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[ Abstract)

in mortality globally. It is classified into two major subtypes: deficient mismatch repair (IMMR)/microsatellite

Colorectal cancer is a common malignant tumor that ranks third in morbidity and second

instability—high (MSI-H) colorectal cancer and microsatellite stable (MSS) colorectal cancer. The treatment of
dMMR/MSI-H colorectal cancer predominantly involves immunotherapy and is associated with a relatively
favorable prognosis. In contrast, MSS colorectal cancer is mainly treated with targeted therapy combined with
chemotherapy and carries a relatively poorer prognosis. New research findings and updates to treatment

guidelines for colorectal cancer are reported annually. This article summarizes the advances in the treatment

of colorectal cancer presented at the 2025 American Society of Clinical Oncology (ASCO) annual meeting,

aiming to provide insights for clinical practice.
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EIRITERT, WU PEIR I 2H Y JC 9E i A A
(progression—free survival, PFS) AL 3 8 &
BEVT 47 A H 5, AL PRS R IK B | Sy Bzl
RITAN 39.3 4~ H (HR=0.62,95%CI 0.48~0.81,
P=0.000 3), [RIEF Xt o fpe B 2ifyr 4, W A
PEIR T 20 1 IR TG i J'é A AF (progression — free
survival 2, PFS2) W ZE 4 (T {3 PRS2 B R IA 2
HR=0.57),3 4F [ PFS2 535 5 80% H 66% , %
B0 0 AU 23R 97 7T 982D 439 1 J5 43R 97 R Bl
FET IR, AT SR e R AR 45 . XU PER T 4 5
o RE HLZG IR TT AL ) 75 L% il o ( objective response
rate, ORR) 2 %1 71% Ml 58% (P=0.001 1), H:
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XURPEIRTT 4 1Y) 58 4 22 fi# (complete response, CR)
BN 30% , I HLTRIT AN 28% , K2 JR AN P 43
AH A BRI AE XS 8 1R 7 21 v R A BT iy | 3
T PEIR T H AR PR 2GR YT 4 3 UL RN R
KRR 229 14%

CheckMate 8HW W5 HE 52 T 40 o 4] JE 2R i Bk
A P IC R Bt 1) S A 236 97 AF i AMMR/MSI-H
HRYELS E i — 8 2SR LR
1.2 ATOMIC # %

ATOMIC WFFE & — T REALX IR Zdn i I
WG RIS | B AE PG FEAR E mFOLFOX6 (B V0 ]
£ 85 mg/m? FRIKIEE 2 h 55 1 K WHERES 400 mg
FREIKIATE 2 h 2 1 K R BERE 400 mg/m” Ik
1K FURMENE 2.4 o/m? FFEEER KR 44 h)
T BDATT A A L I AT R B BT R A AT LA
PE—2 0 ) AMMR &5 98 B 3 i BU5 |

WF 78 45 S B s, mFOLFOX6 1B A B 325 1) Bk 2
PLaLnd 3 4 Toh A A7 (disease—free survival, DFS) %
K 86.4%(95%CI 81.8%~89.9%), T mFOLFOX6
1M 76.6% (95%CI 71.3%~81.0%) , 5 HplfLyr
FHEL 3 BT AR R B (s s = A7 R SR T XU e
X T 50% (HR=0.50,95%CI 0.34~0.72,P<0.000 1),
LS AR A TR W AH P R — B, R4
1%>65 5 BH LmasiiifafE , B (overall
survival, OS) FHE i A& B | i 7 Bl D7 I [E] 4 42.5
A, H 0S 45 R T fig 252 35 L RPEIR YT Y
Wi, % 4P 5 T, mFOLFOX6 Bk A B % 1) Bk 47t
H =3 GBI A BN W &R 43.1%
mFOLFOX6 Z4H°4 35.9%,

ATOMIC WFFIESE T mFOLFOX6 i Bh Ak y7 B
A AT ) 2k B4 AT 4 T3 dMMR 25 1% 968 19 3 4F
DFS R4 E 25 10% , %7 T 2 VI IE 9 dMMR
SipE R E N X — 0 BRI R,
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ANCHOR HF5¢J& At & i — — I Z s |
HIREME  BEAL | 01 3E 25 30t I IR X5 | B 7 3R
LY RBERHA CAPOX (R iE+ BV FI41) 5 D1
IR AL A CAPOX 7E— 2R YA YT RAS/BRAF ¥
A UL YRS, B i T AT AR e Ak

