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Abstract

The purpose of this paper is to describe the progress of drug therapy for advanced non-small cell
lung cancer with KRAS G12D mutation, focusing on the effect of current treatment regimens and the
research progress of treatment at home and abroad, expounding the latest clinical data of targeted
therapy and its mechanism of action, analyzing the challenges it faces in clinical application, and
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looking forward to new treatment methods that may appear in the future, in order to provide ideas
for clinical treatment decisions of advanced NSCLC with KRAS G12D mutation.
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1. 5|

KRAS 5[5 9 AR 7E fili i Hh 1 R AR 2R 2078 30%, S B i DL I SR B B (R 088 2 —[1] . 7E KRAS 451
ANFNEA A, G12C £ 9 WL, 1 G12D 2R T e FEWA, 295 KRAS RAEH 17% [2]. T
X 2y ik D] B A S Sl /N e e 5, — 2R BRI 7 RS B AT BR A Sk 1 s A I[3]. SR
TG AREAE T, X bRt 77 20 T AR KRAS S8 BT A E R 2 7 . —IiF s iR, 9k G12C
BE MBI R ZF(ORR) N 42.1%, FALEAEAHI(OS) N 5.4 AN H, 1 KRAS G12C AR 1 5%2 fukif
J7H) ORR N 66.7%, A A 7201h 16.9 M H[4]. B —Tiwtfe ik s 7 ALY, 9F G12C 5 G12C #
HHH AL OS 739008 104 M H 5 16.2 A H[5]. $7x KRAS G12D fEA9E G12C 2 A, HEF 2
T BEIRTT TR M AETESR2MCT G12C B . — TGN 298 FIHER I HE /NG o it 1) [ i 2o, F KRAS
G12D A B, Toil e s A A s SR R 2508 SR B A AT, AR T BR Al AbyT S R e B 35 ol B AR AT
HA[2] o 3 BA— T340 N 335 91 £ 3 1 K 28 [l e 4 A e gt — 20 R, 7E DU K 32 22 KRAS RAZTE AL, f0 45 G12A.
G12C. G12D. Gl2V 1, #Z—LRAbyT i G12D A i h A Lt R A A(PFS) A 7.5 N H , 125
8 E4T G12C WA 8.8 N H » H AR AF IR e AE BT A WAL A T-BIC/K 1 [6] . 25 37, KRASG12D
PO M AR G2 YR YT T SRR AN UK (1 i Y

KRAS G12D R NSCLC X} G 7 I SIA 55 e (14 3 SR AR 138 A0 e Sl R B3 AR AiE 2 D) AH 5 [1] [5]
STKLL VEA R R -, FLh ok 2 3 I8 Mg S TR 858, AT L S50 PD-L1 221 ¥ BH 1 5000 7 5%
R, 3BT DARDE SR e R R A, AR R, #5 KRAS G12D 5 STK11 F 5848 [ e i fii
i 5, B PD-L1 ik, X —ZRAIT IS s 16T RS S T YRR R R 2, WilEEsk
BERE[7]. PRARTERIE IR TT SRISRT, B G12D HIfERE R ARA . — DL R FRA gt it — DR,
KRAS JE G12C i itk EL 40 B8 SEAH G CCL21 Sk M i/, 78 G i 15 S5 A0 S @ i A7 el 2 5%,
AN [FINE R} G B 36 7 AR [ VR 97 (A R USRS AL N FEAR AR (8], $/R A8 KRAS SR AN [FE B Xt
TR NAFEZE o 48 LTI, KRAS G12D ZARME A NSCLC A bt G 7 7 Z97 AR A&,
AR E R BT B ) s R KGR T SR

2. AT R R
2.1, (MBI

MEK #1551 Trametinib -5 22 ¥ 55 52 (% S BRI A0 1175 Anlotinib: % BXA 5 & e Ik 5 H MEK 411
S B SN 2. 24 KRAS RIFHI MEK 15 5 9 #5285 JE P, e 20 i 23 b M S i ity -
W% 2 RTK @S, MIMHEITSTR %S & RNz RTK 65, REwBH WX —wki&yli], ScHixt
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KRAS {5 5 fli i) 1y [5) 2 BRI [9] . — 0004 % 33 171 3 G12C KRAS R7% NSCLC 3 I lln KB 78 7
FEHfE Trametinib 2 mg + Anlotinib 8 mg A#E 11 I &S, EFIES K b BT rh, %77 548 20 f
MiiHdE G12C KRAS KA NSCLC B G2 A% 65%. PmiailZ 100%. Az ok g 4 A7
115 MHFFALAAELER 155 AN H ST, HEBRFIEY R FIFH>3 JaT7 M RA R FAF R EZRA
35% [9] [10]. & TixXuestE R, W7 & B ix —BeA 7 B NE ST E G12C KRAS 845 41 /N1 i il Jez 1) 3
RIT RIS [11]. R AT EIFE B IR R R AR, (HIHE I X0 K Wy 4% G12D £ A E
G12C KRAS RAZ & SRR 7 ik

