-lactamase genes. How-
ever, three (3) and five (5) strains of ESBL producing E. coli contained TEM and CTX-M beta-lactamase genes 
respectively. 

Conclusion: This study shows that the resistant of urinary tract infection (UTI) isolates to beta-lactams were 
due to production of TEM and CTX-M beta-lactamases. Identification of these genes provides for accurate 
treatment and further understanding of the mechanism of resistance.
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INTRODUCTION 

Urinary Tract Infections (UTIs) are regarded as one of 
the most common bacterial infections, which affect 
individuals across varying age groups1.UTIs are 
associated with different clinical conditions, includ-
ing; urethritis, cystitis, and acute pyelonephritis, with 
their infectious agents having the ability to invade 
tissues of the urinary tract 2. 

Over the years, there has been an increase in the 
occurrence of infections due to Extended Spectrum 
Beta Lactamase producing bacteria3. This upsurge 
in antibiotic resistance especially to new generation 
cephalosporin has been largely associated to the 
acquisition of ESBL enzymes among Enterobacteria-
ceae4,5. Gholipour et al.2014 6 referred to ESBLs as a 

group of enzymes with the ability to hydrolyze 3rd 
and 4th generation cephalosporin’s and monobact-
ams with the exception of carbapenems.

Extended spectrum β-lactamases (ESBLs) exhibit an 
enhanced capacity to hydrolyze the expanded- 
spectrum β-lactams. The rapid spread of ESBLs 
caused significant threat to the therapy for infec-
tions and usage of the expanded spectrum β-lact-
am. They are undergoing rapid and continuous 
mutation4thus, the task of scientists to recognize 
susceptibility pattern indicative of the presence of 
specific β-lactams, will become even more import-
ant, as the genus acquires additional antimicrobial 
resistance mechanisms7. 

Resistance to expanded spectrum cephalosporin 

frequently materializes in Enterobacter species due 
to a mutation in an adenosine monophosphate 
deaminase (ampD) gene, which under normal 
circumstances would check high-level expression of 
this organism’s chromosomal β-lactamase8. In addi-
tion, resistance to cephalosporins has arisen in Esch-
erichia coli (E. coli) via the acquisition of plasmid 
containing the chromosomally encoded AmpC 
found in Enterobacter spp, Pseudomonas aerugino-
sa and Citrobacter spp.9. 

The purpose of this study is to determine the produc-
tion of Extended spectrum β-lactamases (ESBLs) 
and to extract the beta lactamase genes from UTI 
Escherichia isolates, since there is little or no 
published data on it in Offa, Kwara State, Nigeria.

METHODS

Population of the study
Five hundred patients attending Offa Specialist 
Hospital’s Medical Laboratory for urinalysis (not 
clinically diagnosed as having UTI) over an eight 
month period formed the population of this study. 

Ethical Approval
Ethical approval was received from the Ethical 
Review Committee (ERC) of Offa Specialist Hospital, 
Offa, Kwara State, after all requirements had been 
met. An informed consent was also obtained from 
the subjects/guardian. 

Collection of sample 
Wide mounted plastic containers with screw cap 
tops (universal containers) were used to collect the 
mid-stream urine samples. The samples were 
analyzed and identified by conventional bacterio-
logical tests10. 

Plasmid Curing 
Plasmid curing was done to ascertain the location 
(plasmid-borne or chromosomal) of the drug 
resistance marker(s). Plasmid curing of the E. coli 
isolates was carried out using sub-inhibitory concen-
tration of 0.10 mg/ml of acridine orange as 
described by Sheikh et al.11, 12 with slight modifica-
tion. Resistant isolates from antimicrobial susceptibil-
ity test were grown for 24 hours at 37oC in nutrient 
broth containing 0.10 mg/ml acridine orange. The 
content of the broth was homogenized after 24 
hours through agitation with a loopful taken and 
sub-cultured on Mueller Hinton Agar (MHA) plates 
and antibiotic sensitivity testing was carried out. 
Plasmid mediated resistance was indicated when 
there was a zone of inhibition on the MHA plates 
while absence of any zone of inhibition on the MHA 
plates was suggestive of chromosome mediated 
resistance.

Test for Beta-Lactamase Production 
Beta-lactamase test was carried out using the 

Starch Paper Method (SPM) described by Odugbe-
mi et al.13 Strips of starch paper about 4 – 6cm was 
cut and sterilized using 70% ethanol, after which the 
strips were  soaked for about 10 min in 
phenoxymethyl penicillin tablet dissolved in phos-
phate buffer. The cut strips were spread evenly on 
Petri dishes and about 18 – 24 hrs old cultures grown 
on Nutrient Agar were inoculated on the surface of 
the test starch paper and spread over an area of     
2 -3mm. The Petri dishes were incubated at 37oC for 
30 minutes after which the plates were flooded and 
drained off immediately using Gram’s iodine. The 
starch paper turned uniformly black within 30sec-
onds of application. Colonies with decolorized 
zones were positive for beta-lactamase but 
colonies with black background showed beta-lact-
amase negativity. 

Extraction of DNA from ESBL producing E. coli 
isolates
DNA was extracted from β-lactamase producing 
isolates of Escherichia coli by a standard Cetyl-
trimethyllammonium Bromide (CTAB) genomic DNA 
isolation method14 as follows: 1ml of 24 hour broth 
culture was transferred into 1.5ml Eppendorf tube 
and spun at 14,000rpm for 30 mins (to harvest the 
cell). 400µl of a pre-warmed CTAB buffer (at 60oC) 
containing Proteinase k and β-mercapto ethanol 
was added. Then 75µl of 10% SDS (Sodium Deodycyl 
Sulphate) was added and heated in water bath at 
65oC for 30 mins. 500µl chloroform was added and 
mixed for 15minutes (to purify the DNA) spun at 
10,000 rpm for 10mins. The supernatant was collect-
ed in eppendorf tube to which 500µl isopropanol 
and 1µl (100mg/ml) RNase were added and 
incubated for 30 min at 37oC. The resultant mixture 
was kept at -20oC for 24 hours, spun at 10,000rpm for 
10 mins. The supernatant was gently decanted and 
the pellet was washed with 200µl of 70% ethanol, 
gently mixed and spun at 10,000rpm for 5mins. The 
extracted DNA was air dried for 30 mins to 1 hour (to 
eliminate all traces of alcohol) and finally re-sus-
pended in 200µl of sterile distilled water.

Genomic DNA Analysis
The DNA products were analyzed by agarose gel 
electrophoresis through 1% agarose gel. Accurately 
weighed 1g of agarose powder dissolved in 100ml 
of Tris-Acetate EDTA (TAE) melted in a microwave 
(AKAI model MW-MB 0930DP) and allowed to cool 
to 45oC. Then 20µl/5ml of ethidium bromide was 
carefully added inside the fume cupboard and 
gently poured into gel caster inside which chrome 
was already placed and allowed to solidify and 
placed inside electrophoresis machine in re-circu-
lating TAE buffer. The DNA mixed with loading dye 
was loaded into gel wells along with Marker (A High 
Ranger 1kb DNA ladder) and negative control (NC) 
of water in place of template DNA, run was at 250V, 
current 300mA for 1 hour and visualized by UV 
trans-illumination.

INTRODUCTION 

Pseudomyxoma-peritonei is an infrequent1 misdiag-
nosed disease. Globally incidence is 1-2 million/year 
with varied and slightly perplexing presentations 
which includes abdominal distention and sometime 
acute appendicitis2.3. Pseudomyxoma-peritonei is 
distinguished by the collection of profuse mucinous 
jelly like material in the peritoneal cavity accompa-
nied by a related mucinous tumor of ovarian or 
gastrointestinal tract origin 4. Herein, we report a 
collective case series of pseudomyxoma-peritonie, 
in one of the above mentioned organs.

A 42-years-old male presented to emergency 
department with two-day history of severe abdomi-

nal pain, slightly increased abdominal girth, vomit-
ing and fever. No significant past medical and surgi-
cal history. On physical examination he had a 
distended abdomen and mild tenderness in lower 
abdomen. On laboratory findings he had highly 
raised white cell count and low hemoglobin. Ultra-
sound showed mild ascites. X-ray abdomen 
revealed multiple air fluid levels. CT scan with 
contrast showed specks of air close to appendix, 
raising the possibility of appendiceal rupture or 
abscess, Bilateral pleural effusion with consolidation 
and collapse of right lung was also seen. Exploratory 
laparotomy, omentectomy and appendectomy 
were performed. Intra-operatively jelly like material 
was found filling the peritoneal cavity, Other finding 
showed adherence of small and large bowel to the 

omentum and abdominal wall with mild ascitic fluid 
and an inflamed appendix. Recoverey was 
uneventfull and patient was discharged. Histopa-
thology was consistent with well-differentiated 
mucinous colloid adenocarcinoma of appendiceal 
origin with intra-peritoneal metastatic pseudomyxo-
ma-peritonie. The patient remained asymptomatic 
for approximately three-months after surgery, than 
he had recurrent abdominal pain. Re-investigation 
revealed recurrence of tumor. Chemotherapy was 
commenced with Foxfol-4 (Flurouracil, Leocovorin 
calcium, Oxaliplatin) but patient had a partial 
response with slightly decrease in the bulk of the 
tumor in six-months after commencing chemother-
apy. After this the patient refused for further treat-
ment. He is alive with recurrent disease but not well 
as he was assessed on follow up after his first surgery.
Second patient is an 85-year old male who present-
ed to the emergency department with six-day histo-
ry of lower abdominal pain radiating to lower back 
with generalized weakness and three-day history of 
relative constipation. His past medical history includ-
ed hypertension. On physical examination he had a 
distended abdomen, and a hard non tender mass 
palpable in lower abdomen extending to the 
epigastrium. Shifting dullness was positive. Mass was 
also confirmed on per rectal examination. Labora-
tory findings only showed low hemoglobin. CT scan 
(abdomen and pelvis) with contrast showed cystic 
mass in pelvis extending in epigastrium, displacing 
adjacent bowel loops, anteriorly abutting abdomi-
nal wall, posteriorly abutting aorta, coeliac vessels, 
inferiorly urinary bladder , no infiltration in any 
viscera and vessels, there was also a left inguinal 
hernia and moderate ascitic fluid. Patient was oper-
ated for mesenteric cyst evacuation and excision. 
Intra-operative huge cyst contained jelly like materi-
al with multiple peritoneal deposits of mucin. The 
obstruction appeared as a result of disseminated 
mucinous tumor cells and ascites. Following surgery, 
the patient had a normal clinical course until the 
fourth-postoperative day when he had myocardial 
infarction and also a chest infection. He was shifted 
to ICU but unfortunately passed away on sixth-post-
operative day because of severe chest infection, 
myocardial infarction, malignancy and advanced 
age. Histopathological examination and immuno-
histochemistry raised a strong possibility of gastroin-
testinal origin pseudomyxoma-peritonie, with perito-
neal metastasis. Patient had intestinal obstruction 
and underwent emergency surgery. The urgent 
nature of surgery in elderly patient was the reason 
for poor outcome.

The third-case is a 52-years-old post menopausal 
woman who presented to the emergency depart-
ment with one-week history of crampy lower 
abdominal pain, incessant vomiting, increased 
abdominal girth, peripheral edema, and four-day 
history of absolute constipation. She had history of 
hypertension and past surgery of appendectomy 
and bilateral multiple ovarion cyst four-years prior to 

presentation. Patient had borderline atypical prolif-
erative mucinous-cystadenocarcinoma according 
to last histopathology report. Chemotherapy not 
administered because of financial reasons. Physical 
examination showed a distended abdomen with 
generalized tenderness, shifting dullness or fluid thrill 
was present. No lymphadenopathy was present. 
Mass was confirmed on pelvic and per rectal exam-
inations. Laboratory data showed a highly 
increased white blood cell count with normal 
hemoglobin and hematocrit values. Complete liver 
and renal function tests were in normal limits. The 
patient was dehydrated and malnourished with low 
sodium, increase serum urea nitrogen. Radiologic 
studies suggested intestinal obstruction. CT scan 
without contrast showed medium multiple tubular, 
fluid-filled masses in the pelvis, calcification along 
wall of the mass and air bubbles within mass. Patient 
optimized and planned for emergency exploratory 
laparotomy. Intraoperative finding showed perito-
neal cavity filled with mucinous material, massive 
ascites, giant solid-cum-cystic mass adhered to 
right adnexa, omentum, abdominal wall and 
sigmoid colon. After vigilant dissection, necrotic 
small bowel was identified. Small bowel originated 
mass identified, resection of mass with bowel, 
ileostomy and mucus fistula was made, right oopho-
rectomy, omentectomy, and debulking laparoto-
my performed. Patient remained unwell with unsat-
isfactory condition on operative-day. On first-post-
operative day she passed away. Her cause of 
death was considered to be circulatory failure due 
to significant ascites and a large tumor. Patient had 
a borderline atypical proliferative mucinous-cystad-
enocarcinoma on histopathology. It was further 
augmented with immunohistochemical studies 
revealed previous ovarian cyst to be a borderline 
mucinous tumor. The present biopsy was an invasive 
malignant mucinous-carcinoma presumably prima-
ry in the ovary. There was a probability of omental 
metastasis emerged in the gastrointestinal tract. 
Synchronous tumor described in the previous studies 
as two unrelated main sites like ovary and gastroin-
testinal tract tumor.

METHODS

We described three-cases from a single tertiary care 
center in the department of General Surgery Ziaud-
din University and Hospitals. Analysis started from 
the standpoints of histopathology.

Database searched retrospectively for the 
incidence of pseudomyxoma-peritonie in biopsy 
and reviewed patient’s record. A ten-year period of 
2006-2016 was considered and found only 
three-cases.

RESULTS

Total 1388 appendectomies performed, 
749(53.96%) were male, 639(46.03%) were female. 

Carcinoid tumor was present in 11(0.79%) and 
3(0.21%) were diagnosed as a pseudomyxo-
ma-peritonie malignancy (Table 1). In pseudomyxo-
ma-peritonie two were males, one was female with 
ages in 42, 85, 52 years respectively (Tale 2). All 
three-patients came in the emergency with 
variable presentation, operated for perforated 
appendix, mesenteric huge cyst and large cystic 
plus solid abdominal mass respectively. All 
three-cases of pseudomyxoma-peritonie diag-
nosed incidentally on histopathology, originated 
from three-different sites (Table 2). One-patient 
recovered postoperatively and remained asymp-
tomatic for three-months after surgery but he had 
recurrence, while two-patients expired on their 
postoperative course. All three-patients presented 
in a very advance stage disease.

Table 1: Gender distribution with percentage

Table 2: Primary site of origin of tumor with age and 
gender

DISCUSSION

In previous studies there were several single case 
reports instead of case series therefore it is hard to 
distinguish a specific presentation of the disease. In 
recent times there has been a lot of debate over 
the exact origin of the tumor. Limited research has 
been done in this area which suggested ovaries as 
the main site in females. In contrast some supports 
the peritoneum other go for gastrointestinal tract. 
However these tumors can be malignant form their 
initial manifestation and can present as atypical 
cells and epithelial proliferation5-7. Pseudomyxo-
ma-peritonie is distinguished by intraperitoneal 
collection of mucinous fluid or ascites produced by 
malignant cells 8. Most often it found unexpectedly 
in advanced stage and with a possible devastating 
complications. Studies showed 75% female patients 
9,10. But in our collective series we had male domi-
nancy. The appendix, gastrointestinal tract and 
ovary are frequent primary sites of pseudomyxo-
ma-peritonie 6,9-15. Additional sites are lungs, 
common bile duct, stomach, pancreas, urachus, 
uterus and fallopian-tubes 16-21. In females 44% 
showed ovarian pseudomyxoma-peritonie. Gastro-
intestinal origin mostly come from appendiceal 
mucinous-adenoma 2,6,10,21 The abdominal disten-
sion is a common sign especially in advanced stage 
disease due to ascites, along with ovarian or 

appendicular mass 2 ,10, 22, 23. Few studies suggested 
that presentation and appearance of this disease 
had obvious histopathological findings 6, 24-26. 
Debulking laparotomy in symptomatic patients is 
done which is not therapeutic. The only purpose to 
reduce bulk of disease is to reduce pressure effects 
due to mucus accumulation. Recurrent disease 
needs redo or more aggressive surgery.

