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A case of uneventful early post partum phase of pregnancy with LSCSin a
known case of portal hypertension with splenectomy & a delayed
peritonitis.
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Abstract:

This is a case of 32 year old multigravida, a kn@aee of portal hypertension w
episodes of haemetemesis on and off since lastars wih history of splenecton 2.5 years
ago with uneventful 1 LSCS presented with pain abdomen abdominal distension pc-
LSCS.Blood investigations showed microcyanaemiaorrected by blood transfusion wh
hypo proteinemia by FFP transfusion. USG showed poral thrombosis with ascites. C
scan was done which confirmed signs of portal hgmsion with cavernoma formation a
gross ascites, Fluid cytology suggestiof PMN's. Patient was managed by contro
tapping and fluid monitoring along with appropriat&ibiotics.
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Introduction:

Pregnancy is a hyperdynamic circulatory st
Pregnancy associated with liver diseases is aedqoént
situation, but when seen together, presents a ¢oatgd
clinical situation. Portal hypertension develops as a r
of number of etiologies. In the west, cirrhosis tie
commonest cause of portal hypertension. In thengettf
cirrhotic portal hypertension, pregnancy is vemerdue tc
hepatocellular damage leadingo amenorrhea ang
infertility, the incidence of cirrhosis in pregngnicas beel
reported as 1 in 5950 pregnan.' Cirrhosis may get
exacerbated during pregnancy and has significanerad effects on the mother and
baby***In the developing couries, other causes like extrahepatic portal veirtrabon
contribute significantly to nc-cirrhotic portal hypertension (NCPH). Mostly liviemction is
much better preserved in women with NCPH and pregyé spontaneous in these wom
Portal hypertesion associated with pregnancy is a high risk sinaas both pregnancy a
portal hypertension share some of the hemodynah@oges. The physiological changes
adaptation to the pregnancy and fetal needs, wattserportal hypertension resulting
potentially lifethreatening variceal bleed and other complicatidtregnancy is a potenti
hazard for occurrence of recurrent variceal blead tb its hyperdynamic state caus
increase in flow to the collater.>® Therefore management in pregnancy requires knowl
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fetus, hepatotoxicity of the drugs used, manageraepbrtal hypertension so as to have an
optimal pregnancy outcome.

Case Presentation:

Presenting a case of 32 year old multigravidaepétia known case of portal
hypertension since 12 years, presented with padorabn and abdominal distension since 10
days while fever with chills and rigors since 5 slayhis was after her"® LSCS, when
patient was asymptomatic for 10 days and develdipese symptoms after that. Patient had
her episode of haemtemesis, 12 years ago and wgsadied as portal hypertension 6 years
ago when she underwent upper Glscopy and bandingeio3® episode of haemetemesis.
Patient underwent splenectomy 3 years ago for gpapeygia. Her T LSCS was uneventful,
while in her present pregnancy she had 1 episodeefmtemesis at™4month and treated
with banding. She is poorly built with pallor anédal edema, with her vitals showing
features of fever and hypotension on presentatiter. abdomen was evident of lower
abdominal gross distension with horse shoe dullaesssfluid thrill. Investigations revealed
anaemia treated with blood transfusion , hypopiietara with FFP transfusion, USG showed
portal vein thrombosis and gross ascites shiftingrldownwards due to it, while CT
confirmed signs of portal hypertension with Cavenao formation, no hepatic vein
thrombosis found, Spontaneous bacterial peritomiis confirmed by raised PMN’s to 300.
Patient’'s management included controlled ascitppitag, strict diet and fluid monitoring
with higher antibiotics. Aspiration of 1 litre dooa 2" day of admission," aspiration done
after 5 days of 700m1 and on"@ay of admission of 700ml was tapped. Last adpirat
fluid was showing normal range of polymorpho -nephils. Patient was discharged after she
started taking adequate orally. Patient was diggthrwith propranolol, sorbitrate,
lasilactone. After 1 month of follow up, patenhisving minimal ascites.

Discussion:

The physiological changes, in adaptation to tlegpancy and fetal needs, worsen the
portal hypertension resulting in potentially lifehreatening variceal bleed and other
complications. Pregnancy is a potential hazardtmurrence of recurrent variceal bleed due
to its hyperdynamic state causing increase in fimthe collaterals. Numerous hemodynamic
and physiological changes occur during pregnancyarasdaptation to the needs of the
growing fetus'® These changes start as early as six weeks andapeahd 32 weeks. These
changes are summarized in Table 1.

Table 1 Normal physiological changes during Pregnancy.

Increased maternal blood volume
Increased Maternal heart rate
Increased Systemic vascular resistance and blasspre

Increased Peripheral vasodilatation & placental dexilation.

