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PROSPECTIVE STUDY ON RELATION SHIP BETWEEN

BLOOD TRAN SFUSION AND HEPATITIS C

Chong Yutian Peng Wenw ei

(Department of Infectious Diseases, Third Affiliated Hos pital,
Sun Yat-sen Univemity of Medical Sciences, Guangzhou, 510630)

A prospective study was carried out on 52 blood recipients without hepatitis C history before transfusion and 30
controls without transfusion history. ALT, Anti-HCV, HCV RNA were tested during follow up period. 9 of 52
blood recipients (17. 3% ) and none of the controls became hepatitis C markers positive. (P = 0.02<0. 05, trend
test showed ©" = 16. 67. P < 0. 005). The results suggested that the incidence of post-transfusion hepatitis C
(PTHC) was high and was related to the amount of blood transfusion. 8 of 9 patients with PTHC progressed to
chronic hepatitis C after 1 year. Sera from 45 blood donors causing 9 PTHC cases were tested for Anti-HCV by
second generation ELISA and HCV RN A by RT-PCR. Of them, one w as found to be w eak positive, and 44 negative
for Anti-HCV. 12 were found to be HCV RN A positive, 33 negative. The results show ed that current using Anti—

HCV assay for screening blood donors is not sensitive enough for prevention of the occurrence of PTHC. Therefore,

Yao Jilu

to avoid unnecessary blood transfusion is vitally important in preventing PTHC.

Subject headings blood transfusion /adverse effects; hepatitis C/etiology; prospective studies
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