CONCLUSION

On the basis of case series, this disease is a challeng-
ing task to diagnose preoperatively. Pseudomyxo-
ma-peritonie presentation is varied and non specif-
ic. Patients usually present in late stage of disease 
from mucinification of the peritoneal mesothelium 
and mucinous tumor cells remains in the ascites and 
increase the chances of recurrences.
Conflict of Interest: None

REFERENCES

1. Bevan KE, Mohamed F, Moran BJ. Pseudomyxo-
ma peritonei. World J Gastrointest Oncol. 
2010;2(1):44-50.
2. Smeenk R, Van Velthuysen M, Verwaal V, 
Zoetmulder F. Appendiceal neoplasms and pseu-
domyxoma peritonei: a population based study. 
EJSO. 2008;34(2):196-201.
3. Singh J. The portal for rare diseases and orphan 
drugs. JPP. 2013;4(2):168.
4. Gupta S, Singh G, Gupta A, Singh H, Arya A, 
Shrotriya D, et al. Pseudomyxoma peritonei: An 
uncommon tumor. Indian J Med Paediatr Oncol. 
2010;31(2):58.
5. Bryant J, Clegg A, Sidhu M, Brodin H, Royle P, 
Davidson P. Systematic review of the Sugarbaker 
procedure for pseudomyxoma peritonei. Br J Surg. 
2005;92(2):153-8.
6. Ronnett BM, Zahn CM, Kurman RJ, Kass ME, Sugar-
baker PH, Shmookler BM. Disseminated peritoneal 
adenomucinosis and peritoneal mucinous carcino-
matosis. A clinicopathologic analysis of 109 cases 
with emphasis on distinguishing pathologic features, 
site of origin, prognosis, and relationship to" pseudo-
myxoma peritonei". The Am J Surg Pathol. 
1995;19(12):1390-408.
7. Li C, Kanthan R, Kanthan S. Pseudomyxoma 
peritonei–a revisit: report of 2 cases and literature 
review. World J Surg Oncol.. 2006;4(1):1.
8. Mizuta Y, Akazawa Y, Shiozawa K, Ohara H, Ohba 
K, Ohnita K, et al. Pseudomyxoma peritonei accom-
panied by intraductal papillary mucinous neoplasm 
of the pancreas. Pancreatology. 2005;5(4-5):470-4.
9. Djordjevic B, Stojanovic S, Ljubenovic N, Djordje-
vic I. Pseudomyxoma peritonei and mucinous ovari-
an tumors. Acta Medica Medianae. 2009;48(1):46.
10. Smeenk RM, Bruin SC, van Velthuysen M-LF, 
Verwaal VJ. Pseudomyxoma peritonei. Current 
problems in surgery. 2008;45(8):527-75.
11. Kurman RJ, Shih I-M. Pathogenesis of ovarian 
cancer. Lessons from morphology and molecular 

biology and their clinical implications. International 
journal of gynecological pathology: official journal 
of the International Society of Gynecological 
Pathologists. 2008;27(2):151.
12. Tavassoli FA, Devilee P. Pathology and genetics 
of tumours of the breast and female genital organs: 
Iarc; WHO Classification of Tumours, 4th Ed.2003; pp 
122-129.
13. Piciucchi S, Barone D, Gavelli G, Dubini A, Oboldi 
D, Matteuci F. Primary hyperparathyroidism: Imag-
ing to pathology. J Clin Imaging Sci. 2012;2(1):59.
14. Đorđević B, Mihailović D, Stojanović D. Patologija 
malignih tumora jajnika. U: Stanojević Z, urednik 
Savremeni pristup u dijagnostici i terapiji karcinoma 
ovarijuma Niš: Medicinski fakultet. 2006:71-83.
15. Hart WR. Borderline epithelial tumors of the 
ovary. Modern Pathology. 2005;18:S33-S50.
16. Kurita M, Komatsu H, Hata Y, Shiina S, Ota S, 
Terano A, et al. Pseudomyxoma peritonei due to 
adenocarcinoma of the lung: case report. J Gastro-
enterol 1994;29(3):344-8.
17. McCarthy J, Aga R. A Fallopian tube lesion of 
borderline malignancy associated with pseudomyx-
oma peritonei. Histopathology. 1988;13(2):223-5.
18. Bree ED, Witkamp A, Van De Vijver M, Zoetmulde 
F. Unusual origins of Pseudomyxoma peritonei. J 
Surg Oncol. 2000;75(4):270-4.
19. Solkar MH, Akhtar NM, Khan Z, Parker MC. Pseu-
domyxoma extraperitonei occurring 35 years after 
appendicectomy: a case report and review of 
literature. World J Surg Oncol.. 2004;2(1):1.
20. Zanelli M, Casadei R, Santini D, Gallo C, Verdi-
rame F, La Donna M, et al. Pseudomyxoma peritonei 

associated with intraductal papillary-mucinous 
neoplasm of the pancreas. Pancreas. 
1998;17(1):100-2.
21. Prayson RA, Hart WR, Petras RE. Pseudomyxoma 
peritonei. A clinicopathologic study of 19 cases with 
emphasis on site of origin and nature of associated 
ovarian tumors. Am J Surg Pathol. 
1994;18(6):591-603.
22. Stanojevic Z, Rancic G, Radic S, Potic-Zecevic N, 
Eordevic B, Markovic M, et al. Pathogenesis of 
malignant ascites in ovarian cancer patients. 
Archive of Oncology. 2004;12:115-8.
23. Stanojević Z, Đorđević B, Dunjić O. Metastatski 
tumori jajnika: učestalost i najčešća lokalizacija 
primarnog tumora. Acta Medica Medianae. 
2007;46(4):5-9.
24. Ronnett B, Shmookler B, Sugarbaker P, Kurman R. 
Pseudomyxoma peritonei: new concepts in diagno-
sis, origin, nomenclature, and relationship to muci-
nous borderline (low malignant potential) tumors of 
the ovary. Anatomic pathology (Chicago, Ill: 
annual). 1996;2:197-226.
25. Ronnett BM, Yan H, Kurman RJ, Shmookler BM, 
Wu L, Sugarbaker PH. Patients with pseudomyxoma 
peritonei associated with disseminated peritoneal 
adenomucinosis have a significantly more favor-
able prognosis than patients with peritoneal muci-
nous carcinomatosis. Cancer. 2001;92(1):85-91.
26. Ronnett BM, Shmookler BM, Diener-West M, 
Sugarbaker PH, Kurman RJ. Immunohistochemical 
evidence supporting the appendiceal origin of 
pseudomyxoma peritonei in women. Int J Gynecol 
Pathol.1997;16(1):1-9.



28 PAKISTAN JOURNAL OF MEDICINE AND DENTISTRY 2017, VOL. 6 (01)

GENOTYPING OF UROPATHOGENIC ESCHERICHIA COLI IN OFFA, KWARA STATE

INTRODUCTION 

Ectopic pregnancy is one in which the fertilized egg 
becomes implanted at sites other than normal 
uterine cavity that are not conductive to further 
growth and development. It is the most common 
life-threatening emergency in early pregnancy. It 
results in significant morbidity and leads to fetal loss. 
Other than that, it is also associated with repeat 
ectopic gestation and impairment of subsequent 
fertility1. It is getting a greater importance because 
of its increasing incidence and its impact on women 
fertility. The rate of ectopic pregnancy is 11 per 1000 
pregnancies with maternal mortality of 0.2 per 1000 
estimated ectopic pregnancies2. Incidence varies 
from country to country and within the same 
geographical region depending on risk factors in 
the population concerned. It is a global problem 
that has risen in incidence during the last 30 years in 

the whole world2. Ectopic pregnancy in our environ-
ment is very peculiar as 80% of patients approach 
late with rupture as compared globally3, 4. Therefore 
in managing ectopic pregnancy there is a need for 
high index of suspicion5. As ectopic pregnancy has 
variable presentations from asymptomatic to 
life-threatening condition, the aim of the study was 
to determine the clinical profile of patients present-
ing with ectopic pregnancy and to determine risk 
factors, to make recommendations on interventions 
to reduce the incidence of this life threatening 
condition.

METHODS

This study includes an analysis of different cases of 
ectopic pregnancies admitted in tertiary care 
Hospitals in Karachi over a period of 3 years from 
July 2013 to July 2016 after obtaining ethical com-

mittee clearance from the hospital authorities. 
Source of data included all women in reproductive 
age group (20-40) with an ectopic pregnancy. 
Proformas were filled with the variables which 
included age, parity, marital status, risk factors, and 
history of D&C, PID, Pelvic surgery, previous ectopic 
pregnancy, subfertility and presenting symptoms. 
Along with these vital parameters, abdominal and 
bimanual examination was noted. Diagnosis was 
made with the help of serum B-HCG, ultrasonogra-
phy and/or laparoscopy. Findings on exploration 
were recorded like site of ectopic pregnancy and 
amount of blood loss. The data was analyzed, 
calculated and presented in tables.

INCLUSION CRITERIA: The women who were diag-
nosed as ectopic pregnancy who were in the repro-
ductive age group (20-40) years,
EXCLUSION CRITERIA: None

RESULTS

In the present study conducted over a period of 3 
years the total gynecology admissions were 3113 
and the total number of ectopic pregnancies were 
76. This gives us a frequency ectopic pregnancy of 
2.4% of total deliveries. In the study, 76.31% of 
patients belonged to age group of 20 to 30 years 
(Table 1).

Table 1: Age-wise Distribution of Ectopic Pregnancy

The incidence of ectopic pregnancy was highest in 
primigravidae (38.15%) and decreased with 
increase parity (Table 2). 
                               
Table 2: Parity wise Distribution of Ectopic              
Pregnancy

On the basis of our study, 40 women (52.63%) were 
identified with a previous history of infertility and 
18.42% have had a history of D&C previously. 15.78% 
of the women presented with the previous history of 
PID and 13.15 % presented with the previous history 
of ectopic pregnancy. None of the patient present-
ed to us with the history of pelvic surgery. (Table 3)

Table 3: Distribution of Cases on the Basis of Risk 
Factor

During the period under study, tubal pregnancy 
was found to be in 89.47% women where 69.73% 
were ruptured and 19.73% were not ruptured. 3.94% 
presented with cornual pregnancy and 2.63% preg-
nancies in the rudimentary horn while the remaining 
1.31% in the cervix and 1.31 % in ovary. All these 
were managed surgically being the mainstay of the 
treatment (Table 4). During our study, we witnessed 
an 8-week alive pregnancy in cornua of uterus, 
where feticide was done by KCl via 
ultrasound-guided technique in order to conserve 
the tube.

Table 4: Site and Acuity of Ectopic Pregnancy

DISCUSSION

Ectopic pregnancy, if ruptured is a devastating 
gynecological catastrophe. Gynecological admis-
sions (n=3113) were analyzed over 3 years. 
Incidence of ectopic pregnancy has been increas-
ing worldwide with a fourfold increase in its 
incidence from 4.5 to 16.18 per 1000 pregnancies or 
1 in 250 pregnancies. Most common age group 
involved was 20-25years for ectopic pregnancy as 
reported by various studies 7-8.  Multiple lines of 
evidence suggest Udigwe et al.2010 8, Etuknwa et 
al.2012 9 and Panti A et al.201210  reported that 
majority of cases occurred in 26-30 years of age on 
the contrary S.Y. Chew et al.1979 11 observed that 
maximum cases of ectopic pregnancy occurred 
commonly over the age of 30. In our study, tubal 
pregnancy (89.47%) was the commonest ectopic 
pregnancy as mentioned on other studies. 14-17.The 
current incidence of ectopic pregnancy is difficult 
to estimate from the available data due to 
increased inpatient hospital treatment of ectopic 
pregnancy18. It is more common in the first and 
second pregnancies. It is not surprising as this may 
be explainable by the fact that major risk factors of 
previous miscarriages precede the ectopic preg-

nancy. Most of the time there is no predisposing 
factor leading to ectopic pregnancy remains 
unidentified because investigations to do so are not 
available. About 69.7% of the patients present with 
ruptured ectopic pregnancy with none of them 
diagnosed before the appearance of symptoms. 
This is similar to the findings from the developing 
countries where 70-95% of cases are ruptured at 
presentation. The treatment options in ectopic 
pregnancy are:
-Surgical Treatment
-Medical Treatment
-Expectant Management
-Surgically administered medical treatment
In developing countries like Nigeria, where the 
majority of patients are presented after rupture, 
emergency surgical interventions remain the main-
stay of treatment18. Newer techniques especially 
recent advances in laparoscopic surgery have 
brought in an era of conservative surgical manage-
ment. Current diagnostic procedures in developed 
countries such as transvaginal sonography, laparos-
copy and serum B HCG assay are existent in our 
center.

CONCLUSION

In conclusion, ectopic pregnancy still remains a 
major gynecological problem associated with 
appreciable mortality and morbidity. A high index 
of suspicion and use of modern diagnostic tech-
niques will assist in early diagnosis obviating the 
need for radical treatment. Our study shows how 
common is its incidence with such variable presen-
tations. Poverty, ignorance, late presentation, 
non-availability of modern diagnostic tools is a 
bane of insignificant improvement in detection and 
prompt treatment of ectopic pregnancy in devel-
oping nations. Prevention should be aimed. Educa-
tion intended to improve knowledge on family plan-
ning methods would help in reducing the incidence 
of ectopic pregnancy by reducing the prevalence 
of PID and unwanted pregnancies. Early transvagi-
nal ultrasound should be offered to all women at 
early trimester for early diagnosis and possible medi-
cal treatment.
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INTRODUCTION 

Urinary Tract Infections (UTIs) are regarded as one of 
the most common bacterial infections, which affect 
individuals across varying age groups1.UTIs are 
associated with different clinical conditions, includ-
ing; urethritis, cystitis, and acute pyelonephritis, with 
their infectious agents having the ability to invade 
tissues of the urinary tract 2. 

Over the years, there has been an increase in the 
occurrence of infections due to Extended Spectrum 
Beta Lactamase producing bacteria3. This upsurge 
in antibiotic resistance especially to new generation 
cephalosporin has been largely associated to the 
acquisition of ESBL enzymes among Enterobacteria-
ceae4,5. Gholipour et al.2014 6 referred to ESBLs as a 

group of enzymes with the ability to hydrolyze 3rd 
and 4th generation cephalosporin’s and monobact-
ams with the exception of carbapenems.

Extended spectrum β-lactamases (ESBLs) exhibit an 
enhanced capacity to hydrolyze the expanded- 
spectrum β-lactams. The rapid spread of ESBLs 
caused significant threat to the therapy for infec-
tions and usage of the expanded spectrum β-lact-
am. They are undergoing rapid and continuous 
mutation4thus, the task of scientists to recognize 
susceptibility pattern indicative of the presence of 
specific β-lactams, will become even more import-
ant, as the genus acquires additional antimicrobial 
resistance mechanisms7. 

Resistance to expanded spectrum cephalosporin 

frequently materializes in Enterobacter species due 
to a mutation in an adenosine monophosphate 
deaminase (ampD) gene, which under normal 
circumstances would check high-level expression of 
this organism’s chromosomal β-lactamase8. In addi-
tion, resistance to cephalosporins has arisen in Esch-
erichia coli (E. coli) via the acquisition of plasmid 
containing the chromosomally encoded AmpC 
found in Enterobacter spp, Pseudomonas aerugino-
sa and Citrobacter spp.9. 

The purpose of this study is to determine the produc-
tion of Extended spectrum β-lactamases (ESBLs) 
and to extract the beta lactamase genes from UTI 
Escherichia isolates, since there is little or no 
published data on it in Offa, Kwara State, Nigeria.

METHODS

Population of the study
Five hundred patients attending Offa Specialist 
Hospital’s Medical Laboratory for urinalysis (not 
clinically diagnosed as having UTI) over an eight 
month period formed the population of this study. 

Ethical Approval
Ethical approval was received from the Ethical 
Review Committee (ERC) of Offa Specialist Hospital, 
Offa, Kwara State, after all requirements had been 
met. An informed consent was also obtained from 
the subjects/guardian. 

Collection of sample 
Wide mounted plastic containers with screw cap 
tops (universal containers) were used to collect the 
mid-stream urine samples. The samples were 
analyzed and identified by conventional bacterio-
logical tests10. 

Plasmid Curing 
Plasmid curing was done to ascertain the location 
(plasmid-borne or chromosomal) of the drug 
resistance marker(s). Plasmid curing of the E. coli 
isolates was carried out using sub-inhibitory concen-
tration of 0.10 mg/ml of acridine orange as 
described by Sheikh et al.11, 12 with slight modifica-
tion. Resistant isolates from antimicrobial susceptibil-
ity test were grown for 24 hours at 37oC in nutrient 
broth containing 0.10 mg/ml acridine orange. The 
content of the broth was homogenized after 24 
hours through agitation with a loopful taken and 
sub-cultured on Mueller Hinton Agar (MHA) plates 
and antibiotic sensitivity testing was carried out. 
Plasmid mediated resistance was indicated when 
there was a zone of inhibition on the MHA plates 
while absence of any zone of inhibition on the MHA 
plates was suggestive of chromosome mediated 
resistance.

Test for Beta-Lactamase Production 
Beta-lactamase test was carried out using the 

Starch Paper Method (SPM) described by Odugbe-
mi et al.13 Strips of starch paper about 4 – 6cm was 
cut and sterilized using 70% ethanol, after which the 
strips were  soaked for about 10 min in 
phenoxymethyl penicillin tablet dissolved in phos-
phate buffer. The cut strips were spread evenly on 
Petri dishes and about 18 – 24 hrs old cultures grown 
on Nutrient Agar were inoculated on the surface of 
the test starch paper and spread over an area of     
2 -3mm. The Petri dishes were incubated at 37oC for 
30 minutes after which the plates were flooded and 
drained off immediately using Gram’s iodine. The 
starch paper turned uniformly black within 30sec-
onds of application. Colonies with decolorized 
zones were positive for beta-lactamase but 
colonies with black background showed beta-lact-
amase negativity. 

