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Abstract  The 2024 V2 guideline update encompasses
multiple fields of diagnosis and treatment, with a particular
focus on advancements in molecular diagnostic techniques, the
latest developments in immunotherapy, and adjustments to

comprehensive treatment regimens. In molecular testing, the
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guideline recommends a more comprehensive genetic analysis

for patients with suspected or confirmed metastatic
adenocarcinoma, including rare gene mutations/fusions such
as POLE/POLD1, RET, and NTRK, and keep monitoring gene
mutations like HER2, RAS, and BRAF. Regarding the
application of circulating tumor DNA (ctDNA), the guideline
adopts a conservative stance and suggests its usage in clinical
trials, with special caution in stage Il or Il patients and those
undergoing adjuvant therapy. In treatment updates, patients

with POLE/POLD1 and dMMR/MSI- H are

recommended to receive immunotherapy, particularly in cases

mutations

of unresectable metastases. The restriction of anti—- EGFR
therapy on left— sided colon tumors has been deleted,
broadening its application to all eligible KRAS/NRAS/BRAF
wild—type patients. Meanwhile, the use of trastuzumab has also
been expanded for all HER2—-amplified colon cancer patients.
Additionally, the guideline has restructured and updated
recommendations for adjuvant chemotherapy in IMMR/MSI-H
patients, clarifying the potential limitations of adjuvant
chemotherapy in improving survival rates.
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1 LB ET
L1 A FRGINEEHT  2024.V2 RS R A7 S8 Bl o Uk 52 A
RPN S AT )2 AU SE HT, BR T RAS 7% |
BRAF 7% \HER2 ¥ 1 ASTCAEME SR (MMR)/i T 2R
S (MSD)IRZ FRAGI , R 27 I 1 KR PR 58 722 /i 5 AL A 4
TEWN , 41 POLE/POLDI . RETHI NTRK. AN, AEAET M
RAS/RAFFEAEAFAERI B M HER2 Rr il .

2024.V2 JRA8 FE g O H2 52 B VA T 9 BRI T
A3 F RN, AHAS TR 5 6] 452 27 20 M 2 kA T s AN aET A
W, BRI R 252 A s v AT i AR Wi g 51 i
E T AR AR AT IR A REE A AR B L
I ) YA 2 B 93 AT mp 3 BR A R a8t A% AR S kA
WIEtE , O AW TE IR IR 1T RBAE AT 241 28 48 nl HAlh
HEIIRAR AR R IR ) I RS SR Y7 R

Xt T A5G RS M4 I N, 2024.V2 WUHE B HE AR 004 T
5 DU B AR (NGS) A, AT B RAS (A4 KRAS I
NRAS) }¢ BRAFZEZF SR | BRAF'™ 5 A5 (] DLl 3 4 )i
AL E TR . KRAS, NRASHT BRAF ZE7% B K& 7
ACAEARAE 1988 A IIffi PR 55 56 25 Gl & 1F 48 (CLIA-88) IAIE |
A GRS PAT 55 52 A PRI PR 52 50 3 (3T 3 ) R 74 52
B AT, AL 2024.V2 S i A HER EL A BRI £ AR (4
PP ER A28 ) o FESS B i 10 IS 2 g kb s R s kbR AR v
DL g An A AR o I, 26 0 D7 T IR 4 s
SRR
1.2 B POLE/POLDIZEZEAREL 2024.V2 W48 s i 1
POLE/POLDI 5375 {55 2 1, #2248 F NGS ¥ I POLE/
POLDI % 7% Fe i 983 28 2% 171 faf (tumor mutation burden,
TMB) , R LA AL AT TMB I I . SRA BN POLE
POLDI it 4t i) 2 (1 HL & R0 B A& 1E DNA & il i # i
fiE, LU AT 2 IE DNA & il A8 rh A i A i e, o T
POLEIPOLD1 ¥ 1R 5 MR S5 A3 N R R BUR A R4 5
HR XTI AR AR B TR R, 5K H Y
Jit 968 A0 g L S BOUR & A 6 A DG B IR (polymerase
proofreading—associated polyposis, PPAP) ™ o {K 41l il POLE
O AR 5 K A A 2%~8% LUSH T L R e (MSS) /A FLE &=
I fiE 52 5 (pMMR) &y 3 /Y 25 T iz 8 0 A b, i R 40 g
POLD1 S P48 Sl AR UL B se 25 R L B, #5 7
POLE/POLD1 5875 (/)95 N BUs 41, 35 HLH R B =5 1)
TMB> 100 mut/Mb (£ [ J7 Bl A 2N E0 " BB
T HRLE SCAY S TMB B (> 10 muy/Mb) , 5 TMB &I
XS i 41 T RE %A T 22 A A e K, 5 PR R e T £
PR G PE N Aggarwal S5 AT T —IZ
O 2R (S8 F) S IRYT IR IR SE , 45 3 WoR  fE3E 2
A PZERG A 5 (ilmmune checkpoint inhibitors , ICIs)JBYY
1y 403 51555 A, & TMB B9 ATE S A= 774 (overall surviv-
al, 0S) FITCHE A= 7740] (progression—free survival , PFS) & B
SRR BRI T TMB AR A I A A7 0 A AR O i
P, DLSAE M AE 167 b R 2 i 1CTs 1), %5 TMB
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NEAIE TMB IR A EAF TS . Bk, POLE/POLD1 2875
I3 N DA 5 TMBAFAIE , AT REXT ICTs 3657 RN R4

