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Evaluation of the clinical efficacy of CIK cell combined with chemptherapy

for advanced gastric cancer after operation

YAO Gen-dong, HUO Hong-qi, LI Peng” , LIU Ai-min, WANG Hai-dong, ZHANG Can
(Dept. of Nuclear Medicine, Central Hospital of Handan City, Handan 056001 , China)

Abstract: Objective To evaluate the clinical efficacy and secruity of CIK cell combined with chemotherapy for
adanced gastric cancer after operation. Methods 76 patients who suffered from adanced gastric cancer, were divide
into CIK cell combined with chemotherapy treatment group and the chemotherapy group. Blood culture and infusion
processe were observed for evaluating security of CIK cell infusion, T lymphocyte subsets in vivo were aralysed with
FCM, to compare its short-term clinical curative effect and their cancer-free survival time and overall survival time
between the two groups with Log-rank inspection. Results In the process of autologous CIK cell treatment, some
cases appeared the symtoms of slight fever, nausea, vomiting, not evident adverse reactions were seen. CD4 "/
CD8 " ratio increased after CIK cell infusion, NK expression increased( P <0.05). In terms of short-term clinical
curative effect, the objective effective ratio and the disease control ratio in combined treatment group and CIK were
hither than those in the pure chemotherapy group (41.03% wvs 18.92% ,61.54% wvs 56.76% ) (P <0.05). The
survival time of median cancer-free patients in chemotherapy group after operation was shorter than those of the

union therapy group (P <0.05). Patient’s postoperation median survival time was 36 months in chemotherapy
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group. Patients in combined treatment group was 39 months. Conclusion The technique of CIK cell combined with

chemotherapy is effective,it can improve patient’s immunity, make the patient’s cancer-free survival time longer.
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Table 1 CIK cells before and after treatment in
patients with biochemical conventional

inspecting index comparison (¥ +s)

examination

c dexes before after
WBC( x10°/L) 5.8+3.2 6.1+2.6
RBC( x10"/1.) 3.5+0.6 3.7+0.6
Hb(g/L) 115 +18 121 +18
PLT( x10°/L) 230 +61 255 =88
ALT(U/L) 28.2 £25.4 26.8 £25.0
AST(U/L) 24.2 +14.0 26.6 +16.3
Cr( pmol/L) 69.7 £25.6 71.6 £22.3
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Table 2 CIK cell infusion before and after four
doping peripheral T lymphocyte subsets

of change( %)

T lymphocyte

doping before doping after

subsets

CDh3* 69.8(33.1~90.1) 70.2(40.1~92.5)
CD3*CD4* 30.3(14.2~50.5) 33.4(18.7 ~50.4)
CD4*/CD8 * 0.9(0.6~2.2) 1.5(0.8~2.9) "

CD16 * 2.0(0.3~6.9) 2.0(0.1~5.6)

CD56 * 7.3(3.1~20.3) 13.6(2.4~32.8) "

“P <0.05 compared with before.
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Table 3 Pure chemotherapy group and CIK cells combination chemotherapy group of short-term curative effect

evaluation( % )

group complete catabatic part catabatic stable  progress  objective efficient(% )  disease control rates( % )
chemotherapy 0 7 14 16 18.92 56.76
CIK + chemothery 0 16 8 15 41.03" 61.54"

“P <0.05 compared with chemotherapy group.
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