Extraction of DNA from ESBL producing E. coli 
isolates
DNA was extracted from β-lactamase producing 
isolates of Escherichia coli by a standard Cetyl-
trimethyllammonium Bromide (CTAB) genomic DNA 
isolation method14 as follows: 1ml of 24 hour broth 
culture was transferred into 1.5ml Eppendorf tube 
and spun at 14,000rpm for 30 mins (to harvest the 
cell). 400µl of a pre-warmed CTAB buffer (at 60oC) 
containing Proteinase k and β-mercapto ethanol 
was added. Then 75µl of 10% SDS (Sodium Deodycyl 
Sulphate) was added and heated in water bath at 
65oC for 30 mins. 500µl chloroform was added and 
mixed for 15minutes (to purify the DNA) spun at 
10,000 rpm for 10mins. The supernatant was collect-
ed in eppendorf tube to which 500µl isopropanol 
and 1µl (100mg/ml) RNase were added and 
incubated for 30 min at 37oC. The resultant mixture 
was kept at -20oC for 24 hours, spun at 10,000rpm for 
10 mins. The supernatant was gently decanted and 
the pellet was washed with 200µl of 70% ethanol, 
gently mixed and spun at 10,000rpm for 5mins. The 
extracted DNA was air dried for 30 mins to 1 hour (to 
eliminate all traces of alcohol) and finally re-sus-
pended in 200µl of sterile distilled water.

Genomic DNA Analysis
The DNA products were analyzed by agarose gel 
electrophoresis through 1% agarose gel. Accurately 
weighed 1g of agarose powder dissolved in 100ml 
of Tris-Acetate EDTA (TAE) melted in a microwave 
(AKAI model MW-MB 0930DP) and allowed to cool 
to 45oC. Then 20µl/5ml of ethidium bromide was 
carefully added inside the fume cupboard and 
gently poured into gel caster inside which chrome 
was already placed and allowed to solidify and 
placed inside electrophoresis machine in re-circu-
lating TAE buffer. The DNA mixed with loading dye 
was loaded into gel wells along with Marker (A High 
Ranger 1kb DNA ladder) and negative control (NC) 
of water in place of template DNA, run was at 250V, 
current 300mA for 1 hour and visualized by UV 
trans-illumination.

INTRODUCTION 

Pseudomyxoma-peritonei is an infrequent1 misdiag-
nosed disease. Globally incidence is 1-2 million/year 
with varied and slightly perplexing presentations 
which includes abdominal distention and sometime 
acute appendicitis2.3. Pseudomyxoma-peritonei is 
distinguished by the collection of profuse mucinous 
jelly like material in the peritoneal cavity accompa-
nied by a related mucinous tumor of ovarian or 
gastrointestinal tract origin 4. Herein, we report a 
collective case series of pseudomyxoma-peritonie, 
in one of the above mentioned organs.

A 42-years-old male presented to emergency 
department with two-day history of severe abdomi-

nal pain, slightly increased abdominal girth, vomit-
ing and fever. No significant past medical and surgi-
cal history. On physical examination he had a 
distended abdomen and mild tenderness in lower 
abdomen. On laboratory findings he had highly 
raised white cell count and low hemoglobin. Ultra-
sound showed mild ascites. X-ray abdomen 
revealed multiple air fluid levels. CT scan with 
contrast showed specks of air close to appendix, 
raising the possibility of appendiceal rupture or 
abscess, Bilateral pleural effusion with consolidation 
and collapse of right lung was also seen. Exploratory 
laparotomy, omentectomy and appendectomy 
were performed. Intra-operatively jelly like material 
was found filling the peritoneal cavity, Other finding 
showed adherence of small and large bowel to the 

omentum and abdominal wall with mild ascitic fluid 
and an inflamed appendix. Recoverey was 
uneventfull and patient was discharged. Histopa-
thology was consistent with well-differentiated 
mucinous colloid adenocarcinoma of appendiceal 
origin with intra-peritoneal metastatic pseudomyxo-
ma-peritonie. The patient remained asymptomatic 
for approximately three-months after surgery, than 
he had recurrent abdominal pain. Re-investigation 
revealed recurrence of tumor. Chemotherapy was 
commenced with Foxfol-4 (Flurouracil, Leocovorin 
calcium, Oxaliplatin) but patient had a partial 
response with slightly decrease in the bulk of the 
tumor in six-months after commencing chemother-
apy. After this the patient refused for further treat-
ment. He is alive with recurrent disease but not well 
as he was assessed on follow up after his first surgery.
Second patient is an 85-year old male who present-
ed to the emergency department with six-day histo-
ry of lower abdominal pain radiating to lower back 
with generalized weakness and three-day history of 
relative constipation. His past medical history includ-
ed hypertension. On physical examination he had a 
distended abdomen, and a hard non tender mass 
palpable in lower abdomen extending to the 
epigastrium. Shifting dullness was positive. Mass was 
also confirmed on per rectal examination. Labora-
tory findings only showed low hemoglobin. CT scan 
(abdomen and pelvis) with contrast showed cystic 
mass in pelvis extending in epigastrium, displacing 
adjacent bowel loops, anteriorly abutting abdomi-
nal wall, posteriorly abutting aorta, coeliac vessels, 
inferiorly urinary bladder , no infiltration in any 
viscera and vessels, there was also a left inguinal 
hernia and moderate ascitic fluid. Patient was oper-
ated for mesenteric cyst evacuation and excision. 
Intra-operative huge cyst contained jelly like materi-
al with multiple peritoneal deposits of mucin. The 
obstruction appeared as a result of disseminated 
mucinous tumor cells and ascites. Following surgery, 
the patient had a normal clinical course until the 
fourth-postoperative day when he had myocardial 
infarction and also a chest infection. He was shifted 
to ICU but unfortunately passed away on sixth-post-
operative day because of severe chest infection, 
myocardial infarction, malignancy and advanced 
age. Histopathological examination and immuno-
histochemistry raised a strong possibility of gastroin-
testinal origin pseudomyxoma-peritonie, with perito-
neal metastasis. Patient had intestinal obstruction 
and underwent emergency surgery. The urgent 
nature of surgery in elderly patient was the reason 
for poor outcome.

The third-case is a 52-years-old post menopausal 
woman who presented to the emergency depart-
ment with one-week history of crampy lower 
abdominal pain, incessant vomiting, increased 
abdominal girth, peripheral edema, and four-day 
history of absolute constipation. She had history of 
hypertension and past surgery of appendectomy 
and bilateral multiple ovarion cyst four-years prior to 

presentation. Patient had borderline atypical prolif-
erative mucinous-cystadenocarcinoma according 
to last histopathology report. Chemotherapy not 
administered because of financial reasons. Physical 
examination showed a distended abdomen with 
generalized tenderness, shifting dullness or fluid thrill 
was present. No lymphadenopathy was present. 
Mass was confirmed on pelvic and per rectal exam-
inations. Laboratory data showed a highly 
increased white blood cell count with normal 
hemoglobin and hematocrit values. Complete liver 
and renal function tests were in normal limits. The 
patient was dehydrated and malnourished with low 
sodium, increase serum urea nitrogen. Radiologic 
studies suggested intestinal obstruction. CT scan 
without contrast showed medium multiple tubular, 
fluid-filled masses in the pelvis, calcification along 
wall of the mass and air bubbles within mass. Patient 
optimized and planned for emergency exploratory 
laparotomy. Intraoperative finding showed perito-
neal cavity filled with mucinous material, massive 
ascites, giant solid-cum-cystic mass adhered to 
right adnexa, omentum, abdominal wall and 
sigmoid colon. After vigilant dissection, necrotic 
small bowel was identified. Small bowel originated 
mass identified, resection of mass with bowel, 
ileostomy and mucus fistula was made, right oopho-
rectomy, omentectomy, and debulking laparoto-
my performed. Patient remained unwell with unsat-
isfactory condition on operative-day. On first-post-
operative day she passed away. Her cause of 
death was considered to be circulatory failure due 
to significant ascites and a large tumor. Patient had 
a borderline atypical proliferative mucinous-cystad-
enocarcinoma on histopathology. It was further 
augmented with immunohistochemical studies 
revealed previous ovarian cyst to be a borderline 
mucinous tumor. The present biopsy was an invasive 
malignant mucinous-carcinoma presumably prima-
ry in the ovary. There was a probability of omental 
metastasis emerged in the gastrointestinal tract. 
Synchronous tumor described in the previous studies 
as two unrelated main sites like ovary and gastroin-
testinal tract tumor.

METHODS

We described three-cases from a single tertiary care 
center in the department of General Surgery Ziaud-
din University and Hospitals. Analysis started from 
the standpoints of histopathology.

Database searched retrospectively for the 
incidence of pseudomyxoma-peritonie in biopsy 
and reviewed patient’s record. A ten-year period of 
2006-2016 was considered and found only 
three-cases.

RESULTS

Total 1388 appendectomies performed, 
749(53.96%) were male, 639(46.03%) were female. 

Carcinoid tumor was present in 11(0.79%) and 
3(0.21%) were diagnosed as a pseudomyxo-
ma-peritonie malignancy (Table 1). In pseudomyxo-
ma-peritonie two were males, one was female with 
ages in 42, 85, 52 years respectively (Tale 2). All 
three-patients came in the emergency with 
variable presentation, operated for perforated 
appendix, mesenteric huge cyst and large cystic 
plus solid abdominal mass respectively. All 
three-cases of pseudomyxoma-peritonie diag-
nosed incidentally on histopathology, originated 
from three-different sites (Table 2). One-patient 
recovered postoperatively and remained asymp-
tomatic for three-months after surgery but he had 
recurrence, while two-patients expired on their 
postoperative course. All three-patients presented 
in a very advance stage disease.

Table 1: Gender distribution with percentage

Table 2: Primary site of origin of tumor with age and 
gender

DISCUSSION

In previous studies there were several single case 
reports instead of case series therefore it is hard to 
distinguish a specific presentation of the disease. In 
recent times there has been a lot of debate over 
the exact origin of the tumor. Limited research has 
been done in this area which suggested ovaries as 
the main site in females. In contrast some supports 
the peritoneum other go for gastrointestinal tract. 
However these tumors can be malignant form their 
initial manifestation and can present as atypical 
cells and epithelial proliferation5-7. Pseudomyxo-
ma-peritonie is distinguished by intraperitoneal 
collection of mucinous fluid or ascites produced by 
malignant cells 8. Most often it found unexpectedly 
in advanced stage and with a possible devastating 
complications. Studies showed 75% female patients 
9,10. But in our collective series we had male domi-
nancy. The appendix, gastrointestinal tract and 
ovary are frequent primary sites of pseudomyxo-
ma-peritonie 6,9-15. Additional sites are lungs, 
common bile duct, stomach, pancreas, urachus, 
uterus and fallopian-tubes 16-21. In females 44% 
showed ovarian pseudomyxoma-peritonie. Gastro-
intestinal origin mostly come from appendiceal 
mucinous-adenoma 2,6,10,21 The abdominal disten-
sion is a common sign especially in advanced stage 
disease due to ascites, along with ovarian or 

appendicular mass 2 ,10, 22, 23. Few studies suggested 
that presentation and appearance of this disease 
had obvious histopathological findings 6, 24-26. 
Debulking laparotomy in symptomatic patients is 
done which is not therapeutic. The only purpose to 
reduce bulk of disease is to reduce pressure effects 
due to mucus accumulation. Recurrent disease 
needs redo or more aggressive surgery.

CONCLUSION

On the basis of case series, this disease is a challeng-
ing task to diagnose preoperatively. Pseudomyxo-
ma-peritonie presentation is varied and non specif-
ic. Patients usually present in late stage of disease 
from mucinification of the peritoneal mesothelium 
and mucinous tumor cells remains in the ascites and 
increase the chances of recurrences.
Conflict of Interest: None
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INTRODUCTION 

Ectopic pregnancy is one in which the fertilized egg 
becomes implanted at sites other than normal 
uterine cavity that are not conductive to further 
growth and development. It is the most common 
life-threatening emergency in early pregnancy. It 
results in significant morbidity and leads to fetal loss. 
Other than that, it is also associated with repeat 
ectopic gestation and impairment of subsequent 
fertility1. It is getting a greater importance because 
of its increasing incidence and its impact on women 
fertility. The rate of ectopic pregnancy is 11 per 1000 
pregnancies with maternal mortality of 0.2 per 1000 
estimated ectopic pregnancies2. Incidence varies 
from country to country and within the same 
geographical region depending on risk factors in 
the population concerned. It is a global problem 
that has risen in incidence during the last 30 years in 

the whole world2. Ectopic pregnancy in our environ-
ment is very peculiar as 80% of patients approach 
late with rupture as compared globally3, 4. Therefore 
in managing ectopic pregnancy there is a need for 
high index of suspicion5. As ectopic pregnancy has 
variable presentations from asymptomatic to 
life-threatening condition, the aim of the study was 
to determine the clinical profile of patients present-
ing with ectopic pregnancy and to determine risk 
factors, to make recommendations on interventions 
to reduce the incidence of this life threatening 
condition.

METHODS

This study includes an analysis of different cases of 
ectopic pregnancies admitted in tertiary care 
Hospitals in Karachi over a period of 3 years from 
July 2013 to July 2016 after obtaining ethical com-

mittee clearance from the hospital authorities. 
Source of data included all women in reproductive 
age group (20-40) with an ectopic pregnancy. 
Proformas were filled with the variables which 
included age, parity, marital status, risk factors, and 
history of D&C, PID, Pelvic surgery, previous ectopic 
pregnancy, subfertility and presenting symptoms. 
Along with these vital parameters, abdominal and 
bimanual examination was noted. Diagnosis was 
made with the help of serum B-HCG, ultrasonogra-
phy and/or laparoscopy. Findings on exploration 
were recorded like site of ectopic pregnancy and 
amount of blood loss. The data was analyzed, 
calculated and presented in tables.

INCLUSION CRITERIA: The women who were diag-
nosed as ectopic pregnancy who were in the repro-
ductive age group (20-40) years,
EXCLUSION CRITERIA: None

RESULTS

In the present study conducted over a period of 3 
years the total gynecology admissions were 3113 
and the total number of ectopic pregnancies were 
76. This gives us a frequency ectopic pregnancy of 
2.4% of total deliveries. In the study, 76.31% of 
patients belonged to age group of 20 to 30 years 
(Table 1).

Table 1: Age-wise Distribution of Ectopic Pregnancy

The incidence of ectopic pregnancy was highest in 
primigravidae (38.15%) and decreased with 
increase parity (Table 2). 
                               
Table 2: Parity wise Distribution of Ectopic              
Pregnancy

On the basis of our study, 40 women (52.63%) were 
identified with a previous history of infertility and 
18.42% have had a history of D&C previously. 15.78% 
of the women presented with the previous history of 
PID and 13.15 % presented with the previous history 
of ectopic pregnancy. None of the patient present-
ed to us with the history of pelvic surgery. (Table 3)

Table 3: Distribution of Cases on the Basis of Risk 
Factor

During the period under study, tubal pregnancy 
was found to be in 89.47% women where 69.73% 
were ruptured and 19.73% were not ruptured. 3.94% 
presented with cornual pregnancy and 2.63% preg-
nancies in the rudimentary horn while the remaining 
1.31% in the cervix and 1.31 % in ovary. All these 
were managed surgically being the mainstay of the 
treatment (Table 4). During our study, we witnessed 
an 8-week alive pregnancy in cornua of uterus, 
where feticide was done by KCl via 
ultrasound-guided technique in order to conserve 
the tube.

Table 4: Site and Acuity of Ectopic Pregnancy

DISCUSSION

Ectopic pregnancy, if ruptured is a devastating 
gynecological catastrophe. Gynecological admis-
sions (n=3113) were analyzed over 3 years. 
Incidence of ectopic pregnancy has been increas-
ing worldwide with a fourfold increase in its 
incidence from 4.5 to 16.18 per 1000 pregnancies or 
1 in 250 pregnancies. Most common age group 
involved was 20-25years for ectopic pregnancy as 
reported by various studies 7-8.  Multiple lines of 
evidence suggest Udigwe et al.2010 8, Etuknwa et 
al.2012 9 and Panti A et al.201210  reported that 
majority of cases occurred in 26-30 years of age on 
the contrary S.Y. Chew et al.1979 11 observed that 
maximum cases of ectopic pregnancy occurred 
commonly over the age of 30. In our study, tubal 
pregnancy (89.47%) was the commonest ectopic 
pregnancy as mentioned on other studies. 14-17.The 
current incidence of ectopic pregnancy is difficult 
to estimate from the available data due to 
increased inpatient hospital treatment of ectopic 
pregnancy18. It is more common in the first and 
second pregnancies. It is not surprising as this may 
be explainable by the fact that major risk factors of 
previous miscarriages precede the ectopic preg-

nancy. Most of the time there is no predisposing 
factor leading to ectopic pregnancy remains 
unidentified because investigations to do so are not 
available. About 69.7% of the patients present with 
ruptured ectopic pregnancy with none of them 
diagnosed before the appearance of symptoms. 
This is similar to the findings from the developing 
countries where 70-95% of cases are ruptured at 
presentation. The treatment options in ectopic 
pregnancy are:
-Surgical Treatment
-Medical Treatment
-Expectant Management
-Surgically administered medical treatment
In developing countries like Nigeria, where the 
majority of patients are presented after rupture, 
emergency surgical interventions remain the main-
stay of treatment18. Newer techniques especially 
recent advances in laparoscopic surgery have 
brought in an era of conservative surgical manage-
ment. Current diagnostic procedures in developed 
countries such as transvaginal sonography, laparos-
copy and serum B HCG assay are existent in our 
center.

