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WA BT 2 HEATFHFERBHE 03 2 5L EGFR BUR O HEZ I S 52§ 5.

20094 1 H 5 520124 9 H F TIZHL EGFR LA DI 5% 1T - 72644 (Cetuximab39/,
Panitumumab25f) Z x4 & L, retrospective |2 IHHR & ) L 72,

BYE36H), LPE28B]. G- line 1% 1 KRIBHE246I, 2 K146, 3 RUE268ITH - 72,
EGFR LA D IR (K-ras B AT D A) 13255334, 7%, W > b — V=61, 2%,
4 14 S AR A I 6. 042 H T o 72 Cetuximab & Panitumumab T % &, ZRh=IT
37.5%, 32%, #WEa Ly Fu—)E(I54.2%, 68%, MEMGEEAAFHIMIX6.02°H, 8.0
HEWMBETHEEREE R ->72 (p=0.96).

: BT EGFR ki, BAIR AR T & b O — VKB X ORI RN BRI Ch - 7.

HEAT 3 KW (metastatic colorectal cancer), #t EGFR ik (anti-EGFR antibody),
V¥ <7 (cetuximab), /8= A= 7 (panitumumab)



