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outcomes.

Thrombocytopenia, which means a low platelet count, is rare in pregnancy and can
lead to serious problems for both the mother and baby. We describe the case of a young pregnant
woman who had very low platelets and was later found to have chronic liver disease with portal
hypertension and swollen veins in her food pipe (esophageal varices). She received medicines and
blood transfusions, but her bleeding could not be controlled. To save her life, the pregnancy had to
be ended. This case shows how difficult it can be to manage pregnant women with blood and liver
problems and stresses the importance of regular check-ups and teamwork between doctors for safe
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INTRODUCTION

Thrombocytopenia, characterized by a platelet count
below 150,000/uL, is the second most frequently
encountered hematological disorder during pregnancy
(1). Thrombocytopenia in pregnancy occurs either due
to obstetric conditions (like gestational
thrombocytopenia, pre-eclampsia/eclampsia) or
secondary to systemic disorders (like thrombocytopenic
thrombotic purpura, immune thrombocytopenia) (2).
Overall, about 75% of cases are due to gestational
thrombocytopenia,  15-20% are  secondary to
hypertensive disorders; 3-4% are due to an immune
process, and the remaining 1-2% are made up of rare
constitutional ~ thrombocytopenia, infections and
malignancies (3).

Even though thrombocytopenia is a common
abnormality in pregnancy, it seldom leads to life-
threatening complications by itself. The management of
thrombocytopenia focuses on the underlying cause.
Platelet transfusion is usually not required to achieve a
particular goal and is only for bleeding patients (1). The
condition is often benign, especially in cases of
gestational thrombocytopenia, which usually does not
result in severe maternal bleeding (3,4). However,
distinguishing  between benign and potentially
dangerous causes of thrombocytopenia is vital, as
conditions  like  preeclampsia and  immune
thrombocytopenic purpura can pose significant risks to
maternal and fetal well-being (2,5).

Portal hypertension, a severe complication of chronic
liver disease, is a rare occurrence during pregnancy.

The precise mechanisms linking pregnancy and liver
disease remain elusive, although hormonal fluctuations,
immune  system  dysregulation, and  altered
hemodynamics are considered potential contributors
(1,6). Pregnancy was once considered uncommon in
women with liver scarring (cirrhosis). However, the
increasing prevalence of liver disease, particularly
among young women, is changing this. There's been a
notable rise in the number of young women developing
cirrhosis, with rates reaching 46.9 per 100,000 (7). As a
consequence, it is becoming more frequent for women
with cirrhosis to become pregnant (8,9). Pregnancy
poses significant risks for both mother and child when
liver disease, specifically cirrhosis, is present. Women
with cirrhosis are more likely to experience worsening
liver function due to increased pressure in the portal
vein. As for the unborn child, there's a higher chance of
premature birth, low birth weight, and potential harm
from medications taken during pregnancy (7).

The concurrent presence of thrombocytopenia and
portal hypertension in pregnancy poses significant
diagnostic and therapeutic challenges. Effective
management requires a comprehensive approach to
optimize maternal and fetal outcomes. Early
identification, thorough evaluation, and timely
intervention are crucial to mitigate the risks associated
with these potentially severe complications (4-6). By
presenting this case, we aim to expand the limited
knowledge of this rare clinical scenario, thereby
improving our understanding of associated risks and
potential management strategies.
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RESULTS AND OBSERVATIONS:

An 18-year-old female, gravida 2 para | living 1 (G2P1L1), presented at 15 weeks gestation with a history of
thrombocytopenia and chronic liver disease with portal hypertension. She was referred from a primary health center for
thrombocytopenia, with a platelet count of 72,000 cells/cumm.

The patient has a history of conception with an intrauterine contraceptive device (IUCD) in situ, which was removed at 8
weeks gestation. She perceives fetal movements well and has no history of bleeding manifestations, vaginal bleeding, or
leaking. Additionally, there is no history of burning micturition, white discharge per vagina (PV), fever, abdominal pain,
or any imminent signs and symptoms.

The patient experienced thrombocytopenia in her previous pregnancy two years ago. She has no known history of
diabetes mellitus (DM), hypertension (HTN), cardiac disease, asthma, epilepsy, or tuberculosis (TB). The patient has no
history of surgical procedures. She follows a mixed diet, has regular sleep and appetite, and has normal bowel and
bladder habits. She has been married for three years and has no history of consanguineous marriage.

