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Analysis on reasons of autologous CIK cells for treating pyrexia and shiver caused by malignant tumor and its prevention
WANG Bi-qiong » FU Shao-zhi , ZHANG Yan , GUO De- fen ( Department of Oncology, Af filiated Hospital of
Luzhou Medical College , Luzhou,Sichuan 646000, China)

[Abstract] Objective To explore the reasons of autologous cytokine induced killer (CIK) cells for treating
malignant tumor caused pyrexia and shiver and its prevention measures. Methods The clinical data of 768 cancer pa-
tients treated by autologous CIK cells in the oncology department of our hospital were retrospectively analyzed. Re-
sults Among 768 cases,26 cases developed low pyrexia without shiver, 14 cases of middle pyrexia occurred without
shiver,7 cases of high pyrexia complicating shiver occurred,5 cases were positive pathogenic bacteria in the bacterial
culture and improved by timely symptomatic treatment and nursing. The pyrexia occurrence rate was 6. 12 % ;the oc-
currence rate of high pyrexia complicating shiver was 0.91% ; occurrence rate of pathogenic bacterial positive was

0. 65%. Conclusion Pyrexia and shiver caused by autologous CIK cells treating malignant tumor are related with the

multiple factors, Adopting corresponding effective prevention measures can avoid the occurrence of pyrexia and shiv-

er.
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