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ABSTRACT 
Background and Aim: Thrombocytopenia is a major complication of liver disease that impairs liver cirrhosis 

treatment by restraining administrative therapy and surgical or diagnostic planning delaying which in turn 
increases the bleeding risk. The present study aimed to evaluate the frequency and severity of thrombocytopenia 
in liver cirrhosis patients.  
Materials and Methods:  This cross-sectional study was carried out on 88 liver cirrhosis patients in the 

department of Gastroenterology, Shaikh Zayed Hospital, Lahore from November 2020 to June 2021. Individuals 
with cirrhosis disease were evaluated for the severity of thrombocytopenia. All the cirrhosis patients with age>14 
years of either gender were enrolled while aplastic anemia cases, idiopathic thrombocytopenic purpura, drug 
therapy patients, osteopetrosis, cases of repeated blood or platelet transfusion history,  myelodysplastic 
syndrome, and refusal to informed consent were all excluded. The demographic details, clinical examination, and 
treatment plan were assessed. A platelet count test was performed on all cirrhosis patients. Thrombocytopenia 
severity was divided into three categories: mild thrombocytopenia (50,000/l), moderate thrombocytopenia 
(20,000/l), and severe thrombocytopenia (10,000/l). SPSS version 20 was used for descriptive analysis. 
Results: Of the total 88 cirrhosis patients, 62 (70.5%) were male and 26 (29.5%) were females. All the cirrhosis 

patients were assessed for thrombocytopenia. The overall mean age was 39.41±11.56 years.  Out of 88 cirrhosis 
patients, the prevalence of thrombocytopenia was 63 (71.2%). Of the 63 thrombocytopenia diagnosed cirrhosis 
patients, 41 (65%) were male and 22 (35%) were females. The prevalence of mild, moderate, and severe 
thrombocytopenia was 21 (33.3%), 23 (36.5%), and 19 (30.2%) respectively.   
Conclusion: Our study concluded that thrombocytopenia prevalence was 71.2% in liver cirrhosis patients. The 

assessment and monitoring of platelet count identified the thrombocytopenia among liver cirrhosis. Moreover, 
the severity of bleeding episode that might cause fatality were reduced.  
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INTRODUCTION 
Thrombocytopenia is a liver disease major complication, 
and it is often described based on platelet count. 
Spontaneous bleeding occurs in patients whose platelet 
count <10 109/L-20 109/L, which in turn needs surgical 
intervention during the treatment of cirrhosis patients [1, 2]. 
The thrombocytopenia presence can exacerbate traumatic 
bleeding, as well as ominously thwart routine patient, such 
as antiviral therapy, liver biopsy, and cirrhotic patients 
optional surgery, in turn cancelled therapeutic 
administration and operative treatment for a variety of 
circumstances such as chronic hepatitis C virus infection 
antiviral therapy. Certainly, the thrombocytopenia degree is 
an effective predictive marker for severe thrombocytopenia 
in liver cirrhosis patients [3, 4].  
 Furthermore, a low platelet count can be a sign of 
undiagnosed cirrhosis or the presence of esophageal 
varices [5, 6]. Multiple factors can contribute to the 
thrombocytopenia development in cirrhotic patients, 
including splenic sequestration, cirrhotic coagulopathy, and 
bone marrow for cirrhosis suppression by chronic HCV 
infection. The major mechanisms for thrombocytopenia in 
liver cirrhosis are (1) platelet sequestration in the spleen 
and (2) reduced TPO production in the liver. Historically, 
thrombocytopenia was thought to be caused by an 
increase in platelet pooling in splenomegaly. Splenomegaly 
can cause it to exceed 1000 mL. Repossession of Platelet 
is observed in splenomegaly caused by portal hypertension 
caused by cirrhosis and is characterized by a redistribution 

of platelets from the circulating pool to the splenic pool [7, 
8]. 
 Platelets are megakaryocytes that have been 
cytoplasmically fragmented. Circulating inert platelets have 
smooth surfaces and are disc-shaped. They are 
approximately 2-3 microns in size and 1.5-4 lakhs in 
number per cumm. They have a shelf life of 10 days in 
circulation [9]. Platelets are produced by megakaryocytes 
and play an important role in hemostasis [10]. In chronic 
hepatic disease, thrombocytopenia and hypoalbuminemia 
were discovered [11]. Patients with hepatic cirrhosis have 
hemostatic impairment, which includes thrombocytopenia 
[12]. Other causes of thrombocytopenia include chronic 
hepatitis' suppression of bone marrow and a decrease in 
thrombopoietin activity level [13]. Taking this into account, 
the study determined the incidence and sternness of 
thrombocytopenia in liver cirrhosis patients. 
 

MATERIAL AND METHODS 
This cross-sectional study was carried out on 88 liver 
cirrhosis patients in the department of Gastroenterology, 
Shaikh Zayed Hospital, Lahore from November 2020 to 
June 2021. Individuals with cirrhosis disease were 
evaluated for the severity of thrombocytopenia. All the 
cirrhosis patients with age>14 years of either gender were 
enrolled while aplastic anemia cases, idiopathic 
thrombocytopenic purpura, drug therapy patients, 
osteopetrosis, cases of repeated blood or platelet 
transfusion history,  myelodysplastic syndrome, and refusal 
to informed consent were all excluded. The demographic 
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details, clinical examination, and treatment plan were 
assessed. A platelet count test was performed on all 
cirrhosis patients. Thrombocytopenia severity was divided 
into three categories: mild thrombocytopenia (50,000/l), 
moderate thrombocytopenia (20,000/l), and severe 
thrombocytopenia (10,000/l).  
 Following that, the platelet count of all cirrhotic 
subjects was determined. Blood sample of 3 cubic 
centimeter venous blood sample was collected and 
forwarded for analyzing in the laboratory. The presence of 
ascites, albumin, encephalopathy, serum bilirubin, and 
prothrombin time were all factored into the child pugh 
score. Clinical examination (shifting dullness and fluid thrill) 
revealed ascites, which was confirmed on ultrasound. 
Blood biochemistry was used to assess serum albumin, 
PT/INR, and bilirubin levels in comparison to normal 
values, as well as hepatic encephalopathy based on 
history, clinical examination, and serum ammonia levels, 
with bleeding times greater than 6 minutes considered 
prolonged. The class was determined by adding the 
scores, i.e. class A has 5-6 points, class B has 7-9 points, 
and class C has 10-15 points. For data collection, a 
proforma was created. SPSS version 23.00 was used to 
analyses the data. The incidence and proportion of 
occurrences were computed. The categorical variables was 

