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 Thrombocytopenia during the clinical course of Plasmodium falciparum 

malaria has been reported in different studies. However, for Plasmodium 

vivax malaria, profound thrombocytopenia (i.e., a platelet count below 

20,000/µl), is infrequent. In this paper, we want to report of a case of vivax 

malaria with very severe thrombocytopenia. A 16-year-old man was 

examined in the emergency department because of fever, epistaxis, and 

very severe thrombocytopenia. In his phosphate-buffered saline evaluation, 

malaria vivax was confirmed. Artesunate because of severe malaria was 

begun. The fever was stopped after 24 hours. The last platelets count was 

185,000, and the patient was discharged with good condition. In 

conclusion, very severe thrombocytopenia as a complication of P. vivax 

malaria is rare; however, it may be manifested by the skin and mucous 

membrane bleeding and result in more severe complications, therefore 

prompt antimalarial treatment may lead to satisfactory outcome. 
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Introduction 

hrombocytopenia during the clinical 

course of Plasmodium falciparum 

malaria has been reported in different 

studies. However, for Plasmodium vivax 

malaria, profound thrombocytopenia is 

infrequent. Peripheral destruction of 

platelets is induced by P. falciparum, in 

which immune complexes generated by 

malarial antigens result in sequestration of 

the destroyed platelets by macrophages in 

the spleen, but this mechanism has not 

been explained in P. vivax malaria (1). In 

this paper, we want to report of a case of 

vivax malaria with very severe 

thrombocytopenia. 
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Case Report 

A 16-year-old man was examined in the 

emergency department because of fever, 

epistaxis, and thrombocytopenia. 

10 days earlier, he becomes from 

Afghanistan, during the trip, he did not have 

any problems, and after 5 days, he had fever 

with chills, nausea, vomiting, and abdominal 

pain. His fever was persistent. His abdominal 

pain was occasionally and was generalize. He 

had received serum therapy as an outpatient 

but he was not being well. After 4 days of 

beginning the fever, he had a self-limit 

epistaxis and tomorrow of that day, he came 

to the emergency department of this hospital 

with severe epistaxis and fever as high as  

39 °C. He did not have the history of 

mosquito netting or contact with animals. He 

did not use alcohol, tobacco, or illicit drugs. 

He did not have any sexual contact. He did 

not have any vaccination history too. 

In physical examination, he had temperature 

rose as high as 39 °C orally. His blood pressure 

was about 100/80 mmHg; respiratory rate was 

22 and pulse rate was 110. He had an icteric 

sclera and petechial rash in generalized of skin. 

Other examinations were normal. Hematologic 

laboratory tests were performed (Table 1). The 

urine analysis was normal without hematuria. 

The levels of calcium, phosphorus, electrolytes, 

magnesium, amylase, and lipase were normal. 

The complete blood count at the first time had 

2100 white blood cell, 8000 platelets; the 

hemoglobin was about 11/7 mg/dl. His liver 

function test was abnormal (aspartate 

transaminase: 105, alanine transaminase: 76, 

alkaline phosphatase: 406, total bilirubin: 11/5, 

direct bilirubin: 7/7, international normalized 

ratio: 1/8, prothrombin time: 25, and partial 

thromboplastin time: 30). His blood sugar was 

45. Cultures of two blood samples and a culture 

of the urine were sterile. At first, he had 

peripheral blood smear without evidence of 

malaria. He received 10-unit platelet and 

because of his fever and hemorrhage, doubt to 

Crimean-Congo hemorrhagic fever, he received 

ribavirin, and because of probable bacteremia 

ceftriaxone and clindamycin were gave to 

patient, then his phosphate-buffered saline 

evaluate again, and malaria vivax was 

confirmed (Figure 1). 

