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The Clinical Observation of Heparin-induced Thrombocytopenia
of Patients Receiving Blood Purification
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Abstract: Objective To observe incidence rate,occurrence time,recovery time and effects of treatment of heparin in-
duced thrombocytopenia (HIT) during blood purification. Methods Select 341 cases of patients with hemoperfusion( HP)
hospitalized in the First Affiliated Hospital of University of South China,32 cases of patients with composite artificial kidney
(CVVH + HP) during Jan. 2009 to Jan. 2012 ,and give them with continuous veno-venous hemofiltration( CVVH) and 5 cases
of patients with heparin for anticoagulant. Then test the number of platelet before and after the treatment,the coagulation func-
tion,and observe bleeding and effects of treatment. ~ Results There was 7 cases during the 4th ~36th hour of HP( HIT inci-
dence rate of 2. 05% ) ,the lowest platelet was 22 x 10°/L, resumed 48h ~ 96h hours after stopping heparin. Two cases of
thrombocytopenia occurred in patients with CVVH(HIT incidence rate of 6.25% ). One appeared HIT at the 24th hour, plate-
let turned to the lowest of 15 x 10° /L, and recovered to normal 48 hours later after stopping heparin. The other case bled at the
28th hour, platelet continued reducing to the lowest of 8 x 10°/L, heparin was immediately stopped, fresh frozen plasma and
condensed platelets was infused,then bleeding ceased and platelets increased to normal 72 hours later. There was no case of
thrombocytopenia occurred in patients with CVHH + HP.  Conclusions It is essential to observe the changes of disease
condition closely,and test platelet dynamically. For patients with HIT,the using of heparin must be stopped and prompt treat-
ment must be taken immediately and patients who are sensitive to heparin should receive blood purification without heparin.
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