B |wNE

The pregnant woman has a 20-27% chance of esoghbfged which increases
markedly in case she has demonstrable varices. fifste known mechanism of portal
hypertension is an increase in intrahepatic rasiste€o blood flow. Hepatic damage thus
caused results in shunting of hepatic blood, dgmknt of extrahepatic collaterals and
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elevated pressure in the portal venous system. Aloratlues of HVPG are between 1 an
mmHg, portal hypertension is defined as the patjiolomcrease in portal pressure ressed
HVPG>10 mm Hgs needed for development of esophageal varicedHMRIG >12 mmH¢
for them to bleed.

Table 2 Pathophysiological effects of Portal Hypertension.

HVPG Clinical features Stage of
(mm HQ) Cirrhosis
1-5 mm Hg | Normal, nol-cirrhotic -
6-10 mm Hg| Compensated cirrhot 1
>10 mm Hg | Compensated cirrhosis with development of va 2
Decompensated cirrhosis with ascit
>12'mm Hg variceal blood, hepatic encephalop: 3-4

Variceal bleeding, ascites, encephalopathy andtbegel syndrome are the varic
clinical manifestations of the portal hypertensi&sophageal varices are seen in > 400
patients with liver cirrhosis at the time of diagis Other manifestations cportal
hypertension are splenomegaly and hypersple

Image 1. Effect of Pregnancy hemodynamics on Portal Hypertension
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In pregnancies with portal hypertension-50% of pregnancy suffer from por
hypertension associated complications, resultinmly because of variceal bleed and hep
failure. Gastro-intestindhaemorrhac remains the most catastrophic complication of
hypertension during pregnancy. Variceal bleed hesnbreported in -32% of pregnant
patients with cirrhosis and in 50% with a knowntpbhypertension, about 75% of patie
with varices bleed duringregnancy which is one of the most serious consemgse Patient
with portal hypertension associated with liver loorsis have worst: prognosis, with morta
rate of 1850% whereas those with primary biliary cirrhosisdshe best outcome. Pregn
women with NCPH fare better with mortality rates betw 2 and 6%. Approximatel-9%
of patients with portal hypertension suffer frommgtomaticanaemiairrespective of the
cirrhotic state. The mainstay of treatment remansgoscopic variceal ligation. egnant
patient with cirrhosis may develop liver dysfunctim the form of jaundice, ascites, anc
hepatic encephalopathy .In 24%, Hepatic decompiensatay occur during all stages
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pregnancy but often occurs after episodes of varigeeding. It is recommended that patient
with portal hypertension and pregnancy should umdet upper Gl scopy and banding
during pregnancy if there is anaemia, haematemgastropathy or melena. If such patients
are developing increase in ascites during antenatapost natal period, they should be
admitted and further investigated. It may be duespmntaneous bacterial peritonitis,
increased portal vein thrombosis or due to hepadin thrombosis. In bacterial peritonitis,
higher antibiotic has a role over surgery. Fewqudasi who attend hospital early may respond
to conservative treatment.

Conclusion:

Even though pregnancy is rare with cirrhosis atiebaced liver disease, but it may
co-exist in the setting of noncirrhotic portal hyieasion as liver function is preserved but
whenever encountered together is a complex cliddamma. Pregnancy in a patient with
portal hypertension presents a special challengleet@bstetrician as so-called physiological
hemodynamic changes associated with pregnancy,edetmt meeting demands of the
growing fetus, worsen the portal hypertension thyngutting mother at risk of potentially
life-threatening complications like: variceal hagmage. Risks of variceal bleed and hepatic
decompensation increase many fold during pregnadpyimal management revolves round
managing the portal hypertension and its compboati Thus management of such cases
requires multi-speciality approach involving obsteéans experienced in dealing with high
risk cases, hepatologists, anaesthetists and rogists. With advancement in medical
field, pregnancy is not contra-indicated in thesamen, as was previously believed. This
paper focuses on the different aspects of pregnawitly portal hypertension, it is
recommended that patient with portal hypertensioth pregnancy should underwent upper
Gl scopy and banding during pregnancy, if theranaemia, haematemesis, gastropathy or
melena. If such patients are developing increasasuites during antenatal, or post natal
period, they should be admitted and further ingeséid. It may be due to spontaneous
bacterial peritonitis, portal vein thrombosis oredio hepatic vein thrombosis. In bacterial
peritonitis, higher antibiotic has a role over srgg Few patients who attend hospital early
may respond to conservative treatment. Based angixe review of literature, management
from pre-conceptional period to postpartum is oetl in order to have optimal maternal and
perinatal outcomes.
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