2.2. H¥EEATT

2.2.1. INGTFHDHIF

Zoldonrasib (RMC-9805): & —Ff k. L4, RAS(ON) G12D & #1E =2 AW, 76 1 M5
(NCT06040541), 18 {5852 #4755 (1200 mg, & H—X)EIT 1 KRAS G12D R4F NSCLC 31, &
WA B VLB AR 2R ik 61% 5 HLOI 15 i 20k 89%, LN A2 1k BT, V697 K 5 807 = PR 85 1
B A5 G T AR RS, B LIS RS AT % 1) B I TE R [12] . 76 AN B B4 ) KRAS
G12D A AT M Rkt

GFH375 (VS-7375): & [ Rk FEME KRAS G12D X H# (ON/OFF)#ii5], JAE 2025 4F th Ffiie K
2 EAMRIRE AR R, EHERE 1 IR 600 it H —IKN, £ 16 Bl /N i A A BB )
FMMERREN 68.8%, FIRIEH|IZFA 93.8%. ZHRMLAM ST, HIWIEITH A R FHAHENE
H Rt SELEE, 2N 1~2 90 3 QUL EIRITHOGA REMF RSN 27.5%, 96.4% N i 47
It PD-1/PD-L1 V697, TR/ ZLN 167 fa dEva ANFEA T 71[13].

RNKO08954: 24— sk iy 4314 1IR30, e 1a JHIE PR3 2.7, £ 1000~1200 mg 575 2H () KRAS
G12D FAFAE/NAH fufities B h, REHINZ MM Z N 58.33%, [RIIFI R AT R B R H 5 S K A
I EA W [F)38 J[14].

INCB161734: &3 0 AR KRAS G12D M5, 1 il AR 56 oK i S99 E /N 4 o il g gy N7, 0
A LR R HAEALHE NSCLC 18 A [ SEAAR (3 b 22 A Ve T 2, 78 i i3 v oW SR BB g s v, &1
Xof /N e s FR) T OB A Ay gk — B AR [15]

2.2.2. EEMERET

A P#RTI(PROTAC)IE I I e 4> TR (1 5 E3 2 REEMPIL, HSHEAZ RUIHEEA
B B AR, A B o IR R B 1 0o P SRR B AR R B i 24

ASP3082: 71 MMiE NG IR 7T KRAS G12D i #8148 1 B fgF) . Ho%#: KRAS G12D itk 5 VHL
E3 LRI, SKHLE R H AT PR R ThRE o W FL DD AT L5 S TR L) KRAS(G12D)/ASP3082/VHL =
THEEY GRS I(PDB: 9L6F), NET 45 PROTAC 2 PR AL 1 KI[16]. IRKRRTHIF S,
ASP3082 Rt fE i KRAS G12D HEH, HAPREFFMIR LY 38 nM,  7EALFE A /)N 20 i it s S5 28 SR 5t S Ao
PR () Z PG R AT AL, 55 T S35 0 IR AR [16] [17]. | B R 2 IR0 R, 7E 98 B4R
V1 R 4Pt P 5 LV i AR D 200 e 82 v, 08 8% 281 79 A ek ) 0 e e i 2, 7E 300 mig 7 R4
B MG AR ZRILF) 33.3%, PIwTEHIF N 75.0%, Ho bR/ N e S IR 1 i 20 100% H 22 4 W]
¥, WITHRARFMKREZ N 1~2 [18].