ZERERW, WA AL PFS IR 11.04 4
H (HR=1.0,95%CI 0.84~1.18) , HL.7£ BT A 3. 41 %>

ref, WA ZEFHGEIFHE X, EARRRRIT
B, B R LSV 2 B2V Y PRS ]
4 7.06 ™ VUARER AT R 6.9 N A 27
TG it L (HR=0.99,95%CI 0.81~1.21) ; It )&
ZZfif J7 T, ORR %5 9% 45 il %2 (disease control rate,
DCR) 2% fiff 435 25 1 1] LA B JHF 26 B8 b 1T B 23R 25 Uk 22
Lo AR TG ERE L, R hmm, ™
2H B IR YT A AN R R RN ™ EE AN R I A A R 2
SYTGE A

GBS CAPOX 7E RAS/BRAF B 4= Al
RS IR G, 5EA —ZLniER
J7 7 % (DUARER FRPLER S CAPOX) Y7 A0HH 24 | HL
R e g0 R TP B R B
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CATRO6 W5 & — T B AIL X I 22 b ) T
G PRAIFGY, BE XA AE NG B A% 78 HL TG IE A1 R 1)
ATYIBREE R R, BTN T A M s R
(eytoreductive surgery, CRS) i Fi $40E  fL )7
(hyperthermic intraperitoneal chemotherapy, HIPEC)
XFH AR R G2 iR 9T IS #E4T CRS+HIPEC 1Y

FlF AR RGBT A AL 08 B8 44 4
H 34 08 RN 54% ; B4 F AR P47 0S Wk
39 ™ H 3 4F 08 %4 53%(HR=0.85,95%CI 0.62~
1.15,P=0.28), Hl ARG IR HB DAL PFS
Wk 13.5 1 H 3 4 PFS %8 20% ; 4 F R4l
57 PFS I 70 4~ H |3 4F PFS RN 5%(HR=051,95%
CI 0.41~0.65), £ 292 232 CRS ¥&& HIPEC 1Y
FFE T RNEED BT AR RSRTT (138 1)
(7 0S Hoh 54 I~ H 3 4F 0S Bl 64%; HEHE
E 4% CRS BXA HIPEC (154 6i) By 432 0S 14 45
H,34F 0S K 59%(HR=0.73,95%C1 0.51~1.05)
ZAAPET I, ARG 90 d ™ I KAE K AR AEF T
R RGRITH TR 36% , HH: CRS Bk& HIPEC
HHM 26% , FIHARIF0 d LT RN 1%,

RN, X TR IBR 9 B AR RS 1
il R E T, BT AR RSRIT 51T CRS
B4 HIPEC X H B CRS BXA HIPEC, KRAE 2 &
ME B 0S,
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DYNAMIC — I J& — 31 22 s Bl AL 11 /710 39 3
5, WA ZARIA V)b ELIE A 4 Bh Ak y7 0 Y
g s s, FE 101 BEVLA B 26 3 R DNA
(circulating tumor DNA, c¢tDNA ) $§ 3797 2H 5l br
1877 (standard of care, SOC) 4, BEHLAL Al R 2= 4=
TR E SOC MIAHBILIT I %, ctDNA $8 iRY7 4
i, RIS 5~6 JA# & tumor—informed MY 77 2 TH
o ctDNA FRMEE | T AT Bk 7 T B Bs va T B
A2 G50 R W WE 0y B B R BRI AL T 4, N
3ANAAMG FRERE 6 A ML FE K
FOLFOXIRI 77 58 (742 B+ B0 11+ DR g B +
RS ) (BRA R ), BN 6 A~ H W Jr Z el
FOLFOXIRI /7%,