Obstetric History:

e Gl (First Pregnancy): Two years ago, she delivered a boy weighing 2.6 kg via normal vaginal delivery (NVD). The
baby was appropriate for gestational age (AGA), alive, and healthy.

e G2 (Current Pregnancy):

1. First Trimester: The pregnancy was spontaneous with the last menstrual period (LMP) unknown and confirmed
by a urine pregnancy test (UPT) at 2 months gestation. A dating scan was performed and showed a
corresponding gestational age, and the nuchal translucency (NT) scan was normal at 1.3 mm. The patient has
been taking Tab. Folic Acid 5 mg once daily regularly. There is no history of excessive vomiting, fever with
rash, abdominal pain, bleeding/spotting PV, burning micturition, radiation exposure, or teratogenic drug intake.

2. Second Trimester: The patient has been taking Tab. Iron and Tab. Calcium regularly. There is no history of
abdominal pain, bleeding, or leaking PV, and no imminent signs or symptoms.

Menstrual History: The LMP is unknown. The patient had her menarche at 13 years, with regular menstrual cycles of 3-4
days every 30-day cycle, using 2-3 pads per day with moderate flow, and no history of clots or dysmenorrhea.

On Arrival: The patient was conscious, oriented, and afebrile. Her vital signs were stable: pulse 80 bpm, blood pressure
110/70 mmHg, respiratory rate 20/min, oxygen saturation 98%, and temperature 97°F.

Systemic Examination:

Cardiovascular System: S1 and S2 heart sounds were present.

Respiratory System: Normal vesicular breath sounds were noted.

Central Nervous System: No focal neurological deficits, Glasgow Coma Scale score of 15/15.
Abdomen Examination: No tenderness or organomegaly was noted.

Baseline and Radiological Investigations:

CATEGORY FINDING
1. Hematological Parameters e Thrombocytopenia (platelet count 60,000
cells/ul)
2. Liver Function e Mildly elevated total and direct bilirubin levels

e Decreased albumin (2.8 g/dL)
e Mildly elevated gamma-glutamyl transferase
(GGT)
3. Coagulation Profile e Mildly prolonged prothrombin time (PT) and
activated partial thromboplastin time (APTT)
e Elevated D-dimer

4. Abdominal ultrasound e Splenomegaly (20 cm)
e Increased renal cortical echogenicity
5. Portal vein Doppler e Features suggestive of chronic liver disease with
portal hypertension
6. Upper gastrointestinal e  Grade II-III esophageal varices
endoscopy
7. Urine Analysis e  Elevated urine protein-to-creatinine ratio (0.107)
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Management:

Under subarachnoid block (SAB) and general anesthesia (GA), the patient was positioned in lithotomy, and the surgical
site was painted and draped. The bladder was drained using a metal catheter. During the per speculum (P/S) examination,
profuse bleeding through the os was observed. The per vaginal (P/V) examination revealed an open os with products of
conception felt through the os, including the cord and placenta at the level of the os and fetal parts in the lower part.
Injection Oxytocin 5 units IV infusion was administered. Products of conception were removed using sponge-holding
forceps. Wedge resection of the fetus was performed, and the fetus was removed in parts. Suction and evacuation were
carried out under USG guidance, and retained products were removed. A check curettage was performed, and no undue
bleeding was noted through the os. Tablet Misoprostol 400 mcg was placed per vaginally. The bladder was catheterized,
and clear urine was drained. Intraoperatively, the patient received 4 RDP, 1 PRBC, and 1 FFP transfusion.

