B2 201045 A 539% HS

- e

CIK 40 fa Xt A Bfife 40 B AS49 AT 1E A rY &2

s RAS XMHEM X

wm E BM

#HO&H O®m B W

Ik TR

WL AN 1A 15 5 A 515 43 4T (eytokine induced killer cell | CTK) X Al 40 L AS49 8 715 FI 52 0, If: 45

WHLH . FiE WA S AR CIK A0, CIK 20T S 000 40 1 , A8 240 M AS49 Sy $LAA I , b A8 WL A Il i 40 g AS49
BT O, SRR WUBEIE S CIK 40 A AE S 5 A Ml 40 Jf AS49 S0 T2 f) 38 Rl 25 4 A2 1, annexinV./PT 30 2 40 I 7 A 325 A6

I TR & B CIK 256G 20 WA B i Tk B . 44t
XKW  CIK 40 ARE A0 AS49  ZH e

The Effect of CIK Cell on Apoptosis of Lung Cancer Cell A549.
Qigihar Medical College ,Heilongjiang 161006, China
Abstract

CIK cells were induced by culturing PBMC with regular method and cell apoptosis was detected. Results
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Objective To investigate the inhibitory effects of CIK cell on apoptosis of lung cancer cell A549 in vivo. Methods

Electron microscopic observa-

tions showed that CIK cells could induce the lung cancer cells A549 to apoptosis. Flow cytometry (FCM ) demonstrated that apoptosis cells

of lung cancer cells A549 were increased in CIK group as compared with the control group. Conclution CIK cells can induce the apopto-

sis of lung cancer cells A549.
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