CONCLUSION

In conclusion, ectopic pregnancy still remains a 
major gynecological problem associated with 
appreciable mortality and morbidity. A high index 
of suspicion and use of modern diagnostic tech-
niques will assist in early diagnosis obviating the 
need for radical treatment. Our study shows how 
common is its incidence with such variable presen-
tations. Poverty, ignorance, late presentation, 
non-availability of modern diagnostic tools is a 
bane of insignificant improvement in detection and 
prompt treatment of ectopic pregnancy in devel-
oping nations. Prevention should be aimed. Educa-
tion intended to improve knowledge on family plan-
ning methods would help in reducing the incidence 
of ectopic pregnancy by reducing the prevalence 
of PID and unwanted pregnancies. Early transvagi-
nal ultrasound should be offered to all women at 
early trimester for early diagnosis and possible medi-
cal treatment.
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The Polymerase Chain Reaction (PCR) was 
performed with a final volume 10µl in 0.5ml Eppen-
dorf tube. Each reaction contained 5µl 2x master 
mixture, 1µl primer F (forward), 1µl primer R (reverse), 
1.5µl of germ-free  distilled water and 1.5µl of DNA. 
The mixture was vortex (using vortex mixer SA3) and 
placed in PCR thermal cycler. The PCR program for 
Sulfhydryl-variable (SHV) primer consisted of an 
initiation step at 94oC for 5 mins followed by initial 
denaturation step at 94°C for 1 min, primer anneal-
ing at 39.5oC for 30s, elongation step at 72oC for 1 
min. After the last cycle, a final elongation step at 
72oC for 4 minutes. The PCR program for Triethylene 
Melamine (TEM) 42.9C primer consisted of an initia-
tion step at 94oC for 5 mins followed by initial dena-
turation step at 94°C 1 min, primer annealing at 
39.5oC  30s, elongation step at 72oC for 1 min. after 
the last cycle, a final elongation step at 72oC for 4 
minutes and the PCR program for Cefotaxime 
(CTX-M) primer consisted of an initiation step at 
94oC for 5 mins followed by initial denaturation step 
at 94°C for 1 min, primer annealing at 49oC for 30s, 
elongation  step at 72oC for 1 min. after the last 
cycle, a final elongation  step at 72oC for 4 minutes 
was added. 10µl aliquots of PCR products were 
analyzed by gel electrophoresis with 1% agarose. 
Gels were stained with 20µl/5ml of ethidium 
bromide and visualized by transillumination. A High 
Ranger 1kb DNA ladder was used as marker for 
CTX-M and SHV amplicons while PCR Sizer 100bk 
DNA Ladder was used as marker for TEM. Negative 
controls (NCs) were PCR mixtures with addition of 
DNAse free water in place of template DNA. 
  

RESULTS

Production of β-lactamase by E. coli isolates
The plates showed that isolates; Ec3, Ec7, Ec8, Ec55, 
Ec56, Ec83, Ec84, Ec92 and Ec93 demonstrated the 
production of ESBL by leaving clear zone on 
acridine orange impregnated starch paper strip 
following the addition of crystal dye while Ec1, Ec2, 

Ec4, Ec5, Ec6, Ec10 and other isolates demonstrated 
no production of β-lactamase by having blue black 
background on acridine orange impregnated 
starch paper strip following the addition of crystal 
dye (Figure 1 and 2).

Extraction of DNA from β-lactamase producing E. 
coli isolates
The result of extraction of DNA from β-lactamase 
producing E. coli isolates in Figure 3 showed that the 
genomic DNA of Escherichia coli isolates: Ec3 Ec7 Ec8 
Ec55 Ec56 Ec83 Ec84 Ec92 and Ec93, this confirmed the 
concentration of E. coli DNA in the isolates. 

PCR Amplification of Isolates’ DNA with β-lactamase 
Primers
Results showed that for the amplification of E. coli 
isolates DNA with SHV gene primer none of the 
tested isolates had SHV beta-lactamase gene. 
Figure 4 revealed that isolates; Ec55, Ec84 and Ec92 
contain TEM beta-lactamase gene, while Figure 5 
revealed that isolates; Ec8, Ec55, Ec83, Ec84 and Ec92 
have CTX-M beta-lactamase gene with about 
500bp and concentration of 23ng/10µl

Figure 1: UTI E. coli isolates producing β-lactamase 
enzymes
Escherichia coli isolates showing colorless back-
ground on starch paper strip after the addition of 
crystal iodine.

Determination of Beta-lactamase Genes
Table 1: Forward and Reverse Primers Used in the Determination of Beta Lactamase Genes

INTRODUCTION 

Pseudomyxoma-peritonei is an infrequent1 misdiag-
nosed disease. Globally incidence is 1-2 million/year 
with varied and slightly perplexing presentations 
which includes abdominal distention and sometime 
acute appendicitis2.3. Pseudomyxoma-peritonei is 
distinguished by the collection of profuse mucinous 
jelly like material in the peritoneal cavity accompa-
nied by a related mucinous tumor of ovarian or 
gastrointestinal tract origin 4. Herein, we report a 
collective case series of pseudomyxoma-peritonie, 
in one of the above mentioned organs.

A 42-years-old male presented to emergency 
department with two-day history of severe abdomi-

nal pain, slightly increased abdominal girth, vomit-
ing and fever. No significant past medical and surgi-
cal history. On physical examination he had a 
distended abdomen and mild tenderness in lower 
abdomen. On laboratory findings he had highly 
raised white cell count and low hemoglobin. Ultra-
sound showed mild ascites. X-ray abdomen 
revealed multiple air fluid levels. CT scan with 
contrast showed specks of air close to appendix, 
raising the possibility of appendiceal rupture or 
abscess, Bilateral pleural effusion with consolidation 
and collapse of right lung was also seen. Exploratory 
laparotomy, omentectomy and appendectomy 
were performed. Intra-operatively jelly like material 
was found filling the peritoneal cavity, Other finding 
showed adherence of small and large bowel to the 

omentum and abdominal wall with mild ascitic fluid 
and an inflamed appendix. Recoverey was 
uneventfull and patient was discharged. Histopa-
thology was consistent with well-differentiated 
mucinous colloid adenocarcinoma of appendiceal 
origin with intra-peritoneal metastatic pseudomyxo-
ma-peritonie. The patient remained asymptomatic 
for approximately three-months after surgery, than 
he had recurrent abdominal pain. Re-investigation 
revealed recurrence of tumor. Chemotherapy was 
commenced with Foxfol-4 (Flurouracil, Leocovorin 
calcium, Oxaliplatin) but patient had a partial 
response with slightly decrease in the bulk of the 
tumor in six-months after commencing chemother-
apy. After this the patient refused for further treat-
ment. He is alive with recurrent disease but not well 
as he was assessed on follow up after his first surgery.
Second patient is an 85-year old male who present-
ed to the emergency department with six-day histo-
ry of lower abdominal pain radiating to lower back 
with generalized weakness and three-day history of 
relative constipation. His past medical history includ-
ed hypertension. On physical examination he had a 
distended abdomen, and a hard non tender mass 
palpable in lower abdomen extending to the 
epigastrium. Shifting dullness was positive. Mass was 
also confirmed on per rectal examination. Labora-
tory findings only showed low hemoglobin. CT scan 
(abdomen and pelvis) with contrast showed cystic 
mass in pelvis extending in epigastrium, displacing 
adjacent bowel loops, anteriorly abutting abdomi-
nal wall, posteriorly abutting aorta, coeliac vessels, 
inferiorly urinary bladder , no infiltration in any 
viscera and vessels, there was also a left inguinal 
hernia and moderate ascitic fluid. Patient was oper-
ated for mesenteric cyst evacuation and excision. 
Intra-operative huge cyst contained jelly like materi-
al with multiple peritoneal deposits of mucin. The 
obstruction appeared as a result of disseminated 
mucinous tumor cells and ascites. Following surgery, 
the patient had a normal clinical course until the 
fourth-postoperative day when he had myocardial 
infarction and also a chest infection. He was shifted 
to ICU but unfortunately passed away on sixth-post-
operative day because of severe chest infection, 
myocardial infarction, malignancy and advanced 
age. Histopathological examination and immuno-
histochemistry raised a strong possibility of gastroin-
testinal origin pseudomyxoma-peritonie, with perito-
neal metastasis. Patient had intestinal obstruction 
and underwent emergency surgery. The urgent 
nature of surgery in elderly patient was the reason 
for poor outcome.

The third-case is a 52-years-old post menopausal 
woman who presented to the emergency depart-
ment with one-week history of crampy lower 
abdominal pain, incessant vomiting, increased 
abdominal girth, peripheral edema, and four-day 
history of absolute constipation. She had history of 
hypertension and past surgery of appendectomy 
and bilateral multiple ovarion cyst four-years prior to 

presentation. Patient had borderline atypical prolif-
erative mucinous-cystadenocarcinoma according 
to last histopathology report. Chemotherapy not 
administered because of financial reasons. Physical 
examination showed a distended abdomen with 
generalized tenderness, shifting dullness or fluid thrill 
was present. No lymphadenopathy was present. 
Mass was confirmed on pelvic and per rectal exam-
inations. Laboratory data showed a highly 
increased white blood cell count with normal 
hemoglobin and hematocrit values. Complete liver 
and renal function tests were in normal limits. The 
patient was dehydrated and malnourished with low 
sodium, increase serum urea nitrogen. Radiologic 
studies suggested intestinal obstruction. CT scan 
without contrast showed medium multiple tubular, 
fluid-filled masses in the pelvis, calcification along 
wall of the mass and air bubbles within mass. Patient 
optimized and planned for emergency exploratory 
laparotomy. Intraoperative finding showed perito-
neal cavity filled with mucinous material, massive 
ascites, giant solid-cum-cystic mass adhered to 
right adnexa, omentum, abdominal wall and 
sigmoid colon. After vigilant dissection, necrotic 
small bowel was identified. Small bowel originated 
mass identified, resection of mass with bowel, 
ileostomy and mucus fistula was made, right oopho-
rectomy, omentectomy, and debulking laparoto-
my performed. Patient remained unwell with unsat-
isfactory condition on operative-day. On first-post-
operative day she passed away. Her cause of 
death was considered to be circulatory failure due 
to significant ascites and a large tumor. Patient had 
a borderline atypical proliferative mucinous-cystad-
enocarcinoma on histopathology. It was further 
augmented with immunohistochemical studies 
revealed previous ovarian cyst to be a borderline 
mucinous tumor. The present biopsy was an invasive 
malignant mucinous-carcinoma presumably prima-
ry in the ovary. There was a probability of omental 
metastasis emerged in the gastrointestinal tract. 
Synchronous tumor described in the previous studies 
as two unrelated main sites like ovary and gastroin-
testinal tract tumor.

METHODS

We described three-cases from a single tertiary care 
center in the department of General Surgery Ziaud-
din University and Hospitals. Analysis started from 
the standpoints of histopathology.

Database searched retrospectively for the 
incidence of pseudomyxoma-peritonie in biopsy 
and reviewed patient’s record. A ten-year period of 
2006-2016 was considered and found only 
three-cases.

RESULTS

Total 1388 appendectomies performed, 
749(53.96%) were male, 639(46.03%) were female. 

Carcinoid tumor was present in 11(0.79%) and 
3(0.21%) were diagnosed as a pseudomyxo-
ma-peritonie malignancy (Table 1). In pseudomyxo-
ma-peritonie two were males, one was female with 
ages in 42, 85, 52 years respectively (Tale 2). All 
three-patients came in the emergency with 
variable presentation, operated for perforated 
appendix, mesenteric huge cyst and large cystic 
plus solid abdominal mass respectively. All 
three-cases of pseudomyxoma-peritonie diag-
nosed incidentally on histopathology, originated 
from three-different sites (Table 2). One-patient 
recovered postoperatively and remained asymp-
tomatic for three-months after surgery but he had 
recurrence, while two-patients expired on their 
postoperative course. All three-patients presented 
in a very advance stage disease.

Table 1: Gender distribution with percentage

Table 2: Primary site of origin of tumor with age and 
gender

DISCUSSION

In previous studies there were several single case 
reports instead of case series therefore it is hard to 
distinguish a specific presentation of the disease. In 
recent times there has been a lot of debate over 
the exact origin of the tumor. Limited research has 
been done in this area which suggested ovaries as 
the main site in females. In contrast some supports 
the peritoneum other go for gastrointestinal tract. 
However these tumors can be malignant form their 
initial manifestation and can present as atypical 
cells and epithelial proliferation5-7. Pseudomyxo-
ma-peritonie is distinguished by intraperitoneal 
collection of mucinous fluid or ascites produced by 
malignant cells 8. Most often it found unexpectedly 
in advanced stage and with a possible devastating 
complications. Studies showed 75% female patients 
9,10. But in our collective series we had male domi-
nancy. The appendix, gastrointestinal tract and 
ovary are frequent primary sites of pseudomyxo-
ma-peritonie 6,9-15. Additional sites are lungs, 
common bile duct, stomach, pancreas, urachus, 
uterus and fallopian-tubes 16-21. In females 44% 
showed ovarian pseudomyxoma-peritonie. Gastro-
intestinal origin mostly come from appendiceal 
mucinous-adenoma 2,6,10,21 The abdominal disten-
sion is a common sign especially in advanced stage 
disease due to ascites, along with ovarian or 

appendicular mass 2 ,10, 22, 23. Few studies suggested 
that presentation and appearance of this disease 
had obvious histopathological findings 6, 24-26. 
Debulking laparotomy in symptomatic patients is 
done which is not therapeutic. The only purpose to 
reduce bulk of disease is to reduce pressure effects 
due to mucus accumulation. Recurrent disease 
needs redo or more aggressive surgery.

CONCLUSION

On the basis of case series, this disease is a challeng-
ing task to diagnose preoperatively. Pseudomyxo-
ma-peritonie presentation is varied and non specif-
ic. Patients usually present in late stage of disease 
from mucinification of the peritoneal mesothelium 
and mucinous tumor cells remains in the ascites and 
increase the chances of recurrences.
Conflict of Interest: None
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INTRODUCTION 

Ectopic pregnancy is one in which the fertilized egg 
becomes implanted at sites other than normal 
uterine cavity that are not conductive to further 
growth and development. It is the most common 
life-threatening emergency in early pregnancy. It 
results in significant morbidity and leads to fetal loss. 
Other than that, it is also associated with repeat 
ectopic gestation and impairment of subsequent 
fertility1. It is getting a greater importance because 
of its increasing incidence and its impact on women 
fertility. The rate of ectopic pregnancy is 11 per 1000 
pregnancies with maternal mortality of 0.2 per 1000 
estimated ectopic pregnancies2. Incidence varies 
from country to country and within the same 
geographical region depending on risk factors in 
the population concerned. It is a global problem 
that has risen in incidence during the last 30 years in 

the whole world2. Ectopic pregnancy in our environ-
ment is very peculiar as 80% of patients approach 
late with rupture as compared globally3, 4. Therefore 
in managing ectopic pregnancy there is a need for 
high index of suspicion5. As ectopic pregnancy has 
variable presentations from asymptomatic to 
life-threatening condition, the aim of the study was 
to determine the clinical profile of patients present-
ing with ectopic pregnancy and to determine risk 
factors, to make recommendations on interventions 
to reduce the incidence of this life threatening 
condition.

METHODS

This study includes an analysis of different cases of 
ectopic pregnancies admitted in tertiary care 
Hospitals in Karachi over a period of 3 years from 
July 2013 to July 2016 after obtaining ethical com-

mittee clearance from the hospital authorities. 
Source of data included all women in reproductive 
age group (20-40) with an ectopic pregnancy. 
Proformas were filled with the variables which 
included age, parity, marital status, risk factors, and 
history of D&C, PID, Pelvic surgery, previous ectopic 
pregnancy, subfertility and presenting symptoms. 
Along with these vital parameters, abdominal and 
bimanual examination was noted. Diagnosis was 
made with the help of serum B-HCG, ultrasonogra-
phy and/or laparoscopy. Findings on exploration 
were recorded like site of ectopic pregnancy and 
amount of blood loss. The data was analyzed, 
calculated and presented in tables.

INCLUSION CRITERIA: The women who were diag-
nosed as ectopic pregnancy who were in the repro-
ductive age group (20-40) years,
EXCLUSION CRITERIA: None

RESULTS

In the present study conducted over a period of 3 
years the total gynecology admissions were 3113 
and the total number of ectopic pregnancies were 
76. This gives us a frequency ectopic pregnancy of 
2.4% of total deliveries. In the study, 76.31% of 
patients belonged to age group of 20 to 30 years 
(Table 1).