The patient improved symptomatically during her hospital stay and requested discharge. She was discharged with

appropriate advice for follow-up and management.
ETIOLOGY (2,10,11)

Thrombocytopenia in pregnancy can arise from various
etiologies, each with distinct pathophysiology and
presentation. Below is a summary of potential causes:

L. Gestational Thrombocytopenia
2. Immune Thrombocytopenia (ITP)
3. Thrombotic Microangiopathy (TMA): TMA in

pregnancy can be classified into pregnancy-specific and
non-pregnancy-specific TMA, which differ in their
management.

o Pregnancy-Specific TMA:

. Pre-eclampsia (PEC)

. Hemolysis, Elevated Liver Enzymes, Low
Platelets (HELLP) Syndrome

. Acute Fatty Liver of Pregnancy (AFLP)

o Non-Pregnancy-Specific TMA:

. Thrombotic Thrombocytopenic Purpura (TTP)
. Atypical Hemolytic-Uremic Syndrome (HUS)
4. Disseminated Intravascular Coagulation (DIC)
5. Hereditary Thrombocytopenia (HT): Further

classified based on platelet size, genetic defect, and
inheritance pattern (e.g., WAS gene, HOXAI11 gene,

MYH9 disorders)

6. Others:

o Bone Marrow Failure Syndromes:

. Aplastic Anemia

. Myelodysplastic Syndrome (MDS)

. Myeloproliferative Neoplasms (MPN)
. Leukemia/Lymphoma

. Marrow Infiltrative Disorders

Paroxysmal Nocturnal Hemoglobinuria (PNH)
Drug-Induced Thrombocytopenia

Type 1IB von Willebrand Disease (VWD)
Heparin-induced thrombocytopenia (HIT)

The etiology of thrombocytopenia can also be
categorized based on the trimester and platelet count:
First Trimester:

(0]
(0]
(0]
(0]

° Immune Thrombocytopenia (ITP) (most
common)

° Hereditary Thrombocytopenia (HT)

° Others (as listed above)

) Thrombotic Microangiopathy (TMA)

Second Trimester:

° Platelet count greater than 100,000/pL:

L. Gestational Thrombocytopenia

2. ITP

3. Pre-eclampsia/HELLP

4. HT/Others/TMA

° Platelet count under 100,000/pL:

L. ITP (most common)

2. HT

3. Pre-eclampsia/HELLP

4. Others

5. Gestational Thrombocytopenia

6. TMA

Third Trimester:

° Platelet count more than 100,000/pL:
L. Gestational Thrombocytopenia (most
common)

2. Pre-eclampsia/HELLP (second most common)
3. Others/TMA/ITP/HT

° Platelet count less than 50,000/uL:

L. Pre-eclampsia/HELLP (most common)
2. ITP

3. Others

4. TMA

5. Gestational Thrombocytopenia/HT

DISCUSSION

Given the patient’s presentation and the diagnostic
findings, the thrombocytopenia in this case can be
attributed to chronic liver disease with portal
hypertension, exacerbated by pregnancy. The
differential diagnosis includes gestational
thrombocytopenia, immune thrombocytopenia, and
potential thrombotic microangiopathy.

Initial evaluation of thrombocytopenia in pregnancy
commences with a comprehensive blood count and
peripheral blood smear examination. A meticulous
review of the patient's medical and family history is
essential for accurate classification of the
thrombocytopenic  etiology. Subsequent diagnostic
testing may involve assessment of hemolytic markers,
liver function parameters, and serological investigations
for infectious agents including hepatitis B virus,
hepatitis C virus, human immunodeficiency virus,
Helicobacter pylori, and cytomegalovirus (6).
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The trimester of thrombocytopenia onset can serve as a
critical clue to its underlying etiology. Gestational
thrombocytopenia, characterized by a gradual platelet
count decline typically occurring during the mid-second
trimester, represents one such example (2).
Thrombocytopenia is frequently observed in pregnant
women, with an onset often occurring in the first
trimester and a gradual decrease throughout gestation,
reaching its nadir at delivery. This phenomenon is
primarily attributed to physiologic hemodilution
resulting from an expanded plasma volume, coupled
with heightened platelet activation and clearance
(12,13).

Gestational thrombocytopenia (GT) constitutes the most
prevalent etiology of thrombocytopenia during
pregnancy, with a reported incidence ranging from 5%
to 11% of all pregnancies (2). Hemodilution secondary
to elevated plasma volume and accelerated platelet
clearance may contribute to the pathogenesis of GT.
This condition is commonly observed during the mid-to
late-second or third trimesters of pregnancy (6).
Asymptomatic women with a stable platelet count
exceeding 100,000/uL do not necessitate additional
investigation or specific interventions beyond routine
platelet count monitoring (2). Elective cesarean delivery
is not indicated for gestational thrombocytopenia, and
the condition does not elevate the risk of maternal or
fetal bleeding complications. Platelet counts typically
recover to normal levels within one to two months
postpartum (6,14)