A FRZ AN 5T BB\ BT IT & Hoth i %0 KRAS G12D PROTAC {i&i% %1, #iltm, LT-010366 1£7y
T ANRIE 0 IR AP AT R AR, I PR AT RSB A i IR HH R R JR 5 i P e B R RN ) b e e R . TR
&5 . e AN R AR 1A /N RS oy, 4 H 1IREA 25 T S0 s AR ek ) PR 38 S s R AL P e 2
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il 2k 100% [19]. RPO3707 JUI#E KA A —5K T CRBN E3 GRSk &M KRAS G12D
PROTAC, fEIfFR AR dr R B AR 57 197 2%[20]. DCBCI2203 4% #fiE fE 1% [F] i B G12D A G12V %%
BEH, SonERT KRAS RATE R 1995 H[21]. (H2 FiR gk 778 KRAS G12D RAFIE /N
JIs s v (8 AR REATS A AR5 AR SR T — AR S

23. ZnEAMERNE

2025 4 (BF#) S ERIW SRR K =u R e aF K, L Zoldonrasib (RMC-9805) A f{#
[22]. =uB &0 7 R M A &0 AR 2 AERRIAE A A, IR KRAS G12D H A
GTP S Bl SR IME TN E A A LA, RN ER R ANE# kS G12D RA R
PRIER AR FEFR AL G B o XA SR I R A 4G AR A, R AR A AR B 1 Se B
RAZE A HATHT s 4L R AT XEVR PR SR (R R

3. KRAS G12D Kt z58ki%k
3.1. ERESHEN G12D 571

H AP0 KRAS {5 5@ 85, s g il DU 5 m R b 007 52 P I S IR W5 S i 5 A 6 1)
A S5 B85 5 Sk iR [23] - FEEE X KRAS G12D #1f1] 7] MRTX1133 44 72 1) g A g SR A5 P i 25 485 734 o
M 2540 3 HRAS. NRAS fi#ik, #M#Ii KRASG12D 2 AhE @ IREN (55, 4EFE Nifdgisf. ¢
VIR, 20 M g R S A TR R RIS S, SRR TR, ErbB K. Eph AR LA
MET 52 M RTK KA 12 (BRI, i 24 40 Mo 19 58 2 4 B R AR IX 28 RTK (55 [24]. X LRk B0E
) RTK i FER§ IR EGFR, A5 R4 KRAS B WA, 1fi/2iid % HRASINRAS WAL & 37 5] 5 TS
Z, W MAPK/PI3K, et gl KRAS 5 fi[25]. XS SR EN S G12C it 25 /i Wi sal
MAPK F#GEARE, HEERE L RTK #E + B4R RAS (HRAS/NRAS) B EME A . 4h, KRAS
G12D i FIBAEAE @M IR AT 4ME, BT MAPK iB#%, PI3K-AKT-mTOR #lti7E KRAS G12D I
iR RO, LI K (AR AR [26] 0 — TRUE S /N it 1) P B A 8 L, CASTORL k2K 1)
JiyRs 5 CASTORL B A= 7Y (1F &) i Jil 83 [R] i) 52 5% T KRAS G12D #iffil 5] MRTX1133, 453 &K ¥ CASTOR1
B PR R B i 251 . CASTORL /& mTORCL i@ 7 i+, HELME 7 X mTORCL il
i, FECFWERN T S6K1 1 4EBPL MR /K-F-THiFy, mTORCL i % 7 % . CASTORL [HRKIE
FEBE A AKT (S473 £i7 51)F1 ERK (T202/Y204 £ i) R A0 /K T 13 58 . mTORCL fy ik B 30 nl idid S6K1-
dependent (1) 1t S 15t 2 1 4% E U2 AR B R BEEAE 5, dFi R A 4ERE AKT F1 ERK B3E T, TER
PIBK/AKT/mTORC1 5 RAS/ERK i i# [H] 52 S % 1fi. CASTORL #fJ:5] & mTORCL if i I RF &L 5
AKT/ERK 15 S (I FIG5E, JLEMEHEMIR X KRAS G12D #7245 BE4 8 H mTORCL 14 7 &
WA EF 25 B PIBK 4155 BGT226 W] LARH WX —#Me PRI, SN 24 i 6 R V8 97 U [27]

