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ErbB signaling pathway and its targeted therapy in gallbladder cancer
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3 HER2 5pE%ERE

3.1 HER2 AfefBEaTmEAR T HESL
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4.0% ~16.0% HFEIE % 6 H 4B 32 1), FHAAF
FEHRR IR FEREA T HER2 4 g8 20 UL 22 R 58
PRICIR O 2% 38 H AR PR LA o A — Sk > 7
7E HER2 THC 343 2 ~ 3 * fIARAS G I 24 92% 1)
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3.2 HER2 Ef=& & P a9 4E R
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PI3BK/AKT/mTOR . JAK/STAT. PKC. phospholipase
Cry 2400 FERRARSE T, BT R AT LA 3R EE b R
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H4  Dacomitinib 1B 722 & J& vl BH#ir SNU-2670 7£ 41
MR B G1 ), I 2 SNU-2770 8998 1= ; 7£ SNU-
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