 

 
Figure 1. Peripheral-blood smear showing a 
Plasmodium vivax schizont within a red cell 

 

Table 1. Hematologic laboratory data 
Variable 1st day 2nd day 3rd day Last day 

Hemoglobin 11/7 9/6 9/1 9/1 

White cells (per mm3) 2100 3100 3600 6800 

Platelet count (per mm3) 8000 4000 3000 185,000 

Erythrocyte sedimentation rate (mm/h) 25    

Total bilirubin (mg/dl) 11.5 1.3   

Phosphorus (mg/dl) 3    

Albumin (g/dl) 2.7    

Sodium (mmol/l) 134    

Potassium (mmol/l) 4    

ALT 75    

AST 105    

ALP 406    

PT 25    

PTT 30    

INR 1.8    
ALT: Alanine transaminase; AST: Aspartate aminotransferase; ALP: Alkaline phosphatase; INR: International 

normalized ratio; PT: Prothrombin time; PTT: Partial thromboplastin time 
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The ribavirin and clindamycin were hold 

and artesunate because of his severe epistaxis 

and thrombocytopenia were begun. The dose 

of artesunat was 2/4 mg/kg for 3 times with 

12 hours’ duration, and then, patient received 

it daily for 7 days. One dose of fansidar (three 

tablets) was gave to him. Glucose-6-

phosphate dehydrogenase was checked, and it 

was sufficient and he received primaquine  

(15 mg daily) at the 3rd day of treatment. The 

fever was stopped after 24 hours, but 

thrombocytopenia continued. The patient 

received platelets for 3 days. The last platelets 

count was 185,000. The percent of 

aparasitemic reduced after treatment. The 

patient was discharged with primaquine and 

good condition. 
 

Discussion 

Severe complicated malaria is a known 

feature of P. falciparum malaria which 

usually manifests as cerebral malaria, but 

other complications such as severe 

thrombocytopenia frequently are seen. These 

associations with P. vivax are very rare 

although a few cases have been reported in 

literature (2). 

So far, thrombocytopenia and its 

pathogenesis in malaria remain contemplative. 

Fajardo (3) explained a hypothesized that 

directs lytic effect of the parasite on the platelets 

result in thrombocytopenia. 

Other earlier studies revealed disseminated 

intravascular coagulation as an etiology of 

this situation, but it was shown that most such 

cases did not show degradation of fibrin 

products that is characteristic of disseminated 

intravascular coagulation (4). 

Elevated recombinant-macrophage colony-

stimulating factor levels in malaria may lead 

to platelet destruction because of enhanced 

macrophage activity (5). 

Other probable mechanisms are bone 

marrow dysmyelopoiesis (6) and platelet 

phagocytosis (7). 

Except India, a large number of endemic 

countries, including the Greater Mekong 

subregion, Northeast China, North Korea, 

Bangladesh, Afghanistan, the Middle East 

(except Qatar), Somalia, and Madagascar, do 

not report severe vivax malaria. 

Although vivax malaria is an important 

cause of hospital admission in endemic areas, 

a major problem in detecting the real 

incidence and prevalence of severe vivax 

malaria is that severe disease has been 

considered relatively infrequent in vivax 

malaria (8). 

In contrast, Antinori et al.’s study (9) 

proposes that the prognostic role of severe 

thrombocytopenia is not clear in the absence 

of severe hemorrhagic complications and its 

use as diagnostic criterion of malaria severity 

may lead to overestimation of severe P. vivax 

malaria cases. This study concluded that 

because of the shortage of studies, at present 

it is ambiguous if severe thrombocytopenia in 

the setting of P. vivax malaria should be 

considered indicative of severe malaria. 

In a very large hospital-based surveillance 

study, almost two thirds of patients with acute 

malaria had thrombocytopenia (platelet count 

< 150,000 platelets/µl), but platelet counts of 

< 50,000 platelets/µl was seen just in 13% of 

patients and of course the greatest risk of 

severe thrombocytopenia was in patients 

infected with P. falciparum and very severe 

thrombocytopenia (platelet count < 20000 

platelets/µl) was seen in patient with  

P. falciparum much more than patients with 

vivax malaria, the results of this study 

revealed that severe thrombocytopenia can 

increase the risk of death from falciparum or 

vivax malaria in both children and adults (10). 

Our patient did not have documented 

platelet count before his hospitalization. 

However, the absence of a history of bleeding 

problems suggests that the present episode of 

profound thrombocytopenia (i.e., 8000 

platelets/µl) was the result of the infection by 

the vivax malarial parasite. 

As conclusion, Very severe 

thrombocytopenia as a complication of  

P. vivax malaria is rare; however, it may be 

manifested by the skin and mucous membrane 

bleeding and result in more severe 
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complications; therefore, prompt antimalarial 

treatment may lead to the satisfactory outcome. 
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