1.3 fEFRIE DNA R AR 2021.V2 iiids ik, B
WA R USSR I R IR G =2 A T~V 3 DA S 4%
Z 5B BN B FHAE PR R DNA (ctDNA) &l
(B RZ NG RIS 5 T 2024.V2 WS w565 9« AT
SRR A UE AR AR I ARG 2 A5 T~ T DA e 42252 4 B
BT I FH cDNA ARSI , 55 502 i AR

2 BERARERIETT

2.1 SRPEIRTT I

211 PUREERKREFZEIGBT XTI
KRASHTAS (AN F2.3.4) 80 NRASHRAF (JMET2.3 . 4)H)
WG\, 2024.V2 [ 48 B AN HEIUE TR A K N2k
(epidermal growth factor receptor, EGFR)JA YT , £ 45 V4 Z
BAHT (cetuximab) X 1 J& B PT (panitumumab) , {H T 1E
KRAS “ 32 83097 T i — /v o Whos s REW,
BRAF ™" 57555 N e B i PG 245 BT 0 S 1 3R 1 3
ICF AR AR A, 5 BRAF 106 77 156 A fiff I b A7 — 2 i
T R, 2024.V2 WS R ASHERE BRAF " 578 N
FHHTEGFR AT , #5145 VOOOE 137 55 58 A8 L4y BRAF 5375
H AT 5 &4 32 BT EGFRIRYT - 2024.V2 JitHE 7 AS 1K
2225 i IR A i AN RTIBR (1 B KRASINRAS/IBRAF
WA T HT EGFRIAYT AIME—E I IE . BEAEAFoE 25 S W,
e 2P 1 e 0 A R R R S M g R TR (An APC.L P53,
SMADA4) 1 . KRAS 3 PR 5 75 F11 Jf 0 0 — ol 12 — 5 W
(CpG) & F FEAL F T (G-CIMP) A 51 i A7 2K 485 g Jas
T 42 ST B9 RO  BRAFFEIN 5878 MLHT K24 F 4
PRI , DA S MST BHPER R, 33k 26451 Rl PR 1) 25 5 52
Ml 1 IGYT AR NG o WEARE DR 2 7E KRAS/NRAS/
BRAFTF A=Y /255 i di , v REJE 2% S8 2 20 A7 2 s 5 90
H K 20 T S AR RENE 22 57, 2024, V2 WS 1 537 57 2 T4
T oRARSAY B 22 2 25 B R i B L B AR R i
HA P TREHERYT , DU B AT RL

2,12 FHUHER2IBYT  2024.V2 W45 F WO T 1 JH 5
-2 BHT (fam—trastuzumab deruxtecan—nxki, T-DXd ) B X
RASHI BRAFET A= RUA B 38 RS R BT A HER2 474
HIEs B N ST B H 5.4 mg/ke A 21
R, BRVEZE BRBUAMABT HER2 16T W 25 F P
BT “RASHI BRAFEFAER R E o % e 4L (immuno-
histochemistry, THC )32 Wi HER2 3 1 U5 A1 07 ¥R T
JUEE L, BI>509% A i 88 4 M S 7R HER2 (3+) o “3+ 7 4L 8,
Pl X g sm A R Yt 0] DU IR R a0 4
AR, T-DXd i fff AR T HER2 (THC 3+) & 14 5L
AP

22 LERIRITHELN

22.1 SEFEEE DhREEG/ LR SRR 2024.V2 i)
F e IR T A OB S T e BB (AMMR) /6 T A e BE AR
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JE (MSI-H) AU 55 B dis N A & 5l Bh A0 7 s 24321 -
T1~4aNOMO (O~ Il b 1) 95 A AR Ji5 FERFILEE s TAbNOMO (1T ¢
1) 98 AR 5 55 A WL 45 R AR RS T390 485 1 e Ak 7 7
%o 2024.V2 AR R TS H % 1T e 25 AMMR/MSI-H B A 52
it 4 Bl AT B4R I A AR <S5 %, BRIUL iR N R
b7 i A 2 IR DL IR (D ARG R Ik 455 H <12
He o (2) HBUAS B W5 R AE , 004k 22 5 41 2122 R A (B
MSI-H #k) kBRI R0 S AERE | Ja Bl 2230 | R
ZEFL T HE AN s BRI 2 g R 2 (3) HiAth
A FHERE B A A v

