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Abstract : Recently,an increasing number of studies have been reported about the as-
sociation between immune dysfunction with the development and prognosis of gastric
cancer, especially the role of cytokines expressed in gastric cancer. In this paper,recent
advances about the role of cytokines during the development of gastric cancer have
been reviewed to provide a new immunological diagnosis and prognosis markers for
gastric cancer,and an alternative direction for cancer treatment.
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1.1 IL-1

F1 20 M9 4 25 1 (interleukin-1,1L-1) & — Ff 3= 3%
P bk 2L 40 R R W AT L T R AR R PR, 5L
AR 4 516 TR 9 RE R A 928 1y 28 B D AR OG AT AT B8 R S AN
o P8 22 ] 1) ST A5 17 AR 2 ik 9 7Y & JR 12T, TL-1 ¢DNA
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NG AR 2q12~q21 XA, 4ifS [L-1ac IL-18 1 1L-1
ZARFEHY (IL-1Ra) .

WF 5% & BLAE IE % B #4200 h AR B IL-
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1.3.3 IL-21
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GM-CSF, 38 T bk U 240 B 18 58 7 g 77 o 5, JF HLw]
DLEAR A1 38 R S 1) A B T 4 i ) 15 s 41 21
rprias) R OR iR VE FH e A UL 1 F o s
Il /g 2y g 2 B T Il R, G-CSF Fil GM-CSF & #
FDA b F i 38 iy s i B 24

5 BUREF

# A A+ (chemokine , CK) & —2& /1 11 411 i 1 1
AR P35 e A 5 o At L ™ A ) R K, S AR
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CCL20 78 B A EH ME 40 M & M & A 3a
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