compared using chi-square test with <0.005 level of 
significance.  
 

RESULTS 
Of the total 88 cirrhosis patients, 62 (70.5%) were male and 
26 (29.5%) were females. All the cirrhosis patients were 
assessed for thrombocytopenia. The overall mean age was 
39.41±11.56 years.  Out of 88 cirrhosis patients, the 
prevalence of thrombocytopenia was 63 (71.2%). Of the 63 
thrombocytopenia diagnosed cirrhosis patients, 41 (65%) 
were male and 22 (35%) were females. The prevalence of 
mild, moderate, and severe thrombocytopenia was 21 
(33.3%), 23 (36.5%), and 19 (30.2%) respectively.  The 
mean value of platelet count in the overall population and 
thrombocytopenia cirrhosis patients was 131.45±7.23 and 
69.57±7.34 respectively. Male and female patients had 
69.98±8.32 and 63.56±4.96 respectively as shown in 
Table-1. Figure-I shows the age-wise distribution of 
cirrhosis patients. Prevalence of male and female in overall 
population and thrombocytopenia cirrhosis patients are 
shown in Figure-II and III respectively. Figure-IV illustrates 
the thrombocytopenia severity incidence among 
thrombocytopenia diagnosed patients. The incidence of 
mild, moderate, and severe thrombocytopenia are shown in 
Table-2.  
 

 
Figure-1 Age wise distribution of cirrhosis patients (n=88) 
 

 
Figure-II Gender distribution of Cirrhosis patients (n=88) 
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Figure-III Gender distribution of thrombocytopenia patients (n=63) 

 
Table-1 Gender distribution with thrombocytopenia cases  

Gender Thrombocytopenia Total N P-value 

Yes No 

Male 41(65%) 21 (84%) 62 (70.5%) 0.02 

Female 22 (35%) 4 (16%) 26 (29.5%) 0.02 

Total 63 (100%) 25 88 (100%) 0.02 

 
Table-2 Prevalence of mild, moderate and severe 
thrombocytopenia  

Thrombocytopenia Frequency n Percentage % 

Mild 21 23.9 

Moderate 23 26.1 

Severe 19 21.6 

 

DISCUSSION 
The current study assessed thrombocytopenia in patients 
with liver cirrhosis and discovered a 71.2% prevalence. 
Poor dad F's study reported that thrombocytopenia is a 
foremost malady in liver cirrhosis patients. Tanaka M.'s 
investigation found that about 63% were the 
thrombocytopenia prevalence in cirrhotic subjects. [14, 15]. 
The majority of people in the current series were between 
the ages of 30 and 50, which was also observed in a 2011 
study. In liver cirrhosis, thrombocytopenia is caused by 
increased platelet clearance and impaired thrombopoiesis 
[16]. Thrombocytopenia in cirrhotic patients now has 
numerous treatment choices such as embolization of 
splenic artery, surgical splenectomy, and platelet 
transfusion. Therapeutic options for safely and effectively 
increasing platelet levels can have a significant impact on 
cirrhotic patients' care. Increased platelet levels, in 
particular, can ominously decrease the platelet transfusions 
need to cirrhotic patients. 
 Platelet counts <50 109/L may have advantage for 
patients with prophylactic transfusions to boost platelet 
counts prior to treatment [16]. Currently, no agreement 
about cirrhotic patient’s optimal onset standards for platelet 
transfusions. Platelet transfusion snags and restrictions 
include febrile no hemolytic, chronic transfusions, and 
infection risk [17, 18]. Additionally, transfusions of platelet 
gives no guarantee for platelet levels, particularly when 
higher risk for bleeding exist [19]. While about 120 days 
lifespan of red blood cells, a shorter lifespan has been 
observed of transfused platelets. 
 The male population predominates in the current 
study, which matched with results of Nasta P. [20]. 

Thrombocytopenia is a significant impediment in cirrhosis 
patients. In the Jan et al [21] research thrombocytopenic 
was 92% in cirrhosis patients, whereas earlier study stated 
76%, and others found thrombocytopenia in cirrhotic 
patients. [22, 23]. In the current study, thrombocytopenia 
was mild, moderate, and severe in 23.9%, 26.1%, and 
21.6% respectively. According to two previous studies, the 
prevalence of moderate thrombocytopenia is 22% and 
27%, respectively. [24, 25]. Thrombocytopenia in cirrhosis 
is significant not only as an association, but also as a 
predictor of bleeding. 
 

CONCLUSION 
Our study concluded that thrombocytopenia prevalence 
was 71.2% in liver cirrhosis patients. The assessment and 
monitoring of platelet count identified the thrombocytopenia 
among liver cirrhosis. Moreover, the severity of bleeding 
episode that might cause fatality were reduced.  
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