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Regimen n | RR(%) | OS(M) | HR

RAS and BRAF' | FOLFIRI + Bmab 45 60 33.5 0.77
WT FOLFOXIRI+Bmab | 48 65 41.7 ’

RAS MT FOLFIRI + Bmab 119 | 55 23.9 0.83

FOLFOXIRI+Bmab | 117 | 66 | 27.3

FOLFIRI + Bmab 12 | 42 | 10.7
BRAFMT FOLFOXIRI+Bmab | 16 | 56 | 19.0 0.54

WT ; AR, MT ; Z8R5BME, Bmab ; Bevacizumab,
RR : 240G, OS: 2P, TR : ~¥—
BRAF V600E #{xF2 55 B8 3 % 9T EGFR ik
WOBBIEIZIEEACHETE % v (highly
unlikely) & &ML Tw 59, YK FE THE L 72 BRAF
V60OE #InFERBEZD I B, 3l id BRAF
AT ERER 2B 5 HPL EGFR JuE3E % I L ¢
W7z, BREREISBICHEGFR PURSE % i L 72
1BE 3 KIGEHFECTORHRG 207205, WTFNOREFIZE W
T H YL EGFR $LiR3E 12 X B ESHE/ DR TR 5k
nolz.

4 BRAF #ART- 22 58300 %8 25 PRI 52 12 Tl RIS 72
X, TRIBE 3l B& C B 4F 2 f5 #2378 & v 72 FOL-
FOXIRI + Bevacizumab A5 — K IGH# T OB & 7%
09 %. F7: BRAF B FEAEERNIIR L Tid BRAF
FH55 %] dabrafenib, MEK BH# trametinib O ff I %
ORERLTERESINTBY Y, SHBOBEPRESN
T, EHIZHPABLTBRISNT AT & T, BRAF
VAt o minor {8 FZ2 8IS FRE OB EINT X 5
Precision Medicine 2S#EABRKRICHA S NS L) 12425 2
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LIECHREBR L 72 BRAF V600E #{ZFEREZHT 5
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T BRAF BIRFEBMENRREEIND Z LI12LD,
GHBAAATIZ BRAF V600E #in AR MRAL, L1
WY BRI RIS 2 EDRICR DL EEZZ DN
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