Immune thrombocytopenic purpura (ITP) represents an
acquired autoimmune process characterized by a
pathophysiology of accelerated platelet destruction and
ineffective thrombopoiesis. It comprises 1-4% of all
thrombocytopenic cases during pregnancy (2,6,12). ITP
is the most frequent etiology of thrombocytopenia
(<50,000/uL) during the first and second trimesters.
Patients with a prior history suggestive of ITP or a
platelet count below 80,000/uL. warrant investigation
for this condition (2,15). The International Consensus
Report (ICR) on ITP stipulates that a platelet count
between 20,000 and 30,000/uL is typically safe for
pregnancy in non-bleeding patients. A platelet count
greater than 50,000/uL is optimal for delivery
Corticosteroids and intravenous immunoglobulin
(IVIG) represent the initial therapeutic approach
(13,15). While corticosteroids are generally considered
safe during pregnancy, they can induce significant
adverse effects, particularly when administered at high
doses. These potential complications encompass
gestational diabetes, hypertension, mood instability, and
an elevated risk of cleft palate in fetuses exposed during
the first trimester (6,16,17).

Thrombotic Thrombocytopenic Purpura (TTP) is a
thrombotic microangiopathy characterized by the
formation of microthrombi within small vessels. This
pathologic process arises from a critical deficiency of

ADAMTSI13, the metalloprotease responsible for
cleaving ultra-large von Willebrand factor multimers
(18,19). Von Willebrand factor (vWF) production is
augmented during pregnancy, with a particular increase
evident in the second and third trimesters (2). Published
reports indicate that 10% to 25% of all diagnosed TTP
cases occur in pregnant or postpartum women (19).
Characteristic manifestations of TTP encompass
microangiopathic hemolytic anemia, thrombocytopenia,
fever, neurologic disturbances ranging from headache
to coma, and renal impairment (18,20). Upon
establishing a diagnosis of TTP, therapeutic
interventions should persist until normalization of
platelet count and reduction of lactate dehydrogenase
levels are achieved (19). A diagnosis of TTP does not
necessitate pregnancy termination or delivery based
solely on gestational age (19). When TTP manifests
during the first or second trimester, there is an elevated
risk of fetal morbidity attributed to placental ischemia.
Conversely, live birth rates ranging from 75% to 90%
have been reported for TTP cases developing in the
third trimester (6,20).

The primary maternal risks are associated with the
decompensation of liver disease during pregnancy, a
complication occurring in approximately 10-16% of
cases. The Model for End-stage Liver Disease (MELD)
has been utilized to assess this risk (7,21,22). This
scoring system incorporates serum creatinine, bilirubin,
and international normalized ratio (INR) values and was
initially developed to predict mortality risk among
cirrhotic patients undergoing surgical or invasive
procedures (23). Westbrook et al. elucidated the utility
of the MELD score in pregnancy. Patients with a
MELD score of 6 or less experienced no complications.
Conversely, all cases of decompensation occurred in
women with a MELD score of 10 or greater. These
findings underscore the correlation between the severity
of liver disease, as quantified by the MELD score, and
pregnancy outcome, rather than the underlying etiology
of liver disease (7,21). Maternal mortality associated
with cirrhosis ranges from 0% to 4%. Despite
improvements in recent decades, this figure remains
substantially elevated compared to the national maternal
mortality rate of 0.01% (7,24). Elevated rates of
placental abruption and postpartum hemorrhage have
been documented in the literature (9,25). A
comprehensive overview of potential risks is presented
below (7).

Pathological Changes in Pregnancy and Chronic Liver
Disease

° Obstetric Complications:

Higher risk of post-partum hemorrhage
Increased likelihood of pre-term delivery

Low birth weight

Complications of Raised Portal Pressure:
Splenic artery aneurysms

Esophageal and pelvic varices

Ascites

© O O @ © © O
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Preterm birth can occur in up to two-thirds of cases, with
the majority of infants born after 30 weeks gestation.
Approximately one in five pregnancies result in delivery
before 30 weeks. Prematurity is associated with higher
UKELD and MELD scores at conception but is not
influenced by the underlying etiology of liver disease (21).
The incidence of spontaneous pregnancy loss prior to 24
weeks gestation is comparable to that of the general
population (7,21). The peripartum period is associated with
an increased risk of variceal hemorrhage, potentially
precipitated by Valsalva maneuvers during vaginal
delivery or iatrogenic injury to intra-abdominal varices
during cesarean section (26,27).

