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Paclitaxel therapy and immune thrombocytopenic 
purpura: Coincidence or association?
Paclitaxel tedavisi ve immun trombositopeni: Rastlantı mı, ilişki mi?
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To the Editor,

Thrombocytopenia is defined as a platelet count 
<150,000 µL-1. Primary causes of thrombocytopenia 
are decreased production of platelets in the bone 
marrow and increased destruction of platelets in 
the spleen [1]. Thrombocytopenia is most com-
monly observed in cancer patients as a result of 
direct tumor infiltration in the bone marrow,  
and bone marrow toxicity due to chemotherapy 
and/or radiotherapy. Clinical diagnosis of drug-
induced thrombocytopenia can be made when 
thrombocytopenia is reversed following withdrawal 
of the suspected drug and doesn’t develop during 
follow-up. 

Drug-induced thrombocytopenia can be caused 
by various medications. Drug-induced thrombocy-
topenia is the result of bone marrow suppression 
and destruction of platelets in peripheral blood due 
to immune or non-immune mechanisms [1,2]. 
Paclitaxel-induced thrombocytopenia percentage is 
reported to be  4-20%, and  1-7 % if the grade of 
trombocytopenia is grade 3-4. [3]. Our aim was to 
present a rare case of immune thrombocytopenic 
purpura (ITP) following paclitaxel treatment.

Modified radical mastectomy was performed in 
a 47-year-old female patient following a biopsy of a 
mass in the upper lateral quadrant that was diag-
nosed as invasive ductal carcinoma. The tumor was 
grade II, T3N0M0 invasive ductal carcinoma. CerbB2 
score was 1, level of estrogen receptor expression 
was 60% and progesteron receptor expression was 
60%. The patient was treated with 4 courses of 
cyclophosphamide, epirubicin, and 5-fluorouracil, 
as well as radiotherapy to the surgical area, fol-
lowed by weekly treatment with paclitaxel. After 
taking paclitaxel for 7 weeks the patient presented 
with rashes on her leg. The patient’s hemogram 
results were as follows: leukocyte count: 5700 µL-1; 
hemoglobin: 11.9 g dL-1; platelet count: 7000 µL-1. 
Paclitaxel treatment was discontinued due to suspi-
cion of drug-induced bone marrow suppression. 
Written informed consent was obtained from the 
patient. 

The patient did not come for regular follow-up 
visits, but presented 2 months after paclitaxel treat-
ment was withdrawn; hemogram results at that 
time were as follows: leukocyte count: 6270 µL-1; 
hemoglobin: 12.9 g dL-1; platelet count: 9740 µL-1. 
She was hospitalized. Peripheral blood smear did 



not show atypical cells, but several single platelets 
were observed. Aggregated platelets were not 
observed. Brucella agglutination, salmonella group 
agglutination, ANA, TORCH panel, HBsAg, anti-HCV, 
anti-HIV, and urea breath test results were negative. 
Thyroid function test and abdomen ultrasonography 
results were normal. Bone marrow biopsy was per-
formed on the third day of hospitalization. Analysis 
of the biopsy specimen showed an increase in the 
number of hematopoietic cells of erythroid, myeloid, 
and megakaryocytic lineage. Findings for blastic 
cell infiltration and carcinoma metastases were 
negative. Due to the persistence of thrombocytope-
nia 2 months after the discontinuation of paclitaxel 
and lack of any other cause for ITP, the patient was 
diagnosed with immune thrombocytopenic purpu-
ra (ITP) and prednisolone treatment (1 mg kg-1) 
was initiated. The patient’s platelet count began to 
increase within 24 h. After 1 week of prednisolone 
treatment the platelet count reached 150,000 µL-1.

ITP is an acquired disorder caused by antibodies 
against platelets and progresses as platelet destruc-
tion increases [1]. The literature contains only a few 
cases of ITP that developed following paclitaxel-
containing chemotherapy [4]. The occurrence of 
ITP in the presented case during the period in 
which the disease was controlled ruled out the 
diagnosis of malignancy-related paraneoplastic syn-
drome. The patient’s bone marrow was not hypo-
cellular; therefore, diagnosis of bone marrow sup-
pression secondary to drug use was also eliminat-
ed. There was no clear explanation for the patient’s 
persistent ITP 2 months after paclitaxel was with-
drawn. There is an association between paclitaxel 's 
elimination half-life and the time to platelet recov-
ery in cases of drug-induced thrombocytopenia 
[5,6]. As the mean elimination half-life of paclitaxel 
is 5.8 h, one could expected that platelet recovery 
after discontinuation of paclitaxel would normally 
occur within 1 week; however, case reports describe 

thrombocytopenia persisting beyond the traditional 
4-5 half-lives of the drug. Quinidine's half-life is 
approximately 6 h, but in 1 report recovery time was 
as long as 15-30 d following withdrawal of the drug. 
It was theorized that the antibody originally directed 
against the drug-protein complex might have broad-
ened its spectrum so that an antigen on the platelets 
became the target [5]. 

The presented patient’s ITP might have been 
related to a paclitaxel-induced immunological 
mechanism or coincidence. There is a need for fur-
ther clinical studies involving large numbers of 
patients to more fully understand this subject. In 
conclusion, great care should be exercised in 
patients using paclitaxel, with regard to ITP and 
neutropenia [6]. 
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