32 MRBRMIRETER

7£ KRAS G12D il 551G 7 Bt FE v, Jiteg 4 i ] DA AR 22 F ik i RAE . — i K 2 AE{ Cancer Letters)
P eI A RURE R S AR R, R 8 N R EUR E M 25 1) KRAS G12D IR FRALARK, A4E VIE.
VOW. V9Q. G13P. T58Y. R68G. YI6W Fl Q9L 44 A=Wl 4 5 J1 Wt L3R B, X Le A% 4 VIE
VOW. T58Y. R68G, mliid i Switch I/Il XIEk S8 & AR =M SR, F2AES AL, BT
MRTX1133 5 KRAS G12D H H A M4 &[26]. HAMEHFARY], KRAS G12D H [ 1) R68G 4k Kk R
Az, AT L SO B [ Switch I/ F G EES, 7 K245 6 1048, SN2 )i 77 & i A, g MRTX1133
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IR S B 245 [28] . EF L5, 28 S BOERTFVEM 24 1) 588 e b o] B R8T Ut A7 FE . — ikt
SXof i B DI A A R B, (E4EA KRAS G12C RAFMIRTrf, ik 42% 199 191 [ ef 3 A7 6 A S50
KRAS 78748, 1 G12V. G12D. Q61H, XLLFRAF 5l M i — A F & BN TR 25, AI{EIRIT WIS 5L
Ji R A 245 [29]

3.3. RIERENSHRGEME

AR IE B A R A S0 KRAS G12D #1671 AR A7 e 2 —, e SRAT PRt 24 (1 3k 20 [
. AW RER, KRASG12D 54 B iE “Rb/E2FL/UBE2T/p53” il 45 4 4% B 2 i it o 240 Ff 2 A i
e, FAM KRASG12D FiFE 3[R 1 E2FL, #Emifeidt UBE2T #%3Kik; UBE2T iz b1
ek p53 B FFAR, fRFR po3 X BERR KB IE R MANHIER, FBOZIRME T H BG . A HHE S I BERR I hE
AR ETR A R A RO T e AL A% RER] NADPH, i 4HffiE MRTX1133 1748 F4ERF 0 5775 . X
FRAQUHE B AR 4, i 2540 M P BE IR L& 42 S Bl G6PD. TKT HIREMEM Y 1, J+5 F
J - (B Fe R LA RRAE L A7, TR AR - SRR A I 245 42 8407 . BT ax—HLH], BEA RN KRAS G12D 4
il MRTX1133 5 UBE2T #liil57] PGG # ik S ] DB F] PH AR F g, FE I PR AT AR AL o S 85961
i I8 % A %R R0 100% K JE ik Je AR A7 3, SRR B [l AR I B AT PR S il KRAS GL2D il 1l i 24 (1A 205k
W& [30]

3.4. HRRBLREMER R

i e 0 Y e o e I KPR AT S R A AR AR M R A R e, R URENT 251 7 — oD 4. 7E KRAS
G12D M FURAF PR 2R b, i 2 240 M A A e s A A2, LR R SR S I HY B AR 10 b B - TRl BURAL
RHIE, $e78 5 A1z 2l AR R RE 71 ARG SRAR G, (R IR A A el T 4 AR AH OGHE Rl I CD24 1 8.3 i [24].

4. FIBLEITFEER
4.1. 3T KRAS i

5 2R RAR W K2 KRAS HIHI 7 B 58 IR 4% 2 P KRAS 58238 50988 1A S o 1k S S0 AR T 245 iy 2 2
WERIT IR . HTAZ KRAS #1575 MCB-294 (Il RATHE 7L R, 14 S PRERIIN 454 KRAS & H ¥ GDP
454 “OFF”IRA S GTP 454 “ONTIRAS, FHIrHIEIEHS, EARIM#5 G12D. G12C. G12V. G12S.
G13D ZFh AL (A0 fu 38y s R A& R, FEZNPIREAL , MCB-294 e & A M 1 3 | KRAS i1
JIJRE A M I, AR SR RS DRI TR AR R U ERK BERR AL KT, dWI R A K [31]. HAT, ZRheEmg
B 259 CL3FE N e PR BT Bl 5 T R T R B B . ALTA3263. HBW-016-K 25 A3 11 11 AR SO A& 57,
AR AESAN 7 2 F A SE ) KRAS [ “ON” 1 “OFF” # %, SEIUfE 5 BT . I AR T % 5k, ALTA3263
1ER—FF KRAS [H] TEFiEFMHIHIFT], GE7E KRAS G12V. G12D Al G12C FRAF AW v ifs S b ég i iR
[32] [33]; ¥z KRAS AR, I E KR A ik SR F R SO B KRAS S H . BHAER, X%
BRI REAE 2 F KRAS SR GHM R A RS fREE AR 1, FFLE SR ARAR 2R o = A 7] B At e 1 g A K
ik, BTt B RPN ETE[34] [35]. SYNB021225 & —Fh I RAM AT R Ik T, ORI T25
PIfE S Re g8 4 TR BRI RRS, HOE AN T BE A B T BRI CE M B U, WA TR T SR AL TE A
(122 A PE B 11[36]