Table 1: Age-wise Distribution of Ectopic Pregnancy

The incidence of ectopic pregnancy was highest in 
primigravidae (38.15%) and decreased with 
increase parity (Table 2). 
                               
Table 2: Parity wise Distribution of Ectopic              
Pregnancy

On the basis of our study, 40 women (52.63%) were 
identified with a previous history of infertility and 
18.42% have had a history of D&C previously. 15.78% 
of the women presented with the previous history of 
PID and 13.15 % presented with the previous history 
of ectopic pregnancy. None of the patient present-
ed to us with the history of pelvic surgery. (Table 3)

Table 3: Distribution of Cases on the Basis of Risk 
Factor

During the period under study, tubal pregnancy 
was found to be in 89.47% women where 69.73% 
were ruptured and 19.73% were not ruptured. 3.94% 
presented with cornual pregnancy and 2.63% preg-
nancies in the rudimentary horn while the remaining 
1.31% in the cervix and 1.31 % in ovary. All these 
were managed surgically being the mainstay of the 
treatment (Table 4). During our study, we witnessed 
an 8-week alive pregnancy in cornua of uterus, 
where feticide was done by KCl via 
ultrasound-guided technique in order to conserve 
the tube.

Table 4: Site and Acuity of Ectopic Pregnancy

DISCUSSION

Ectopic pregnancy, if ruptured is a devastating 
gynecological catastrophe. Gynecological admis-
sions (n=3113) were analyzed over 3 years. 
Incidence of ectopic pregnancy has been increas-
ing worldwide with a fourfold increase in its 
incidence from 4.5 to 16.18 per 1000 pregnancies or 
1 in 250 pregnancies. Most common age group 
involved was 20-25years for ectopic pregnancy as 
reported by various studies 7-8.  Multiple lines of 
evidence suggest Udigwe et al.2010 8, Etuknwa et 
al.2012 9 and Panti A et al.201210  reported that 
majority of cases occurred in 26-30 years of age on 
the contrary S.Y. Chew et al.1979 11 observed that 
maximum cases of ectopic pregnancy occurred 
commonly over the age of 30. In our study, tubal 
pregnancy (89.47%) was the commonest ectopic 
pregnancy as mentioned on other studies. 14-17.The 
current incidence of ectopic pregnancy is difficult 
to estimate from the available data due to 
increased inpatient hospital treatment of ectopic 
pregnancy18. It is more common in the first and 
second pregnancies. It is not surprising as this may 
be explainable by the fact that major risk factors of 
previous miscarriages precede the ectopic preg-

nancy. Most of the time there is no predisposing 
factor leading to ectopic pregnancy remains 
unidentified because investigations to do so are not 
available. About 69.7% of the patients present with 
ruptured ectopic pregnancy with none of them 
diagnosed before the appearance of symptoms. 
This is similar to the findings from the developing 
countries where 70-95% of cases are ruptured at 
presentation. The treatment options in ectopic 
pregnancy are:
-Surgical Treatment
-Medical Treatment
-Expectant Management
-Surgically administered medical treatment
In developing countries like Nigeria, where the 
majority of patients are presented after rupture, 
emergency surgical interventions remain the main-
stay of treatment18. Newer techniques especially 
recent advances in laparoscopic surgery have 
brought in an era of conservative surgical manage-
ment. Current diagnostic procedures in developed 
countries such as transvaginal sonography, laparos-
copy and serum B HCG assay are existent in our 
center.

CONCLUSION

In conclusion, ectopic pregnancy still remains a 
major gynecological problem associated with 
appreciable mortality and morbidity. A high index 
of suspicion and use of modern diagnostic tech-
niques will assist in early diagnosis obviating the 
need for radical treatment. Our study shows how 
common is its incidence with such variable presen-
tations. Poverty, ignorance, late presentation, 
non-availability of modern diagnostic tools is a 
bane of insignificant improvement in detection and 
prompt treatment of ectopic pregnancy in devel-
oping nations. Prevention should be aimed. Educa-
tion intended to improve knowledge on family plan-
ning methods would help in reducing the incidence 
of ectopic pregnancy by reducing the prevalence 
of PID and unwanted pregnancies. Early transvagi-
nal ultrasound should be offered to all women at 
early trimester for early diagnosis and possible medi-
cal treatment.
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Figure 2: Samples of UTI E. coli Isolates not produc-
ing β-lactamase enzymes
Escherichia coli isolates showing blue black back-
ground on starch paper strip after the addition of 
crystal iodine.

Figure 3: Genomic DNA of B-lactamase producing 
Escherichia coli isolates.
Lane 1 represents (M) High ranger 1kb DNA Ladder, 
lanes 2- 10 are genomic DNA of Escherichia coli 
isolates and lane 11 represents negative control 
(NC).

Figure 4: PCR Products’ Analysis of E. coli DNA with 
TEM Primer
Lane 1 represents M PCR Sizer 100bp DNA Ladder, 
lanes 2- 10 are PCR products of DNA of Escherichia 
coli isolates and lane 11 represents negative 
control (NC). Right hand side: molecular size of 
amplicons of DNA with TEM genes for Ec55, Ec84 and 
Ec93 isolates

Figure 5: PCR Products’ Analysis of E. coli DNA with 
CTX-M primer
Lane 1 (M) represents High Ranger 1kb  DNA 
Ladder, lanes 2- 10 are PCR product of  DNA of 
Escherichia coli isolates and lane 11 represents 
negative control (NC). Right hand side: size of 
amplicons of DNA with CTX-M gene for Ec8, Ec55, 
Ec83, Ec84 and Ec92.

DISCUSSION

Drug resistance is one of the natural endless 
processes by which the organisms develop 
tolerance to new environmental condition. It may 
be due to a pre-existing factor in organisms or result 
from the acquired factor(s) whereby the genes that 
confer this resistance (environmental resistome), 
transferred from non-disease causing bacteria to 
those that do cause disease, leading to clinically 
significant resistance15. Over the past decade, ESBL 
producing organisms have emerged as serious 
nosocomial pathogens throughout the world16. 
Outbreak due to this type of pathogen among the 
most critically ill patients in intensive care units has 
been reported by Jacoby and Archer17. One of the 
major contributors to the emergence of multidrug 
resistance in bacteria has been attributed to the 
inevitable genetic response to misappropriated 
exposures of microbial populations to antimicrobial 
therapy11.

The locations of genes of resistant UTI E. coli isolates 
investigated revealed that 16 strains of E.  coli (i.e. 
Ec3, Ec4, Ec10, Ec12, Ec18, Ec19, Ec26, Ec37, Ec38, Ec39, Ec44, 
Ec45, Ec47, Ec92, Ec97 and Ec98), 6 strains of E. coli (i.e. 
Ec4, Ec18, Ec19, Ec20, Ec47 and Ec85), 3 strains of E. coli 
(i.e. Ec15,  Ec23 and Ec41) and 6 strains of E. coli (i.e. 
Ec8, Ec17, Ec18, Ec44, Ec59 and Ec63) that were               

unaffected by Amoxillin, Augmentin, Nitrofurantoin, 
and Tetracycline respectively, suddenly became 
vulnerable to these antibiotics following their treat-
ment using acridine orange. These results confirmed 
that, the resistance of those strains to the antibiotics 
in question is plasmid mediated.

Of 31 E. coli isolates whose resistant were plasmid 
mediated, only nine isolates produced beta-lact-
amase. This might be due to the possibility of 
plasmid coding for resistance to other antibiotics 
different from beta-lactam antibiotics. As the 
isolates without ESBL were very much susceptible to 
the different antibiotics used, this could be attribut-
ed to the lack of mutation that has occurred in the 
active serine site of ESBL producing organism18. 
Results from this study further showed that all the 
nine (9) ESBL producing E. coli in this study were 
comparable to reports from other parts of the world, 
which also revealed multiple drug resistance 
among gram negative rods18,19. These findings 
support the hypothesis that ESBL producing strains of 
E. coli are more probable  to have diminished 
susceptibility to non β-lactam antibiotics compared 
with E. coli that are not producing ESBL. The finding 
is also similar to that of Procop et al.20. This study also 
made known a decreased susceptibility of ESBL 
producing Escherichia coli to the tested antibiotics 
which may also be as a result of the presence of 
multidrug resistance gene in plasmids that they are 
habouring21.  Therefore, it is important to use the 
antimicrobial susceptibility profile of the individual 
isolates to guide treatment.

The global incidence rate of AmpC-mediated 
resistance is unknown due to the fact that a limited 
number of studies are focusing on AmpC β-lact-
amases as well as accurately identifying this 
resistance mechanism22. Thus, reducing the global 
spread of plasmid-mediated AmpC resistance 
would largely depend on identification of these 
genes and arresting their movement among human 
population.

The SSR (single sequence repeat) PCR technique 
described in this report is an important tool for the 
detection of transferable (i.e., plasmid-mediated) 
AmpC β-lactamase genes in gram-negative bacte-
ria. 

The result of this study revealed that none of the 
selected beta-lactamase producing E.coli 
contained SHV beta-lactamase enzyme. Thus their 
beta-lactamase gene is different from SHV 
beta-lactamase since there are several genes 
coding for beta-lactamase among beta-lact-
amase producing microorganism. However, 
isolates; Ec55, Ec84 and Ec92 confirmed availability of 
TEM beta-lactamase; a class A member of broad 
spectrum beta-lactamase in them which conferred 
on them resistance to many antibiotics except for 
Ofloxacin and Gentamicin that inhibited the growth 

of most test bacteria. This finding somewhat agrees 
with the finding of Albinu23 in Lagos Nigeria, who 
reported that ESBL producing microorganisms are 
multi-drug resistant and the organisms were unaf-
fected by all the antibiotics except Gatifloxacin 
which was active against them. Nevertheless, ESBL 
isolates; Ec3, Ec7, Ec8, Ec56, Ec84 and Ec93 did not 
display the existence of TEM beta-lactamase. The 
absence of TEM beta-lactamase suggests the 
presence of other form of broad spectrum 
beta-lactamase such as OXA, PER, VEB, GES and 
IBC beta-lactamases which could as well confer 
resistance to microorganisms possessing them24. This 
study confirmed possession of CTX-M beta-lact-
amase enzyme in some of the ESBL producing 
isolates, such as Ec8, Ec55, Ec83, and Ec92. It was also 
established by this study that a microorganism can 
carry two or more genes coding for resistance 
against two or more antibiotics as seen in the case 
of isolates; Ec55 and Ec84 carrying gene for enzymes 
TEM and CTX-M at the same time. 

Data on the sensitivity of ESBL producing strains 
showed that these strains are not only resistant to 
beta lactams but also to other classes of antimicro-
bials including Gentamicin. The most frequent 
encountered mechanisms of resistance to 
beta-lactams found in this study were the produc-
tions of TEM and CTX-M beta-lactamases. These 
results conform to reports of previous studies 
elsewhere in which most of ESBL producing Entero-
bacteriaceae reported was E. coli and most of 
them expressed CTX-M enzymes25, 26. The occur-
rence of ESBL producing microorganism in the 
environment could be to some extent traced to 
lack of surveillance studies seeking clinical strains 
producing β-lactamases and the difficulty that 
laboratories are inaccurately detecting this 
resistance mechanism.

Reducing the spread of ESBL resistance would 
largely depend on establishing and using molecular 
techniques in the isolation and identification of 
these resistant genes.

CONCLUSION 

This study shows the presence of TEM and CTX-M 
beta-lactamases in E. coli isolated from patients 
with urinary tract infections which could be respon-
sible for their resistance against antibiotics. Thus, 
identification of these genes among the study 
population will help to provide more information for 
better treatment for patients with persistent urinary 
tract infections.
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INTRODUCTION 

Pseudomyxoma-peritonei is an infrequent1 misdiag-
nosed disease. Globally incidence is 1-2 million/year 
with varied and slightly perplexing presentations 
which includes abdominal distention and sometime 
acute appendicitis2.3. Pseudomyxoma-peritonei is 
distinguished by the collection of profuse mucinous 
jelly like material in the peritoneal cavity accompa-
nied by a related mucinous tumor of ovarian or 
gastrointestinal tract origin 4. Herein, we report a 
collective case series of pseudomyxoma-peritonie, 
in one of the above mentioned organs.

A 42-years-old male presented to emergency 
department with two-day history of severe abdomi-

nal pain, slightly increased abdominal girth, vomit-
ing and fever. No significant past medical and surgi-
cal history. On physical examination he had a 
distended abdomen and mild tenderness in lower 
abdomen. On laboratory findings he had highly 
raised white cell count and low hemoglobin. Ultra-
sound showed mild ascites. X-ray abdomen 
revealed multiple air fluid levels. CT scan with 
contrast showed specks of air close to appendix, 
raising the possibility of appendiceal rupture or 
abscess, Bilateral pleural effusion with consolidation 
and collapse of right lung was also seen. Exploratory 
laparotomy, omentectomy and appendectomy 
were performed. Intra-operatively jelly like material 
was found filling the peritoneal cavity, Other finding 
showed adherence of small and large bowel to the 

omentum and abdominal wall with mild ascitic fluid 
and an inflamed appendix. Recoverey was 
uneventfull and patient was discharged. Histopa-
thology was consistent with well-differentiated 
mucinous colloid adenocarcinoma of appendiceal 
origin with intra-peritoneal metastatic pseudomyxo-
ma-peritonie. The patient remained asymptomatic 
for approximately three-months after surgery, than 
he had recurrent abdominal pain. Re-investigation 
revealed recurrence of tumor. Chemotherapy was 
commenced with Foxfol-4 (Flurouracil, Leocovorin 
calcium, Oxaliplatin) but patient had a partial 
response with slightly decrease in the bulk of the 
tumor in six-months after commencing chemother-
apy. After this the patient refused for further treat-
ment. He is alive with recurrent disease but not well 
as he was assessed on follow up after his first surgery.
Second patient is an 85-year old male who present-
ed to the emergency department with six-day histo-
ry of lower abdominal pain radiating to lower back 
with generalized weakness and three-day history of 
relative constipation. His past medical history includ-
ed hypertension. On physical examination he had a 
distended abdomen, and a hard non tender mass 
palpable in lower abdomen extending to the 
epigastrium. Shifting dullness was positive. Mass was 
also confirmed on per rectal examination. Labora-
tory findings only showed low hemoglobin. CT scan 
(abdomen and pelvis) with contrast showed cystic 
mass in pelvis extending in epigastrium, displacing 
adjacent bowel loops, anteriorly abutting abdomi-
nal wall, posteriorly abutting aorta, coeliac vessels, 
inferiorly urinary bladder , no infiltration in any 
viscera and vessels, there was also a left inguinal 
hernia and moderate ascitic fluid. Patient was oper-
ated for mesenteric cyst evacuation and excision. 
Intra-operative huge cyst contained jelly like materi-
al with multiple peritoneal deposits of mucin. The 
obstruction appeared as a result of disseminated 
mucinous tumor cells and ascites. Following surgery, 
the patient had a normal clinical course until the 
fourth-postoperative day when he had myocardial 
infarction and also a chest infection. He was shifted 
to ICU but unfortunately passed away on sixth-post-
operative day because of severe chest infection, 
myocardial infarction, malignancy and advanced 
age. Histopathological examination and immuno-
histochemistry raised a strong possibility of gastroin-
testinal origin pseudomyxoma-peritonie, with perito-
neal metastasis. Patient had intestinal obstruction 
and underwent emergency surgery. The urgent 
nature of surgery in elderly patient was the reason 
for poor outcome.

The third-case is a 52-years-old post menopausal 
woman who presented to the emergency depart-
ment with one-week history of crampy lower 
abdominal pain, incessant vomiting, increased 
abdominal girth, peripheral edema, and four-day 
history of absolute constipation. She had history of 
hypertension and past surgery of appendectomy 
and bilateral multiple ovarion cyst four-years prior to 

presentation. Patient had borderline atypical prolif-
erative mucinous-cystadenocarcinoma according 
to last histopathology report. Chemotherapy not 
administered because of financial reasons. Physical 
examination showed a distended abdomen with 
generalized tenderness, shifting dullness or fluid thrill 
was present. No lymphadenopathy was present. 
Mass was confirmed on pelvic and per rectal exam-
inations. Laboratory data showed a highly 
increased white blood cell count with normal 
hemoglobin and hematocrit values. Complete liver 
and renal function tests were in normal limits. The 
patient was dehydrated and malnourished with low 
sodium, increase serum urea nitrogen. Radiologic 
studies suggested intestinal obstruction. CT scan 
without contrast showed medium multiple tubular, 
fluid-filled masses in the pelvis, calcification along 
wall of the mass and air bubbles within mass. Patient 
optimized and planned for emergency exploratory 
laparotomy. Intraoperative finding showed perito-
neal cavity filled with mucinous material, massive 
ascites, giant solid-cum-cystic mass adhered to 
right adnexa, omentum, abdominal wall and 
sigmoid colon. After vigilant dissection, necrotic 
small bowel was identified. Small bowel originated 
mass identified, resection of mass with bowel, 
ileostomy and mucus fistula was made, right oopho-
rectomy, omentectomy, and debulking laparoto-
my performed. Patient remained unwell with unsat-
isfactory condition on operative-day. On first-post-
operative day she passed away. Her cause of 
death was considered to be circulatory failure due 
to significant ascites and a large tumor. Patient had 
a borderline atypical proliferative mucinous-cystad-
enocarcinoma on histopathology. It was further 
augmented with immunohistochemical studies 
revealed previous ovarian cyst to be a borderline 
mucinous tumor. The present biopsy was an invasive 
malignant mucinous-carcinoma presumably prima-
ry in the ovary. There was a probability of omental 
metastasis emerged in the gastrointestinal tract. 
Synchronous tumor described in the previous studies 
as two unrelated main sites like ovary and gastroin-
testinal tract tumor.