ctDNA f8 FIRIF AW 2 £ K E kK A&
(recurrence—free survival, RFS) K 52%(90%CI144%~
59% ),S0C 4N 61% (90% CI 54% ~68% ) (HR =
1.11,90%CI 0.83~1.48 ,P=0.6), %% FOLFOXIRI
1697 5 #% FOLFOX/CAPOX AT Y ctDNA BHME:
BE Y 3 4F RFS FAHLL(47%LE 51% , HR=1.09,90%
C10.78~1.53,P=0.7), W& MIFHAED M B |, or
A ctDNA FHYE B35 1952 & RUES Bl ctDNA 17 fap 35
TR, A R A VR 5 AR Ak B IO (v A
(MR R ZEAE 73 Fhl ) X RL Y 3 4F RFS 435000 . <
0.06 4 78% .0.06 ~0.17 #H 63% .0.18 ~1.31 4
36% .>1.31 21 22%(P<0.01), ctDNA 1§ Fi6I7 45
SOC 2R YT A OCAE BE R AL (OR=1.21,P=0.58) ,

R W25 A8 1Y ctDNA $8 3697 BEHLATF 5T
HESE TR tDNA BTG B X, IFRIE KX
B B ctDNA B fag B4 i 7+ &, 2 HF FOLFOXIRI
FE B TR TT T R BB RFS,

4 KRAS G12C RETZEEHEMR

CodeBreaK 101 &—5i [ b A, FEHRR
TELIR I KRAS G12C RS B i B
i N FH & B VU A A A JE BT R FOLFIRT (B
ST B+ PR R WE 437 R ) BT R, TEAS 36 [
Iléa PRI 983 ¥ 2% (American Society of Clinical Oncology,
ASCO) At i WSS 1 KRS T 0S AT PFS
BRI, TR T RS

WEE S5 R R | BiiE ORR K 57.5% , ¥ 478
G2 f# (partial response, PR) ; DCR 4 92.5%, /i

BT 19.6 A 7 PES Bk 8.2 AN o Bl Ui
3274 H AL oS W 15.6 A H X T REAA %
Zad — 2367 B ORR N 69% , i 0S ik
22.0 ™ X FREAE 2 /D2 T 8RIRTT IR
i 0S W1 147 D H Lot s, 20
AN BN A PRI T e 56 (68% ) K Bk T8k (68% )
FTH PR 40 I D (50% ) o =3 PRI AN KR
N R) 2 AR 50% , TE 5 BN B, A g E]HE
SR R =

FALH VG A0 BCA A JE S BTR FOLFIRI 784894
KRAS G12C AR HEiE R h Bt R
GV RL, AR RN S5 & 2590 B AL
SRR IE—E,

5 BRAF V60OE RETEE IFEHAR

BREAKWATER /5% (i 1 45 5 s | A3 T
FRUEIRYT , BRA F 30150 B 7% AR JE B G M 1) 6 je A=
K HF3Z 1K (epidermal growth factor receptor, EGFR)
1P Z- 5 PP G BN B S mFOLFOX6 1hy7 —28
1697 BRAF VO6OOE AR5 4 VR4S H i | iA 5
— A FEEFFTLAL(ORR B &), MK ASCO 22
A TSR PRS LA K OS 1 3085

s LR, BaIEEe+70 % 5 hi+
mFOLFOX6 41 H i PFS iK% 12.8 ™~ H |, b5
WEIRITAL (7.1 S H ) 1.8 £% P U g sl 50 1= K
W A 47% (HR=0.53,95%CI 0.41~0.68 ,P<0.001) .
H AT R | AR AR JE + V8 28 BB+ mFOLFOX6
Ay oS WM 30 N AR HEIRIT 4 (15.1
MH) K 15N H, FET B FEAC 51% (HR =
0.49,95%CI 0.38~0.63,P<0.001) , &4 EJr 1, 5k
Z5AR JE + 78 25 BB +mFOLFOX6 2H ™ AN K b/
RAFRN 46.1% W5 THRIEIRIT 411 38.9% , A&
R Z 2G5,

M2 XFF BRAF V60OE 278 R VL4 H g
FEREM S, BERIEE+7E Z 5 AP +mFOLFOX6
YER—ZRIGT7 R AR EI K Y PFS A1 0S 11,
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