4.2. KRAS G12D #5015 _Eifsk T sl iR (= 2 Bk A
KRAS G12D #7515 T i 5 i o< B 5 i R8I 2590 B, ] DLSEENE 5 00 % 3 4 . F 983IE 5 MEK
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IS KRAS G12D ] 718 /N 4 A Fif e 452 284 v LA i bl R4 Y 6 44 P9 SI2 36 o, G12D 157 RMC-
9805 5 MEK il il i S B B R, AHALER — 240 e B o 28 M dU0 i bR A A, e iR ZE A i e 42 7 =
91%, JFFT p-ERK 55 il 5 5 A I B e Ge BEmA B B A 37] . RiFIEBRIR &7, #F G12D iE#
PRSI S Rz ) 2 R R RE VIR S RAS B2 R FIZE &, 78 KRAS G12D JXB ik I
PRATEE Hr, RMC-9805 5 RMC-6236 1B I 7 26 Pl R AR ik, 7 Rzt 2y, b ) RO AN
JRT X RAS-MAPK {5 5 4l A XUE SAL ), 3P A DR G BENE 5 (3 o . RIS b, B R
ThREM) CD8* T 4HNEHR i & 25 18 AN, [ A S S5 i) 28 1) A R U A A B LA R B, DI S B 2 41
TG IT SR PR A 1K AR [38]

4.3. RIZEKEIATT

RAE G12D JRAS IR X G e 524 S S AV, (ELBE 17 245490 M R 038 S e o P8 ) SR TR 5, e
GBI UK ImPRHTHT FLR W], KRAS G12D I 75 S Befer & w B W7 B AT B A1 ], RNK08954 7
I R AT rp B 1 5 0 B iR T R IO D R0V 70, 3K T G12D SRR I e BEAI WO B . ey
WS T AR A E R [14]

4.4, PhEEH

AMPLIFY-7P HJF 72 0P 94k B 45 #E 1) 22 iR 1 ELI-0027P, it 78 % 004E G12D 78 A -t I
KRAS 748, ZHF 75 SR, 90 4l PEAh ) KRAS RAEIVEA G B8, FEHHE SRR T 41
JLS NG, S AR S B s 98.9%, AT G12D SRAR N ME T 4 s B 86.7% [39]. ERARET X i
FE IR TE AR 2 TP, (HX Rl SRR T T 0I5 PR 9 KRAS BHPELN M SR, ARG TR T
MG B R B, . Ak, T s it 7 CF K R R HLA-A 23 KRAS G12D/G12V #it
JR, ReR eSS T MR AT 45 AR S AR HLA SRR IR 4 i [40] . SiRNA J7 %+ SIL-204 =2 —Fhit
I G12D ] KRAS G12X 278 (1) siRNA 244, 18l B ML 54 KRAS ] mRNA Sk 1E 80 &
A . IRPRATIT LRI, SIL-204 3545 T 2R RORI b R v 5, RETE R M A5 280 vh i 5 I 35 Al Rg R 3
[41]. X RTEIETA B 50 0 0 g $2 it —Fh o] g

5. IRz A BFROE MIAR S M T L SR

KRAS G12D F&7% /N ff it LA kR (1 1 RS BRI« L AR 3k S 5 B A 1, X AR A A
BT IR 3R e N B 2 4E P AE IR B R R
5.1. #EREZRE

STK11 JL54%: STK11 L5834 5 KRAS G12D #B/& NSCLC HE A RS R, A HE 5T 186
KRAS ¥4 NSCLC HJ4r#TiEirn, KRAS G12D TARA & 55 7 (1) o A A7 B 2 25 M G (HR 2.43, 95% Cl
1.15~5.16; P = 0.021), ifii STK11 $L5AF A % (1) e A - #A(HR 2.95, 95% CI 1.27~6.88; P = 0.012) [42].
STKLL R AT 2 53 s G e A 358, 00 1) e ek g e 8 22 o I PRAE 7R Y7, STKAL AR d % & 4E T PD-
L1 BAPEMR H,  JF5 B a7 I R R PR 24 B B 22 ) AR A7 0 SR 3 A DG [43] . X T STKLL JERAR
B4 PD-L1 [ATEM G12D B3, Hai by T RERCR A, T EaibitA KRAS G12D L [HAIT A
I SRS o