METHODS

We described three-cases from a single tertiary care 
center in the department of General Surgery Ziaud-
din University and Hospitals. Analysis started from 
the standpoints of histopathology.

Database searched retrospectively for the 
incidence of pseudomyxoma-peritonie in biopsy 
and reviewed patient’s record. A ten-year period of 
2006-2016 was considered and found only 
three-cases.

RESULTS

Total 1388 appendectomies performed, 
749(53.96%) were male, 639(46.03%) were female. 

Carcinoid tumor was present in 11(0.79%) and 
3(0.21%) were diagnosed as a pseudomyxo-
ma-peritonie malignancy (Table 1). In pseudomyxo-
ma-peritonie two were males, one was female with 
ages in 42, 85, 52 years respectively (Tale 2). All 
three-patients came in the emergency with 
variable presentation, operated for perforated 
appendix, mesenteric huge cyst and large cystic 
plus solid abdominal mass respectively. All 
three-cases of pseudomyxoma-peritonie diag-
nosed incidentally on histopathology, originated 
from three-different sites (Table 2). One-patient 
recovered postoperatively and remained asymp-
tomatic for three-months after surgery but he had 
recurrence, while two-patients expired on their 
postoperative course. All three-patients presented 
in a very advance stage disease.

Table 1: Gender distribution with percentage

Table 2: Primary site of origin of tumor with age and 
gender

DISCUSSION

In previous studies there were several single case 
reports instead of case series therefore it is hard to 
distinguish a specific presentation of the disease. In 
recent times there has been a lot of debate over 
the exact origin of the tumor. Limited research has 
been done in this area which suggested ovaries as 
the main site in females. In contrast some supports 
the peritoneum other go for gastrointestinal tract. 
However these tumors can be malignant form their 
initial manifestation and can present as atypical 
cells and epithelial proliferation5-7. Pseudomyxo-
ma-peritonie is distinguished by intraperitoneal 
collection of mucinous fluid or ascites produced by 
malignant cells 8. Most often it found unexpectedly 
in advanced stage and with a possible devastating 
complications. Studies showed 75% female patients 
9,10. But in our collective series we had male domi-
nancy. The appendix, gastrointestinal tract and 
ovary are frequent primary sites of pseudomyxo-
ma-peritonie 6,9-15. Additional sites are lungs, 
common bile duct, stomach, pancreas, urachus, 
uterus and fallopian-tubes 16-21. In females 44% 
showed ovarian pseudomyxoma-peritonie. Gastro-
intestinal origin mostly come from appendiceal 
mucinous-adenoma 2,6,10,21 The abdominal disten-
sion is a common sign especially in advanced stage 
disease due to ascites, along with ovarian or 

appendicular mass 2 ,10, 22, 23. Few studies suggested 
that presentation and appearance of this disease 
had obvious histopathological findings 6, 24-26. 
Debulking laparotomy in symptomatic patients is 
done which is not therapeutic. The only purpose to 
reduce bulk of disease is to reduce pressure effects 
due to mucus accumulation. Recurrent disease 
needs redo or more aggressive surgery.

CONCLUSION

On the basis of case series, this disease is a challeng-
ing task to diagnose preoperatively. Pseudomyxo-
ma-peritonie presentation is varied and non specif-
ic. Patients usually present in late stage of disease 
from mucinification of the peritoneal mesothelium 
and mucinous tumor cells remains in the ascites and 
increase the chances of recurrences.
Conflict of Interest: None
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INTRODUCTION 

Ectopic pregnancy is one in which the fertilized egg 
becomes implanted at sites other than normal 
uterine cavity that are not conductive to further 
growth and development. It is the most common 
life-threatening emergency in early pregnancy. It 
results in significant morbidity and leads to fetal loss. 
Other than that, it is also associated with repeat 
ectopic gestation and impairment of subsequent 
fertility1. It is getting a greater importance because 
of its increasing incidence and its impact on women 
fertility. The rate of ectopic pregnancy is 11 per 1000 
pregnancies with maternal mortality of 0.2 per 1000 
estimated ectopic pregnancies2. Incidence varies 
from country to country and within the same 
geographical region depending on risk factors in 
the population concerned. It is a global problem 
that has risen in incidence during the last 30 years in 

the whole world2. Ectopic pregnancy in our environ-
ment is very peculiar as 80% of patients approach 
late with rupture as compared globally3, 4. Therefore 
in managing ectopic pregnancy there is a need for 
high index of suspicion5. As ectopic pregnancy has 
variable presentations from asymptomatic to 
life-threatening condition, the aim of the study was 
to determine the clinical profile of patients present-
ing with ectopic pregnancy and to determine risk 
factors, to make recommendations on interventions 
to reduce the incidence of this life threatening 
condition.

METHODS

This study includes an analysis of different cases of 
ectopic pregnancies admitted in tertiary care 
Hospitals in Karachi over a period of 3 years from 
July 2013 to July 2016 after obtaining ethical com-

mittee clearance from the hospital authorities. 
Source of data included all women in reproductive 
age group (20-40) with an ectopic pregnancy. 
Proformas were filled with the variables which 
included age, parity, marital status, risk factors, and 
history of D&C, PID, Pelvic surgery, previous ectopic 
pregnancy, subfertility and presenting symptoms. 
Along with these vital parameters, abdominal and 
bimanual examination was noted. Diagnosis was 
made with the help of serum B-HCG, ultrasonogra-
phy and/or laparoscopy. Findings on exploration 
were recorded like site of ectopic pregnancy and 
amount of blood loss. The data was analyzed, 
calculated and presented in tables.

INCLUSION CRITERIA: The women who were diag-
nosed as ectopic pregnancy who were in the repro-
ductive age group (20-40) years,
EXCLUSION CRITERIA: None

RESULTS

In the present study conducted over a period of 3 
years the total gynecology admissions were 3113 
and the total number of ectopic pregnancies were 
76. This gives us a frequency ectopic pregnancy of 
2.4% of total deliveries. In the study, 76.31% of 
patients belonged to age group of 20 to 30 years 
(Table 1).

Table 1: Age-wise Distribution of Ectopic Pregnancy

The incidence of ectopic pregnancy was highest in 
primigravidae (38.15%) and decreased with 
increase parity (Table 2). 
                               
Table 2: Parity wise Distribution of Ectopic              
Pregnancy

On the basis of our study, 40 women (52.63%) were 
identified with a previous history of infertility and 
18.42% have had a history of D&C previously. 15.78% 
of the women presented with the previous history of 
PID and 13.15 % presented with the previous history 
of ectopic pregnancy. None of the patient present-
ed to us with the history of pelvic surgery. (Table 3)

Table 3: Distribution of Cases on the Basis of Risk 
Factor

During the period under study, tubal pregnancy 
was found to be in 89.47% women where 69.73% 
were ruptured and 19.73% were not ruptured. 3.94% 
presented with cornual pregnancy and 2.63% preg-
nancies in the rudimentary horn while the remaining 
1.31% in the cervix and 1.31 % in ovary. All these 
were managed surgically being the mainstay of the 
treatment (Table 4). During our study, we witnessed 
an 8-week alive pregnancy in cornua of uterus, 
where feticide was done by KCl via 
ultrasound-guided technique in order to conserve 
the tube.

Table 4: Site and Acuity of Ectopic Pregnancy

DISCUSSION

Ectopic pregnancy, if ruptured is a devastating 
gynecological catastrophe. Gynecological admis-
sions (n=3113) were analyzed over 3 years. 
Incidence of ectopic pregnancy has been increas-
ing worldwide with a fourfold increase in its 
incidence from 4.5 to 16.18 per 1000 pregnancies or 
1 in 250 pregnancies. Most common age group 
involved was 20-25years for ectopic pregnancy as 
reported by various studies 7-8.  Multiple lines of 
evidence suggest Udigwe et al.2010 8, Etuknwa et 
al.2012 9 and Panti A et al.201210  reported that 
majority of cases occurred in 26-30 years of age on 
the contrary S.Y. Chew et al.1979 11 observed that 
maximum cases of ectopic pregnancy occurred 
commonly over the age of 30. In our study, tubal 
pregnancy (89.47%) was the commonest ectopic 
pregnancy as mentioned on other studies. 14-17.The 
current incidence of ectopic pregnancy is difficult 
to estimate from the available data due to 
increased inpatient hospital treatment of ectopic 
pregnancy18. It is more common in the first and 
second pregnancies. It is not surprising as this may 
be explainable by the fact that major risk factors of 
previous miscarriages precede the ectopic preg-

nancy. Most of the time there is no predisposing 
factor leading to ectopic pregnancy remains 
unidentified because investigations to do so are not 
available. About 69.7% of the patients present with 
ruptured ectopic pregnancy with none of them 
diagnosed before the appearance of symptoms. 
This is similar to the findings from the developing 
countries where 70-95% of cases are ruptured at 
presentation. The treatment options in ectopic 
pregnancy are:
-Surgical Treatment
-Medical Treatment
-Expectant Management
-Surgically administered medical treatment
In developing countries like Nigeria, where the 
majority of patients are presented after rupture, 
emergency surgical interventions remain the main-
stay of treatment18. Newer techniques especially 
recent advances in laparoscopic surgery have 
brought in an era of conservative surgical manage-
ment. Current diagnostic procedures in developed 
countries such as transvaginal sonography, laparos-
copy and serum B HCG assay are existent in our 
center.

CONCLUSION

In conclusion, ectopic pregnancy still remains a 
major gynecological problem associated with 
appreciable mortality and morbidity. A high index 
of suspicion and use of modern diagnostic tech-
niques will assist in early diagnosis obviating the 
need for radical treatment. Our study shows how 
common is its incidence with such variable presen-
tations. Poverty, ignorance, late presentation, 
non-availability of modern diagnostic tools is a 
bane of insignificant improvement in detection and 
prompt treatment of ectopic pregnancy in devel-
oping nations. Prevention should be aimed. Educa-
tion intended to improve knowledge on family plan-
ning methods would help in reducing the incidence 
of ectopic pregnancy by reducing the prevalence 
of PID and unwanted pregnancies. Early transvagi-
nal ultrasound should be offered to all women at 
early trimester for early diagnosis and possible medi-
cal treatment.
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Figure 2: Samples of UTI E. coli Isolates not produc-
ing β-lactamase enzymes
Escherichia coli isolates showing blue black back-
ground on starch paper strip after the addition of 
crystal iodine.

Figure 3: Genomic DNA of B-lactamase producing 
Escherichia coli isolates.
Lane 1 represents (M) High ranger 1kb DNA Ladder, 
lanes 2- 10 are genomic DNA of Escherichia coli 
isolates and lane 11 represents negative control 
(NC).

Figure 4: PCR Products’ Analysis of E. coli DNA with 
TEM Primer
Lane 1 represents M PCR Sizer 100bp DNA Ladder, 
lanes 2- 10 are PCR products of DNA of Escherichia 
coli isolates and lane 11 represents negative 
control (NC). Right hand side: molecular size of 
amplicons of DNA with TEM genes for Ec55, Ec84 and 
Ec93 isolates

Figure 5: PCR Products’ Analysis of E. coli DNA with 
CTX-M primer
Lane 1 (M) represents High Ranger 1kb  DNA 
Ladder, lanes 2- 10 are PCR product of  DNA of 
Escherichia coli isolates and lane 11 represents 
negative control (NC). Right hand side: size of 
amplicons of DNA with CTX-M gene for Ec8, Ec55, 
Ec83, Ec84 and Ec92.

DISCUSSION

Drug resistance is one of the natural endless 
processes by which the organisms develop 
tolerance to new environmental condition. It may 
be due to a pre-existing factor in organisms or result 
from the acquired factor(s) whereby the genes that 
confer this resistance (environmental resistome), 
transferred from non-disease causing bacteria to 
those that do cause disease, leading to clinically 
significant resistance15. Over the past decade, ESBL 
producing organisms have emerged as serious 
nosocomial pathogens throughout the world16. 
Outbreak due to this type of pathogen among the 
most critically ill patients in intensive care units has 
been reported by Jacoby and Archer17. One of the 
major contributors to the emergence of multidrug 
resistance in bacteria has been attributed to the 
inevitable genetic response to misappropriated 
exposures of microbial populations to antimicrobial 
therapy11.

The locations of genes of resistant UTI E. coli isolates 
investigated revealed that 16 strains of E.  coli (i.e. 
Ec3, Ec4, Ec10, Ec12, Ec18, Ec19, Ec26, Ec37, Ec38, Ec39, Ec44, 
Ec45, Ec47, Ec92, Ec97 and Ec98), 6 strains of E. coli (i.e. 
Ec4, Ec18, Ec19, Ec20, Ec47 and Ec85), 3 strains of E. coli 
(i.e. Ec15,  Ec23 and Ec41) and 6 strains of E. coli (i.e. 
Ec8, Ec17, Ec18, Ec44, Ec59 and Ec63) that were               

unaffected by Amoxillin, Augmentin, Nitrofurantoin, 
and Tetracycline respectively, suddenly became 
vulnerable to these antibiotics following their treat-
ment using acridine orange. These results confirmed 
that, the resistance of those strains to the antibiotics 
in question is plasmid mediated.

Of 31 E. coli isolates whose resistant were plasmid 
mediated, only nine isolates produced beta-lact-
amase. This might be due to the possibility of 
plasmid coding for resistance to other antibiotics 
different from beta-lactam antibiotics. As the 
isolates without ESBL were very much susceptible to 
the different antibiotics used, this could be attribut-
ed to the lack of mutation that has occurred in the 
active serine site of ESBL producing organism18. 
Results from this study further showed that all the 
nine (9) ESBL producing E. coli in this study were 
comparable to reports from other parts of the world, 
which also revealed multiple drug resistance 
among gram negative rods18,19. These findings 
support the hypothesis that ESBL producing strains of 
E. coli are more probable  to have diminished 
susceptibility to non β-lactam antibiotics compared 
with E. coli that are not producing ESBL. The finding 
is also similar to that of Procop et al.20. This study also 
made known a decreased susceptibility of ESBL 
producing Escherichia coli to the tested antibiotics 
which may also be as a result of the presence of 
multidrug resistance gene in plasmids that they are 
habouring21.  Therefore, it is important to use the 
antimicrobial susceptibility profile of the individual 
isolates to guide treatment.

The global incidence rate of AmpC-mediated 
resistance is unknown due to the fact that a limited 
number of studies are focusing on AmpC β-lact-
amases as well as accurately identifying this 
resistance mechanism22. Thus, reducing the global 
spread of plasmid-mediated AmpC resistance 
would largely depend on identification of these 
genes and arresting their movement among human 
population.

The SSR (single sequence repeat) PCR technique 
described in this report is an important tool for the 
detection of transferable (i.e., plasmid-mediated) 
AmpC β-lactamase genes in gram-negative bacte-
ria. 

The result of this study revealed that none of the 
selected beta-lactamase producing E.coli 
contained SHV beta-lactamase enzyme. Thus their 
beta-lactamase gene is different from SHV 
beta-lactamase since there are several genes 
coding for beta-lactamase among beta-lact-
amase producing microorganism. However, 
isolates; Ec55, Ec84 and Ec92 confirmed availability of 
TEM beta-lactamase; a class A member of broad 
spectrum beta-lactamase in them which conferred 
on them resistance to many antibiotics except for 
Ofloxacin and Gentamicin that inhibited the growth 

of most test bacteria. This finding somewhat agrees 
with the finding of Albinu23 in Lagos Nigeria, who 
reported that ESBL producing microorganisms are 
multi-drug resistant and the organisms were unaf-
fected by all the antibiotics except Gatifloxacin 
which was active against them. Nevertheless, ESBL 
isolates; Ec3, Ec7, Ec8, Ec56, Ec84 and Ec93 did not 
display the existence of TEM beta-lactamase. The 
absence of TEM beta-lactamase suggests the 
presence of other form of broad spectrum 
beta-lactamase such as OXA, PER, VEB, GES and 
IBC beta-lactamases which could as well confer 
resistance to microorganisms possessing them24. This 
study confirmed possession of CTX-M beta-lact-
amase enzyme in some of the ESBL producing 
isolates, such as Ec8, Ec55, Ec83, and Ec92. It was also 
established by this study that a microorganism can 
carry two or more genes coding for resistance 
against two or more antibiotics as seen in the case 
of isolates; Ec55 and Ec84 carrying gene for enzymes 
TEM and CTX-M at the same time. 