222 POLE/POLDI %7 2024.V2 KR m K #5457 POLE/
POLD1 575 W95 NS R G867 I OCHEXT 52 o IS0
NAEAEATT IR () 57 N PE AL RS I, 5 422 32 S8 iR )T 5 A7
R REE, TR R G FR, W EEBEIRIT. &
AMMR/MSI-H T 5%, POLE/POLD1 5875 8955 ANASE T 9002
TRYT , BFE PR IR YT 1L R v R W TR 2 A B A BN L Bk
PEHEZ IR YT JE P it JE , 36w AU I pMMR/MSS #Y
NSNEUIIE Suzay-sii8

23 TERIBIT T EEHEN 2024.V2 AR eSS R
LRI T E T BUY T AT =280 A e EGFR BTG
SISO T 22 2 45 B I sgd (I BR 2, PR B8 T KRAS/NRAS/
BRAFHF A TR E 4 - (1) BEAE 42232 20 BV R AA 0 R 322
Z ST RIRYT o (2) WAL 232 b AP 37 2 B AR R 4 52 B v
FIENIAIT o (3) BEAE L4232 b Y vb R4 S A2 A2 b P 7 5 B
TBYT o X RRTEAR S Z ik DRI T B BRIRYT 1) KRAS/
NRAS/BRAFSF A= Y55 N, HERE BT FOLFIRL(380bR 5 g +
S P PR+ B ST R ) WA D 2 BT R JE BT, BV 2
PAF MO JE BB A ST BB IIRIT 4 . EAh,2024.V2
G R B CAPEOX (R B iz + B vb 40 ) 6 VE 2 5
HUFN CAPEOX BX G0 JE Fibi Jr 58 , (B AR5 CAPEOX BE 4S5
PLEGFR i FH . % T CAPEOX BX 441 EGFR 5
U R AL, 2024.V2 BEHE B TP AR AR , AR I SC
T BT IA RIS 105 WA R FOLFOX (Y FI41+
SR WENE I R AT ) BE -G PT EGFR BABLIAY T B R sl %
PSS IR R T %

3 REERE

2024.V2 JFE S B M S T2 Wi RIEA T Y £ 4,
FRBITE T T2 Wi R 5 G671 o ik e L)
CEAIRIT T MR o 65 TR 7 T, 6 R X BE AL
ST RIS 0 R M e s N R4 T 5 4 T Y BE PR 3B , G
5 LB R 9878 RS 40 POLE/POLDI . RETFI NTRK 1 46:
W, IF 4k 82 56 1 HER2, RAS, BRAF 4 JE A ¢ 748 o % T
ctDNA [ , 36 B FEOR AR BE R UUAAE I PRI v
FL I U B 3232 i Bh A 7 (98 A P34l ctDNA
W RIS 5 fEAE POLE/POLD 575 il AMMR/MSI-
H B N 4232 ety 7, U HGE I T AEEA AT D R 1
0L AR, BUY T 5T EGFR AT X 422145 iz e ) B ol
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i B A 1 KRAS/NRAS/BRAFET 4= U955 A, F4th
TR AT TN RASHI BRAFEF 4= %5 A\ b B BR 1
YRR HER2 ¥ 3G S5 B N o IEAb £ X% dMMR/
MSI-H #3555 N A S5 fl B by 7 b AT T S AT B,
A T 4 B A7 AE R T A A S 0 T A T AR B L MR T 4
A TS BURE vE BE  RR E IE PRUR A AR

S5 IR T RS B R R SRR R S TR =
ST R TE S T2 WA AR IR 7 g -2 B
HOTARICYIR AT & BURN L , SO AR B3G5 0
FEAIAMARAL , BB AR L A BRI DA i 52 5 B9
RIS IeAh , BEEFTH AR K, i ctDNA SRR A
PEREIN 73 | AR T BEAE B LI A 2 W rp & P TR
YERI™ . TEIRYT 7T, B e ia Y7 AR A 7 I R Wik
A HUBE 25 B TF S, 45 B i IR 97 35O B 2 ik — 20 42
o & R A PR SR AR SR T R I PR T 5 0 56 UE B 3R
ST ANIT 58 B AR RENE s A AR b B RTR YT 1B 8
A BT 5T 0 T 2 SCTEIR YT e o A A AR 35 T A D A=
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