KEAP1/NFE2L2 R4F: KEAPL/NFE2L2 J£5845 & KRAS 845 NSCLC HHT AR R UG R &R, AL
T RS AR, & 50T R ia s T B YR 25 A0 G, fE2Z & Hrh, KEAPL/NFE2L2
LR 5 2 (A AR A AR A S, BE TR N2 96% (HR 1.96; 95% CI 1.43~2.68; P < 0.001); f7#{F
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KEAPL/NFE2L2 JL9B 1, 2 —& 0T e, St Rastr: IS N 64% (HR 1.64; 95% ClI
1.13~2.39; P =0.01), RIUAMIT FRE RIRUCHE B A A WD 4050 7EB2 S e i 1 s f I F7)3A 7 1) i
HWAF, KEAPL/NFE2L2 315845 5 8 35 5 2 (s AE A IR OS, BT KB IE it 2.5 £ (HR 3.54; 95%
Cl 1.81~6.93; P < 0.001) [44]. ESRTEFTH KRAS RAZEFZ W, [FIBAF1E KEAPL 5848 K A AN AR (L)
8%) [43]. 1H7E KRAS G12D HfE WAl H, KEAPL HLRAF R 5, HHF 7/~ KRAS G12D A+ KEAPL
RN 17.2% [45], —BHILfF, BE TS BT X EE TR T A ¥ a6 97 5 i
i

oN o

5.2. (FSiEEKBitE

B R AL T KRAS G12C i1 G12D NSCLC ZHf {5 S4F4E, KIL G12D 415t PISK-AKT-
mTOR @ MHI75), 40 AKT 14171 capivasertio. mTOR H#i75) everolimus FEURME 52 =T G12C 4H
. 7E KRAS G12D IXzh [ it /N AT AT ARG &b, p-AKT Fil p-S6 /K-F#4 5T G12C #iR, /R
PI3K-AKT-mTOR 4l (1 #F 2L 30 /& G12D fiied i) S8 AL A KM [46] . p-AKT ik /] LUE A Tl G12D &
M G12D IR & AKT HHI ) 75 58 v 35 i ARV LE AEMDbR 6400

6. B4

HHT KRAS G12D F7% 1 H={E /)N 2 ffa fitees 1) va o7 0t e 3 IS SR Ve gk g, Trametinib X4 Anlotinib
[ 0 S A o) SR, 3 e R] FELIT MEK S SOt 1 RTKS, ZE I PR H B AT U ) 2 L 22 i 232 5 AR A7 3K
i LA Zoldonrasib JARZ IR/ 3 H | 77 B4R 101 YR 97 HUAS 20 61% 1 B R ME 2, 1 IRAE AR HHIESE B
PR G12D st 5 eI AT ASP3082 &5 8 I BEARFIJT GFa T va . A, MR T 40ty
PSSV IR ZONMRIG IR T I R 2B 4, KRAS G12D FA8 M Ak /N M it e 1367 4% = R AR e i%

B AT AT I 2 PRk 2 Bhi 251 5 B0R 25907 1097 RO B BEARR A, BRERITAN @
BRI A S B MR B N T4 o DR TR ON I B 24 ML 1) (1) 2 25 PR A2 Sk, ] AR A R A 1) i
ZHF T S ARER CtDNA HiR, 7250 T 540K B2l 25 K REER AT, N w IR 24 52 (ALK vh
B pi. CtDNA J2 M8 40 M 0 T BURFE 5 BB M ) DNA B, @ b A X 26 1 By, BTG b
FAE 2R () B RS R . Dilly % AFIH ctDNA 73 # & 31 G12D il )4k B 5 (3R /5 G12V. G12C.
G13D & Q61H FF5RAF, UESE | 4k K KRAS J84% & B B M 2 IR [K, FHAEMT 25 535 1) ctDNA Al 2] |
MET. EGFR. PDGFRA. MYC S5RE[A 934, 4575 J 40 Hlodid 5% #8155 0SS 0T 7 X KRAS G12D 1)
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