Data on the sensitivity of ESBL producing strains 
showed that these strains are not only resistant to 
beta lactams but also to other classes of antimicro-
bials including Gentamicin. The most frequent 
encountered mechanisms of resistance to 
beta-lactams found in this study were the produc-
tions of TEM and CTX-M beta-lactamases. These 
results conform to reports of previous studies 
elsewhere in which most of ESBL producing Entero-
bacteriaceae reported was E. coli and most of 
them expressed CTX-M enzymes25, 26. The occur-
rence of ESBL producing microorganism in the 
environment could be to some extent traced to 
lack of surveillance studies seeking clinical strains 
producing β-lactamases and the difficulty that 
laboratories are inaccurately detecting this 
resistance mechanism.

Reducing the spread of ESBL resistance would 
largely depend on establishing and using molecular 
techniques in the isolation and identification of 
these resistant genes.

CONCLUSION 

This study shows the presence of TEM and CTX-M 
beta-lactamases in E. coli isolated from patients 
with urinary tract infections which could be respon-
sible for their resistance against antibiotics. Thus, 
identification of these genes among the study 
population will help to provide more information for 
better treatment for patients with persistent urinary 
tract infections.
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INTRODUCTION 

Pseudomyxoma-peritonei is an infrequent1 misdiag-
nosed disease. Globally incidence is 1-2 million/year 
with varied and slightly perplexing presentations 
which includes abdominal distention and sometime 
acute appendicitis2.3. Pseudomyxoma-peritonei is 
distinguished by the collection of profuse mucinous 
jelly like material in the peritoneal cavity accompa-
nied by a related mucinous tumor of ovarian or 
gastrointestinal tract origin 4. Herein, we report a 
collective case series of pseudomyxoma-peritonie, 
in one of the above mentioned organs.

A 42-years-old male presented to emergency 
department with two-day history of severe abdomi-

nal pain, slightly increased abdominal girth, vomit-
ing and fever. No significant past medical and surgi-
cal history. On physical examination he had a 
distended abdomen and mild tenderness in lower 
abdomen. On laboratory findings he had highly 
raised white cell count and low hemoglobin. Ultra-
sound showed mild ascites. X-ray abdomen 
revealed multiple air fluid levels. CT scan with 
contrast showed specks of air close to appendix, 
raising the possibility of appendiceal rupture or 
abscess, Bilateral pleural effusion with consolidation 
and collapse of right lung was also seen. Exploratory 
laparotomy, omentectomy and appendectomy 
were performed. Intra-operatively jelly like material 
was found filling the peritoneal cavity, Other finding 
showed adherence of small and large bowel to the 

omentum and abdominal wall with mild ascitic fluid 
and an inflamed appendix. Recoverey was 
uneventfull and patient was discharged. Histopa-
thology was consistent with well-differentiated 
mucinous colloid adenocarcinoma of appendiceal 
origin with intra-peritoneal metastatic pseudomyxo-
ma-peritonie. The patient remained asymptomatic 
for approximately three-months after surgery, than 
he had recurrent abdominal pain. Re-investigation 
revealed recurrence of tumor. Chemotherapy was 
commenced with Foxfol-4 (Flurouracil, Leocovorin 
calcium, Oxaliplatin) but patient had a partial 
response with slightly decrease in the bulk of the 
tumor in six-months after commencing chemother-
apy. After this the patient refused for further treat-
ment. He is alive with recurrent disease but not well 
as he was assessed on follow up after his first surgery.
Second patient is an 85-year old male who present-
ed to the emergency department with six-day histo-
ry of lower abdominal pain radiating to lower back 
with generalized weakness and three-day history of 
relative constipation. His past medical history includ-
ed hypertension. On physical examination he had a 
distended abdomen, and a hard non tender mass 
palpable in lower abdomen extending to the 
epigastrium. Shifting dullness was positive. Mass was 
also confirmed on per rectal examination. Labora-
tory findings only showed low hemoglobin. CT scan 
(abdomen and pelvis) with contrast showed cystic 
mass in pelvis extending in epigastrium, displacing 
adjacent bowel loops, anteriorly abutting abdomi-
nal wall, posteriorly abutting aorta, coeliac vessels, 
inferiorly urinary bladder , no infiltration in any 
viscera and vessels, there was also a left inguinal 
hernia and moderate ascitic fluid. Patient was oper-
ated for mesenteric cyst evacuation and excision. 
Intra-operative huge cyst contained jelly like materi-
al with multiple peritoneal deposits of mucin. The 
obstruction appeared as a result of disseminated 
mucinous tumor cells and ascites. Following surgery, 
the patient had a normal clinical course until the 
fourth-postoperative day when he had myocardial 
infarction and also a chest infection. He was shifted 
to ICU but unfortunately passed away on sixth-post-
operative day because of severe chest infection, 
myocardial infarction, malignancy and advanced 
age. Histopathological examination and immuno-
histochemistry raised a strong possibility of gastroin-
testinal origin pseudomyxoma-peritonie, with perito-
neal metastasis. Patient had intestinal obstruction 
and underwent emergency surgery. The urgent 
nature of surgery in elderly patient was the reason 
for poor outcome.

The third-case is a 52-years-old post menopausal 
woman who presented to the emergency depart-
ment with one-week history of crampy lower 
abdominal pain, incessant vomiting, increased 
abdominal girth, peripheral edema, and four-day 
history of absolute constipation. She had history of 
hypertension and past surgery of appendectomy 
and bilateral multiple ovarion cyst four-years prior to 

presentation. Patient had borderline atypical prolif-
erative mucinous-cystadenocarcinoma according 
to last histopathology report. Chemotherapy not 
administered because of financial reasons. Physical 
examination showed a distended abdomen with 
generalized tenderness, shifting dullness or fluid thrill 
was present. No lymphadenopathy was present. 
Mass was confirmed on pelvic and per rectal exam-
inations. Laboratory data showed a highly 
increased white blood cell count with normal 
hemoglobin and hematocrit values. Complete liver 
and renal function tests were in normal limits. The 
patient was dehydrated and malnourished with low 
sodium, increase serum urea nitrogen. Radiologic 
studies suggested intestinal obstruction. CT scan 
without contrast showed medium multiple tubular, 
fluid-filled masses in the pelvis, calcification along 
wall of the mass and air bubbles within mass. Patient 
optimized and planned for emergency exploratory 
laparotomy. Intraoperative finding showed perito-
neal cavity filled with mucinous material, massive 
ascites, giant solid-cum-cystic mass adhered to 
right adnexa, omentum, abdominal wall and 
sigmoid colon. After vigilant dissection, necrotic 
small bowel was identified. Small bowel originated 
mass identified, resection of mass with bowel, 
ileostomy and mucus fistula was made, right oopho-
rectomy, omentectomy, and debulking laparoto-
my performed. Patient remained unwell with unsat-
isfactory condition on operative-day. On first-post-
operative day she passed away. Her cause of 
death was considered to be circulatory failure due 
to significant ascites and a large tumor. Patient had 
a borderline atypical proliferative mucinous-cystad-
enocarcinoma on histopathology. It was further 
augmented with immunohistochemical studies 
revealed previous ovarian cyst to be a borderline 
mucinous tumor. The present biopsy was an invasive 
malignant mucinous-carcinoma presumably prima-
ry in the ovary. There was a probability of omental 
metastasis emerged in the gastrointestinal tract. 
Synchronous tumor described in the previous studies 
as two unrelated main sites like ovary and gastroin-
testinal tract tumor.

METHODS

We described three-cases from a single tertiary care 
center in the department of General Surgery Ziaud-
din University and Hospitals. Analysis started from 
the standpoints of histopathology.

Database searched retrospectively for the 
incidence of pseudomyxoma-peritonie in biopsy 
and reviewed patient’s record. A ten-year period of 
2006-2016 was considered and found only 
three-cases.

RESULTS

Total 1388 appendectomies performed, 
749(53.96%) were male, 639(46.03%) were female. 

Carcinoid tumor was present in 11(0.79%) and 
3(0.21%) were diagnosed as a pseudomyxo-
ma-peritonie malignancy (Table 1). In pseudomyxo-
ma-peritonie two were males, one was female with 
ages in 42, 85, 52 years respectively (Tale 2). All 
three-patients came in the emergency with 
variable presentation, operated for perforated 
appendix, mesenteric huge cyst and large cystic 
plus solid abdominal mass respectively. All 
three-cases of pseudomyxoma-peritonie diag-
nosed incidentally on histopathology, originated 
from three-different sites (Table 2). One-patient 
recovered postoperatively and remained asymp-
tomatic for three-months after surgery but he had 
recurrence, while two-patients expired on their 
postoperative course. All three-patients presented 
in a very advance stage disease.

Table 1: Gender distribution with percentage

Table 2: Primary site of origin of tumor with age and 
gender

DISCUSSION

In previous studies there were several single case 
reports instead of case series therefore it is hard to 
distinguish a specific presentation of the disease. In 
recent times there has been a lot of debate over 
the exact origin of the tumor. Limited research has 
been done in this area which suggested ovaries as 
the main site in females. In contrast some supports 
the peritoneum other go for gastrointestinal tract. 
However these tumors can be malignant form their 
initial manifestation and can present as atypical 
cells and epithelial proliferation5-7. Pseudomyxo-
ma-peritonie is distinguished by intraperitoneal 
collection of mucinous fluid or ascites produced by 
malignant cells 8. Most often it found unexpectedly 
in advanced stage and with a possible devastating 
complications. Studies showed 75% female patients 
9,10. But in our collective series we had male domi-
nancy. The appendix, gastrointestinal tract and 
ovary are frequent primary sites of pseudomyxo-
ma-peritonie 6,9-15. Additional sites are lungs, 
common bile duct, stomach, pancreas, urachus, 
uterus and fallopian-tubes 16-21. In females 44% 
showed ovarian pseudomyxoma-peritonie. Gastro-
intestinal origin mostly come from appendiceal 
mucinous-adenoma 2,6,10,21 The abdominal disten-
sion is a common sign especially in advanced stage 
disease due to ascites, along with ovarian or 

appendicular mass 2 ,10, 22, 23. Few studies suggested 
that presentation and appearance of this disease 
had obvious histopathological findings 6, 24-26. 
Debulking laparotomy in symptomatic patients is 
done which is not therapeutic. The only purpose to 
reduce bulk of disease is to reduce pressure effects 
due to mucus accumulation. Recurrent disease 
needs redo or more aggressive surgery.

CONCLUSION

On the basis of case series, this disease is a challeng-
ing task to diagnose preoperatively. Pseudomyxo-
ma-peritonie presentation is varied and non specif-
ic. Patients usually present in late stage of disease 
from mucinification of the peritoneal mesothelium 
and mucinous tumor cells remains in the ascites and 
increase the chances of recurrences.
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INTRODUCTION 

Ectopic pregnancy is one in which the fertilized egg 
becomes implanted at sites other than normal 
uterine cavity that are not conductive to further 
growth and development. It is the most common 
life-threatening emergency in early pregnancy. It 
results in significant morbidity and leads to fetal loss. 
Other than that, it is also associated with repeat 
ectopic gestation and impairment of subsequent 
fertility1. It is getting a greater importance because 
of its increasing incidence and its impact on women 
fertility. The rate of ectopic pregnancy is 11 per 1000 
pregnancies with maternal mortality of 0.2 per 1000 
estimated ectopic pregnancies2. Incidence varies 
from country to country and within the same 
geographical region depending on risk factors in 
the population concerned. It is a global problem 
that has risen in incidence during the last 30 years in 

the whole world2. Ectopic pregnancy in our environ-
ment is very peculiar as 80% of patients approach 
late with rupture as compared globally3, 4. Therefore 
in managing ectopic pregnancy there is a need for 
high index of suspicion5. As ectopic pregnancy has 
variable presentations from asymptomatic to 
life-threatening condition, the aim of the study was 
to determine the clinical profile of patients present-
ing with ectopic pregnancy and to determine risk 
factors, to make recommendations on interventions 
to reduce the incidence of this life threatening 
condition.

METHODS

This study includes an analysis of different cases of 
ectopic pregnancies admitted in tertiary care 
Hospitals in Karachi over a period of 3 years from 
July 2013 to July 2016 after obtaining ethical com-

mittee clearance from the hospital authorities. 
Source of data included all women in reproductive 
age group (20-40) with an ectopic pregnancy. 
Proformas were filled with the variables which 
included age, parity, marital status, risk factors, and 
history of D&C, PID, Pelvic surgery, previous ectopic 
pregnancy, subfertility and presenting symptoms. 
Along with these vital parameters, abdominal and 
bimanual examination was noted. Diagnosis was 
made with the help of serum B-HCG, ultrasonogra-
phy and/or laparoscopy. Findings on exploration 
were recorded like site of ectopic pregnancy and 
amount of blood loss. The data was analyzed, 
calculated and presented in tables.

INCLUSION CRITERIA: The women who were diag-
nosed as ectopic pregnancy who were in the repro-
ductive age group (20-40) years,
EXCLUSION CRITERIA: None

RESULTS

In the present study conducted over a period of 3 
years the total gynecology admissions were 3113 
and the total number of ectopic pregnancies were 
76. This gives us a frequency ectopic pregnancy of 
2.4% of total deliveries. In the study, 76.31% of 
patients belonged to age group of 20 to 30 years 
(Table 1).

Table 1: Age-wise Distribution of Ectopic Pregnancy

The incidence of ectopic pregnancy was highest in 
primigravidae (38.15%) and decreased with 
increase parity (Table 2). 
                               
Table 2: Parity wise Distribution of Ectopic              
Pregnancy

On the basis of our study, 40 women (52.63%) were 
identified with a previous history of infertility and 
18.42% have had a history of D&C previously. 15.78% 
of the women presented with the previous history of 
PID and 13.15 % presented with the previous history 
of ectopic pregnancy. None of the patient present-
ed to us with the history of pelvic surgery. (Table 3)

Table 3: Distribution of Cases on the Basis of Risk 
Factor

During the period under study, tubal pregnancy 
was found to be in 89.47% women where 69.73% 
were ruptured and 19.73% were not ruptured. 3.94% 
presented with cornual pregnancy and 2.63% preg-
nancies in the rudimentary horn while the remaining 
1.31% in the cervix and 1.31 % in ovary. All these 
were managed surgically being the mainstay of the 
treatment (Table 4). During our study, we witnessed 
an 8-week alive pregnancy in cornua of uterus, 
where feticide was done by KCl via 
ultrasound-guided technique in order to conserve 
the tube.

Table 4: Site and Acuity of Ectopic Pregnancy

DISCUSSION

Ectopic pregnancy, if ruptured is a devastating 
gynecological catastrophe. Gynecological admis-
sions (n=3113) were analyzed over 3 years. 
Incidence of ectopic pregnancy has been increas-
ing worldwide with a fourfold increase in its 
incidence from 4.5 to 16.18 per 1000 pregnancies or 
1 in 250 pregnancies. Most common age group 
involved was 20-25years for ectopic pregnancy as 
reported by various studies 7-8.  Multiple lines of 
evidence suggest Udigwe et al.2010 8, Etuknwa et 
al.2012 9 and Panti A et al.201210  reported that 
majority of cases occurred in 26-30 years of age on 
the contrary S.Y. Chew et al.1979 11 observed that 
maximum cases of ectopic pregnancy occurred 
commonly over the age of 30. In our study, tubal 
pregnancy (89.47%) was the commonest ectopic 
pregnancy as mentioned on other studies. 14-17.The 
current incidence of ectopic pregnancy is difficult 
to estimate from the available data due to 
increased inpatient hospital treatment of ectopic 
pregnancy18. It is more common in the first and 
second pregnancies. It is not surprising as this may 
be explainable by the fact that major risk factors of 
previous miscarriages precede the ectopic preg-

nancy. Most of the time there is no predisposing 
factor leading to ectopic pregnancy remains 
unidentified because investigations to do so are not 
available. About 69.7% of the patients present with 
ruptured ectopic pregnancy with none of them 
diagnosed before the appearance of symptoms. 
This is similar to the findings from the developing 
countries where 70-95% of cases are ruptured at 
presentation. The treatment options in ectopic 
pregnancy are:
-Surgical Treatment
-Medical Treatment
-Expectant Management
-Surgically administered medical treatment
In developing countries like Nigeria, where the 
majority of patients are presented after rupture, 
emergency surgical interventions remain the main-
stay of treatment18. Newer techniques especially 
recent advances in laparoscopic surgery have 
brought in an era of conservative surgical manage-
ment. Current diagnostic procedures in developed 
countries such as transvaginal sonography, laparos-
copy and serum B HCG assay are existent in our 
center.

CONCLUSION

In conclusion, ectopic pregnancy still remains a 
major gynecological problem associated with 
appreciable mortality and morbidity. A high index 
of suspicion and use of modern diagnostic tech-
niques will assist in early diagnosis obviating the 
need for radical treatment. Our study shows how 
common is its incidence with such variable presen-
tations. Poverty, ignorance, late presentation, 
non-availability of modern diagnostic tools is a 
bane of insignificant improvement in detection and 
prompt treatment of ectopic pregnancy in devel-
oping nations. Prevention should be aimed. Educa-
tion intended to improve knowledge on family plan-
ning methods would help in reducing the incidence 
of ectopic pregnancy by reducing the prevalence 
of PID and unwanted pregnancies. Early transvagi-
nal ultrasound should be offered to all women at 
early trimester for early diagnosis and possible medi-
cal treatment.
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Figure 2: Samples of UTI E. coli Isolates not produc-
ing β-lactamase enzymes
Escherichia coli isolates showing blue black back-
ground on starch paper strip after the addition of 
crystal iodine.

