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The drugs are the medicine used for the management of diseases. When the drugs used for therapeutic 
purpose, if it is revert the usage then leads to Drug induced thrombocytopenia (DIT), this condition shows 

abrupt onset of disorder demanding immediate action of the health team members. The present article determines the cause, 
clinical ndings, diagnosis and management of DIT. 
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INTRODUCTION
Drugs are the substance used for the curative, preventive and 
promotion of the health of the diseased. The drugs on one 
hand helps in managing the disease and other hand develops 
a risk of adverse effects to the person. The risk and side effects 

1,4,5 of the drugs vary according effects of the drugs.

The most common side effects are minor and cause little harm, 
but there are few drugs that can cause adverse effects to the 
person and can be cause of the new disease or disorder one 
such is thrombocytopenia and when the decreased platelets 
caused by drugs it is termed as Drug Induced Thrombocytopenia 
(DIT), this condition can be vital and can harm the health of the 

.2,3,6.7patients

Drug induced thrombocytopenia is common disorder when 
used drugs which can cause decrease the platelet counts. DIT 
should be rapidly identied and managed by removing the 

8causative agent, before the complication precipitate.  The 
complications of DIT are bleeding, thrombosis, bone marrow 
suppression and increased platelet destruction.

Causes for DIT
DIT is caused due to decreased platelet production and 
increasing platelet destruction.
Ÿ Myelosuppression occurs when drugs like cytotoxic are 

used in chemotherapy.
Ÿ Suppression of megakaryocytes leads to isolated 

thrombocytopenia like thiazide, ethanol, tolbutamide.
Ÿ Increased in platelet destruction, caused due to use of 

bleomycin drugs.
Ÿ Used of beverages, foods and herbal remedies in 

9,10treatment of certain diseases.

Pathogenesis of DIT
DIT is caused due to drugs used for therapeutic management, 
the idiosyncratic mediated reaction is the underlying 
pathology for DIT, where in the drug-dependent antibodies 
bind rmly to epitopes on platelet surface, this lead relatively 
weak reactive autoantibodies  this afnates the epitopes on 
platelet surface which are insufcient to bind the normal 

11,12,14circulation.

Sensitizing drugs contains charged or hydrophobic elements 
leads to bind both antibodies and platelet surface protein, 
leads to destructions of  platelets.

Mechanism of DIT
Ÿ DIT is caused due to drug dependent antibodies which 

bind to platelet and cause destruction. The antibodies 
bind to glycoprotein, on the cell surface of the platelet in 
presence of proactive drugs.

Ÿ Various drugs such as heparin, cinchona alkaloid like 

quinine, quinidine, penicillin/ sulfonamides, NSIADs, 
anticonvulsions, antirheumatics, oral antidiabetic drugs, 
rifampicin, ranitidine.

Ÿ Hapten induced antibody observed in use of penicillin. 
Quinidine and anticonvulsion, mechanism is drug forms 
linkage in between membrane glycoprotein forming 

15compound epitopes which leads to DIT.
Ÿ Drugs such as tiroban, eptibatide, roxiban comes 

under type of Ligand mimetic, act by drug reacts with 
GPIIb/IIIA and induce antibody reactions.

Ÿ Drug specic antibody seen in Abicximab usage due to 
antibody – specic to control GPIIb/ IIIaDrug induced 

16,17autoantibody is seen in gold salts. Procaine amide.
Ÿ Immune complex is caused due to drug react with normal 

protein, forms as immunogenic complex forming immune 
complex.

Trigging factors for DIT
Ÿ Patients develop frequent DIT should be assessed for use 

of bevarion.ages such as quinine containing tonic or 
suspensions.

Ÿ Food like pulped sesame seeds, herbal tea, lupines termis 
beans.

Ÿ Drugs such as trimethoprim, sulfamethoxazole, 
acetaminophen, danazol, efalizumab, cimetidine, 
carbamazepine, methyldopa, nalidixic acid, vancomycin, 

18hydrochlorothiazide.

Diagnosis of DIT
The diagnosis is empirical, look for patients exposed to single 
dose of drugs leads to DIT.
Ÿ The radiolabeled and uorescein labeled platelet 

immunouorescence test.
Ÿ Anti-IgG to learn platelet bound immunoglobulin.
Ÿ ELISA for immunoassay
Ÿ Flow cytometry and immunoprecipitation  western blotting

19
Ÿ Detecting specic antibodies test.

Clinical ndings of DIT
Patients with DIT sudden onset develops bleeding, thrombosis 
other associated clinical ndings such as rashes, small 
patches, red spots, dizziness, disorientation, confusion, 
fatigue, loss of alertness, loss of consciousness.

Management of DIT
The DIT is always abrupt onset of thrombocytopenia, having 
platelets less than 20000/mL with bleeding and loss of 
consciousness, the initial treatment begins with in 1-2 days, 

20,21after immediately disconnection of drug therapy.

Whole blood or platelet transfusion to manage bleeding.

Corticosteroids use to manage the complication. 
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CONCLUSION
Therapeutic treatment are the backbone of medical 
management, adverse effect of drugs leads to DIT, manifested 
by bleeding suddenly, the drug used for management is 
stopped immediately, watch on food intake and triggering 
factors. By understanding the course of effect of DIT its 
management is achievable in effective manner.
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