A multidisciplinary approach is recommended for the
management of varices in pregnancy. Second-trimester
upper gastrointestinal endoscopy is indicated to assess the
severity of esophageal varices. Pelvic MRI may be utilized
to evaluate pelvic varices and guide obstetric planning.
Vaginal delivery is generally considered safe for patients
with mild varices, while cesarean delivery may be
considered in cases of severe disease. However, evidence
supporting specific delivery modes is limited, and
individualization of care is essential (7).

In this specific case, termination of the pregnancy was
deemed essential to preserve maternal life due to the
patient's rapidly declining clinical status. The presence of
severe thrombocytopenia significantly elevated the risk of
postpartum hemorrhage, as manifested by profuse bleeding
during the initial assessment. Despite aggressive medical
management with uterotonic agents, hemorrhage persisted,
posing a grave threat to maternal survival. Given the
critical nature of the situation, surgical evacuation of the
uterus was undertaken to achieve hemostasis and prevent
catastrophic complications.

The second trimester and labor are periods of heightened
risk for wvariceal bleeding(26). Acute hemorrhage
necessitates immediate resuscitation with fluids, blood
products, and antibiotics. While TERLIPRESSIN and
OCTREOTIDE are effective in managing variceal
bleeding, their potential for uterine vasoconstriction and
ischemia must be carefully considered against the maternal
mortality risk (28,29). Upper gastrointestinal endoscopy,
optimally performed in the left lateral position, is essential
for early identification and management of varices. In
instances where endoscopic therapy proves unsuccessful,
transjugular intrahepatic portosystemic shunt (TIPS)
placement may be considered. However, it is important to
acknowledge the potential risks associated with radiation
exposure to the fetus, including increased susceptibility to
childhood leukemia and congenital anomalies (7,30).

Our patient presented with chronic liver disease and portal
hypertension, placing her at increased risk for variceal
bleeding. The presence of grade II-III esophageal varices
on endoscopy confirmed this risk. While the pregnancy
was terminated due to severe thrombocytopenia and
uncontrolled bleeding, the management guidelines
highlight the importance of early endoscopic surveillance
and careful consideration of delivery mode in similar
cases.

Given the complexity of this case involving
thrombocytopenia, portal hypertension, and a recent
pregnancy termination, rigorous post-discharge monitoring
is imperative. The underlying thrombocytopenia
predisposes the patient to postpartum hemorrhage,
necessitating vigilant observation of vital signs and blood
counts. Regular assessment of liver function parameters is
crucial to track disease progression and detect early signs
of complications such as hepatic encephalopathy or
ascites. Continued monitoring of platelet counts is vital to
identify potential rebound thrombocytopenia or the
development of new immune-mediated conditions.
Furthermore, the surgical intervention necessitates vigilant
surveillance for signs of infection. Lastly, given the
significant physical and emotional trauma, comprehensive
psychological support is indispensable for the patient's
overall well-being.

CONCLUSION

In summary, this case underscores the complexities and
challenges associated with managing thrombocytopenia
in pregnancy, particularly when compounded by
chronic liver disease and portal hypertension.
Differentiating between benign and life-threatening
etiologies of thrombocytopenia is crucial for optimizing
maternal and fetal outcomes. This case highlights the
necessity for a multidisciplinary approach, involving
obstetrics, hematology, gastroenterology, and surgical
teams, to ensure comprehensive care. The decision to
terminate the pregnancy was critical to managing severe
thrombocytopenia and preventing life-threatening
hemorrhage, demonstrating the importance of timely
and decisive intervention in such high-risk cases.
Post-discharge, rigorous monitoring, and follow-up are
imperative to manage the patient's underlying
conditions and prevent complications. This case also
emphasizes the importance of psychological support in
the holistic care of patients undergoing significant
medical and emotional challenges. Ultimately, this
report contributes to understanding thrombocytopenia
in pregnancy and provides insights into effective
management strategies for similar cases in the future.
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