Figure 3: Genomic DNA of B-lactamase producing 
Escherichia coli isolates.
Lane 1 represents (M) High ranger 1kb DNA Ladder, 
lanes 2- 10 are genomic DNA of Escherichia coli 
isolates and lane 11 represents negative control 
(NC).

Figure 4: PCR Products’ Analysis of E. coli DNA with 
TEM Primer
Lane 1 represents M PCR Sizer 100bp DNA Ladder, 
lanes 2- 10 are PCR products of DNA of Escherichia 
coli isolates and lane 11 represents negative 
control (NC). Right hand side: molecular size of 
amplicons of DNA with TEM genes for Ec55, Ec84 and 
Ec93 isolates

Figure 5: PCR Products’ Analysis of E. coli DNA with 
CTX-M primer
Lane 1 (M) represents High Ranger 1kb  DNA 
Ladder, lanes 2- 10 are PCR product of  DNA of 
Escherichia coli isolates and lane 11 represents 
negative control (NC). Right hand side: size of 
amplicons of DNA with CTX-M gene for Ec8, Ec55, 
Ec83, Ec84 and Ec92.

DISCUSSION

Drug resistance is one of the natural endless 
processes by which the organisms develop 
tolerance to new environmental condition. It may 
be due to a pre-existing factor in organisms or result 
from the acquired factor(s) whereby the genes that 
confer this resistance (environmental resistome), 
transferred from non-disease causing bacteria to 
those that do cause disease, leading to clinically 
significant resistance15. Over the past decade, ESBL 
producing organisms have emerged as serious 
nosocomial pathogens throughout the world16. 
Outbreak due to this type of pathogen among the 
most critically ill patients in intensive care units has 
been reported by Jacoby and Archer17. One of the 
major contributors to the emergence of multidrug 
resistance in bacteria has been attributed to the 
inevitable genetic response to misappropriated 
exposures of microbial populations to antimicrobial 
therapy11.

The locations of genes of resistant UTI E. coli isolates 
investigated revealed that 16 strains of E.  coli (i.e. 
Ec3, Ec4, Ec10, Ec12, Ec18, Ec19, Ec26, Ec37, Ec38, Ec39, Ec44, 
Ec45, Ec47, Ec92, Ec97 and Ec98), 6 strains of E. coli (i.e. 
Ec4, Ec18, Ec19, Ec20, Ec47 and Ec85), 3 strains of E. coli 
(i.e. Ec15,  Ec23 and Ec41) and 6 strains of E. coli (i.e. 
Ec8, Ec17, Ec18, Ec44, Ec59 and Ec63) that were               

unaffected by Amoxillin, Augmentin, Nitrofurantoin, 
and Tetracycline respectively, suddenly became 
vulnerable to these antibiotics following their treat-
ment using acridine orange. These results confirmed 
that, the resistance of those strains to the antibiotics 
in question is plasmid mediated.

Of 31 E. coli isolates whose resistant were plasmid 
mediated, only nine isolates produced beta-lact-
amase. This might be due to the possibility of 
plasmid coding for resistance to other antibiotics 
different from beta-lactam antibiotics. As the 
isolates without ESBL were very much susceptible to 
the different antibiotics used, this could be attribut-
ed to the lack of mutation that has occurred in the 
active serine site of ESBL producing organism18. 
Results from this study further showed that all the 
nine (9) ESBL producing E. coli in this study were 
comparable to reports from other parts of the world, 
which also revealed multiple drug resistance 
among gram negative rods18,19. These findings 
support the hypothesis that ESBL producing strains of 
E. coli are more probable  to have diminished 
susceptibility to non β-lactam antibiotics compared 
with E. coli that are not producing ESBL. The finding 
is also similar to that of Procop et al.20. This study also 
made known a decreased susceptibility of ESBL 
producing Escherichia coli to the tested antibiotics 
which may also be as a result of the presence of 
multidrug resistance gene in plasmids that they are 
habouring21.  Therefore, it is important to use the 
antimicrobial susceptibility profile of the individual 
isolates to guide treatment.

The global incidence rate of AmpC-mediated 
resistance is unknown due to the fact that a limited 
number of studies are focusing on AmpC β-lact-
amases as well as accurately identifying this 
resistance mechanism22. Thus, reducing the global 
spread of plasmid-mediated AmpC resistance 
would largely depend on identification of these 
genes and arresting their movement among human 
population.

The SSR (single sequence repeat) PCR technique 
described in this report is an important tool for the 
detection of transferable (i.e., plasmid-mediated) 
AmpC β-lactamase genes in gram-negative bacte-
ria. 

The result of this study revealed that none of the 
selected beta-lactamase producing E.coli 
contained SHV beta-lactamase enzyme. Thus their 
beta-lactamase gene is different from SHV 
beta-lactamase since there are several genes 
coding for beta-lactamase among beta-lact-
amase producing microorganism. However, 
isolates; Ec55, Ec84 and Ec92 confirmed availability of 
TEM beta-lactamase; a class A member of broad 
spectrum beta-lactamase in them which conferred 
on them resistance to many antibiotics except for 
Ofloxacin and Gentamicin that inhibited the growth 

of most test bacteria. This finding somewhat agrees 
with the finding of Albinu23 in Lagos Nigeria, who 
reported that ESBL producing microorganisms are 
multi-drug resistant and the organisms were unaf-
fected by all the antibiotics except Gatifloxacin 
which was active against them. Nevertheless, ESBL 
isolates; Ec3, Ec7, Ec8, Ec56, Ec84 and Ec93 did not 
display the existence of TEM beta-lactamase. The 
absence of TEM beta-lactamase suggests the 
presence of other form of broad spectrum 
beta-lactamase such as OXA, PER, VEB, GES and 
IBC beta-lactamases which could as well confer 
resistance to microorganisms possessing them24. This 
study confirmed possession of CTX-M beta-lact-
amase enzyme in some of the ESBL producing 
isolates, such as Ec8, Ec55, Ec83, and Ec92. It was also 
established by this study that a microorganism can 
carry two or more genes coding for resistance 
against two or more antibiotics as seen in the case 
of isolates; Ec55 and Ec84 carrying gene for enzymes 
TEM and CTX-M at the same time. 

Data on the sensitivity of ESBL producing strains 
showed that these strains are not only resistant to 
beta lactams but also to other classes of antimicro-
bials including Gentamicin. The most frequent 
encountered mechanisms of resistance to 
beta-lactams found in this study were the produc-
tions of TEM and CTX-M beta-lactamases. These 
results conform to reports of previous studies 
elsewhere in which most of ESBL producing Entero-
bacteriaceae reported was E. coli and most of 
them expressed CTX-M enzymes25, 26. The occur-
rence of ESBL producing microorganism in the 
environment could be to some extent traced to 
lack of surveillance studies seeking clinical strains 
producing β-lactamases and the difficulty that 
laboratories are inaccurately detecting this 
resistance mechanism.

Reducing the spread of ESBL resistance would 
largely depend on establishing and using molecular 
techniques in the isolation and identification of 
these resistant genes.

CONCLUSION 

This study shows the presence of TEM and CTX-M 
beta-lactamases in E. coli isolated from patients 
with urinary tract infections which could be respon-
sible for their resistance against antibiotics. Thus, 
identification of these genes among the study 
population will help to provide more information for 
better treatment for patients with persistent urinary 
tract infections.
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INTRODUCTION 

Pseudomyxoma-peritonei is an infrequent1 misdiag-
nosed disease. Globally incidence is 1-2 million/year 
with varied and slightly perplexing presentations 
which includes abdominal distention and sometime 
acute appendicitis2.3. Pseudomyxoma-peritonei is 
distinguished by the collection of profuse mucinous 
jelly like material in the peritoneal cavity accompa-
nied by a related mucinous tumor of ovarian or 
gastrointestinal tract origin 4. Herein, we report a 
collective case series of pseudomyxoma-peritonie, 
in one of the above mentioned organs.

A 42-years-old male presented to emergency 
department with two-day history of severe abdomi-

nal pain, slightly increased abdominal girth, vomit-
ing and fever. No significant past medical and surgi-
cal history. On physical examination he had a 
distended abdomen and mild tenderness in lower 
abdomen. On laboratory findings he had highly 
raised white cell count and low hemoglobin. Ultra-
sound showed mild ascites. X-ray abdomen 
revealed multiple air fluid levels. CT scan with 
contrast showed specks of air close to appendix, 
raising the possibility of appendiceal rupture or 
abscess, Bilateral pleural effusion with consolidation 
and collapse of right lung was also seen. Exploratory 
laparotomy, omentectomy and appendectomy 
were performed. Intra-operatively jelly like material 
was found filling the peritoneal cavity, Other finding 
showed adherence of small and large bowel to the 

omentum and abdominal wall with mild ascitic fluid 
and an inflamed appendix. Recoverey was 
uneventfull and patient was discharged. Histopa-
thology was consistent with well-differentiated 
mucinous colloid adenocarcinoma of appendiceal 
origin with intra-peritoneal metastatic pseudomyxo-
ma-peritonie. The patient remained asymptomatic 
for approximately three-months after surgery, than 
he had recurrent abdominal pain. Re-investigation 
revealed recurrence of tumor. Chemotherapy was 
commenced with Foxfol-4 (Flurouracil, Leocovorin 
calcium, Oxaliplatin) but patient had a partial 
response with slightly decrease in the bulk of the 
tumor in six-months after commencing chemother-
apy. After this the patient refused for further treat-
ment. He is alive with recurrent disease but not well 
as he was assessed on follow up after his first surgery.
Second patient is an 85-year old male who present-
ed to the emergency department with six-day histo-
ry of lower abdominal pain radiating to lower back 
with generalized weakness and three-day history of 
relative constipation. His past medical history includ-
ed hypertension. On physical examination he had a 
distended abdomen, and a hard non tender mass 
palpable in lower abdomen extending to the 
epigastrium. Shifting dullness was positive. Mass was 
also confirmed on per rectal examination. Labora-
tory findings only showed low hemoglobin. CT scan 
(abdomen and pelvis) with contrast showed cystic 
mass in pelvis extending in epigastrium, displacing 
adjacent bowel loops, anteriorly abutting abdomi-
nal wall, posteriorly abutting aorta, coeliac vessels, 
inferiorly urinary bladder , no infiltration in any 
viscera and vessels, there was also a left inguinal 
hernia and moderate ascitic fluid. Patient was oper-
ated for mesenteric cyst evacuation and excision. 
Intra-operative huge cyst contained jelly like materi-
al with multiple peritoneal deposits of mucin. The 
obstruction appeared as a result of disseminated 
mucinous tumor cells and ascites. Following surgery, 
the patient had a normal clinical course until the 
fourth-postoperative day when he had myocardial 
infarction and also a chest infection. He was shifted 
to ICU but unfortunately passed away on sixth-post-
operative day because of severe chest infection, 
myocardial infarction, malignancy and advanced 
age. Histopathological examination and immuno-
histochemistry raised a strong possibility of gastroin-
testinal origin pseudomyxoma-peritonie, with perito-
neal metastasis. Patient had intestinal obstruction 
and underwent emergency surgery. The urgent 
nature of surgery in elderly patient was the reason 
for poor outcome.

The third-case is a 52-years-old post menopausal 
woman who presented to the emergency depart-
ment with one-week history of crampy lower 
abdominal pain, incessant vomiting, increased 
abdominal girth, peripheral edema, and four-day 
history of absolute constipation. She had history of 
hypertension and past surgery of appendectomy 
and bilateral multiple ovarion cyst four-years prior to 

presentation. Patient had borderline atypical prolif-
erative mucinous-cystadenocarcinoma according 
to last histopathology report. Chemotherapy not 
administered because of financial reasons. Physical 
examination showed a distended abdomen with 
generalized tenderness, shifting dullness or fluid thrill 
was present. No lymphadenopathy was present. 
Mass was confirmed on pelvic and per rectal exam-
inations. Laboratory data showed a highly 
increased white blood cell count with normal 
hemoglobin and hematocrit values. Complete liver 
and renal function tests were in normal limits. The 
patient was dehydrated and malnourished with low 
sodium, increase serum urea nitrogen. Radiologic 
studies suggested intestinal obstruction. CT scan 
without contrast showed medium multiple tubular, 
fluid-filled masses in the pelvis, calcification along 
wall of the mass and air bubbles within mass. Patient 
optimized and planned for emergency exploratory 
laparotomy. Intraoperative finding showed perito-
neal cavity filled with mucinous material, massive 
ascites, giant solid-cum-cystic mass adhered to 
right adnexa, omentum, abdominal wall and 
sigmoid colon. After vigilant dissection, necrotic 
small bowel was identified. Small bowel originated 
mass identified, resection of mass with bowel, 
ileostomy and mucus fistula was made, right oopho-
rectomy, omentectomy, and debulking laparoto-
my performed. Patient remained unwell with unsat-
isfactory condition on operative-day. On first-post-
operative day she passed away. Her cause of 
death was considered to be circulatory failure due 
to significant ascites and a large tumor. Patient had 
a borderline atypical proliferative mucinous-cystad-
enocarcinoma on histopathology. It was further 
augmented with immunohistochemical studies 
revealed previous ovarian cyst to be a borderline 
mucinous tumor. The present biopsy was an invasive 
malignant mucinous-carcinoma presumably prima-
ry in the ovary. There was a probability of omental 
metastasis emerged in the gastrointestinal tract. 
Synchronous tumor described in the previous studies 
as two unrelated main sites like ovary and gastroin-
testinal tract tumor.

METHODS

We described three-cases from a single tertiary care 
center in the department of General Surgery Ziaud-
din University and Hospitals. Analysis started from 
the standpoints of histopathology.

Database searched retrospectively for the 
incidence of pseudomyxoma-peritonie in biopsy 
and reviewed patient’s record. A ten-year period of 
2006-2016 was considered and found only 
three-cases.

RESULTS

Total 1388 appendectomies performed, 
749(53.96%) were male, 639(46.03%) were female. 

Carcinoid tumor was present in 11(0.79%) and 
3(0.21%) were diagnosed as a pseudomyxo-
ma-peritonie malignancy (Table 1). In pseudomyxo-
ma-peritonie two were males, one was female with 
ages in 42, 85, 52 years respectively (Tale 2). All 
three-patients came in the emergency with 
variable presentation, operated for perforated 
appendix, mesenteric huge cyst and large cystic 
plus solid abdominal mass respectively. All 
three-cases of pseudomyxoma-peritonie diag-
nosed incidentally on histopathology, originated 
from three-different sites (Table 2). One-patient 
recovered postoperatively and remained asymp-
tomatic for three-months after surgery but he had 
recurrence, while two-patients expired on their 
postoperative course. All three-patients presented 
in a very advance stage disease.

Table 1: Gender distribution with percentage

Table 2: Primary site of origin of tumor with age and 
gender

DISCUSSION

In previous studies there were several single case 
reports instead of case series therefore it is hard to 
distinguish a specific presentation of the disease. In 
recent times there has been a lot of debate over 
the exact origin of the tumor. Limited research has 
been done in this area which suggested ovaries as 
the main site in females. In contrast some supports 
the peritoneum other go for gastrointestinal tract. 
However these tumors can be malignant form their 
initial manifestation and can present as atypical 
cells and epithelial proliferation5-7. Pseudomyxo-
ma-peritonie is distinguished by intraperitoneal 
collection of mucinous fluid or ascites produced by 
malignant cells 8. Most often it found unexpectedly 
in advanced stage and with a possible devastating 
complications. Studies showed 75% female patients 
9,10. But in our collective series we had male domi-
nancy. The appendix, gastrointestinal tract and 
ovary are frequent primary sites of pseudomyxo-
ma-peritonie 6,9-15. Additional sites are lungs, 
common bile duct, stomach, pancreas, urachus, 
uterus and fallopian-tubes 16-21. In females 44% 
showed ovarian pseudomyxoma-peritonie. Gastro-
intestinal origin mostly come from appendiceal 
mucinous-adenoma 2,6,10,21 The abdominal disten-
sion is a common sign especially in advanced stage 
disease due to ascites, along with ovarian or 

appendicular mass 2 ,10, 22, 23. Few studies suggested 
that presentation and appearance of this disease 
had obvious histopathological findings 6, 24-26. 
Debulking laparotomy in symptomatic patients is 
done which is not therapeutic. The only purpose to 
reduce bulk of disease is to reduce pressure effects 
due to mucus accumulation. Recurrent disease 
needs redo or more aggressive surgery.

CONCLUSION

On the basis of case series, this disease is a challeng-
ing task to diagnose preoperatively. Pseudomyxo-
ma-peritonie presentation is varied and non specif-
ic. Patients usually present in late stage of disease 
from mucinification of the peritoneal mesothelium 
and mucinous tumor cells remains in the ascites and 
increase the chances of recurrences.
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