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Abstract
KRAS mutation serves as a critical oncogenic driver event in multiple solid tumors, including lung
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cancer, colorectal cancer, and pancreatic cancer. Different KRAS mutation subtypes exhibit high
heterogeneity in biological behavior and therapeutic response. Pharmacological interventions for
KRAS-mutant tumors primarily comprise targeted therapy and immunotherapy. The development
of KRASG12C jnhibitors has marked a breakthrough in targeted therapy, while therapeutic strategies
targeting non-G12C subtypes, pan-KRAS, and related signaling pathways are advancing. Immuno-
therapy has also demonstrated clinical potential. Nevertheless, the efficacy of monotherapy is con-
strained by multiple factors. The combination therapy integrating multi-target, multi-pathway in-
hibition with immunotherapy has emerged as a direction. This article reviews the advances, chal-
lenges, and emerging therapies in targeted therapy, immunotherapy, and combination therapy for
KRAS-mutant tumors, aiming to facilitate the development of pharmacological treatments.
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1. 518

KRAS /& RAS ZKIGEMEE N0, FEFEAM T AK 12 594k, KRAS 7E GTP 454 HITEIRES
5 GDP 255 I GRS Z MG, N F “TFR” il KRAS j@id MAPK/ERK (Mitogen-Activated
Protein Kinase/Extracellular Signal-Regulated Kinase){Z 5 i #% fl PI3K/AKT (Phosphoinositide 3-Kinase/Pro-
tein Kinase B)f& 5l %, AU MIXI SRR, FERE /A, TS5 2 4l i A B AR h R 4556 2200
HERMEHL] [2].

R ERE P ) KRAS BE BRI AR o WL, Al TH 4 ERZ) 15% 8 3 #5417 KRAS RAE[3], HJ 247
TET B (£ 90%) &5 B W9 (24 50%) Flfiti i (£ 30%) %5 2 Fi SRR 1 [4]. 1X A2 KN KRAS i T2 %
BURAE SHIARALAL S, HRAR SRR R 8UE S 308, MRS H R8T, T2
BHL, DX R BANRAL . KRAS SRASIR A S R % . mAE T 28 A 2V AR AE O 4 Bk
SR FE A ) B R HE R, 2R AR RS SR 1B K

KRAS J 5 RA8 T EAE T 12,13 M1 61 AL %7 1 [4]. Herh G12 £ xi R A H A W (31 G12D. G2V,
G12C), Al EHIS KRAS [ GTP Bgvdte, I HFFE4b T GTP 45-a WG IRAS, AT 50T e 25 A
WG [5]. G13 245 (U G13D) FIFEREMK KRAS ) GTP /KfRRE /1, (B4 S NN 8 A 45 A ek A7
ZE 5, PR HAS SHOBE T REAN Rl . Q61 RAZNE B AH DG ZE 1), HIH] GTP 7K fif I3 9% fh e
I[6] [7]. BATIE, AFE KRAS AL R SR E H GTP BgvG 1, L5 H 5 240871 1 AH HAE
FATE, ) 15 B2 AN R AV 2R K AN [R] g Ay 7 i 7 22 e 14) B 22 431 R At (141 1)

2. FFEB KRAS 2T BRI 25936877
2.1. $BEHMATT

KRAS 575 2 9E /N4 i i &% (Non-Small Cell Lung Cancer, NSCLC) ) B B IR A Fi Atk 2 — . #2 IR xet
KRAS 15 518 % 5 = FE AR, 17X b3 52 A4 I 2 R U (Receptor Tyrosine Kinases, RTKSs) s it i AH X 42
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Figure 1. Molecular effects of KRAS mutations
Bl 1. KRAS REHI 5 FHE

2.1.1. B—HEZYETT

KRAS KIHBNN “AFTZs” , FEBTHX GTP/IGDP RA W E kM) Hik = af 454 1148,
KRASCL2C ikl 55 1) R B T X — ATl - Ik IS 2 midid 5 AR 0 pii e R G R IR IS T AN 25 6, IR
YEFT KRAS-GDP RIS, Ik & FfeoE TR IR IR S H] MAPK {5 510, 75 M4
L T AN B SR o A2 R SIEI T A% G 5 e I U [ R SRR AR PR AR

ZFEF VG A7 (Sotorasib) {F 9 AN KAL) KRASCLC HIfil7¥, 7EIIKZTIE T KRAS HEHL A 1A 4T
PE(] 2). CodeBreaK Ff At IR, 4¥H KRASCIC 5848 NSCLC fE# MR MM R L1 40%, A7k
BERATE T 6 N H[8]. HETi%45 5, Sotorasib T T EE L2 IE R4 1AIT MG NSCLC R4E &
[9]. JEES B VAR EFF AP ER], B ZHORGIEROT WHERE, $RoR MR R 5% 0
52 MAPK B PI3K 155, AT B il 5 247 2% [10] « i 154 7 76 A7 (Adagrasib) 7£ 25 X80 71 % 5 T kAT 17 A,
B TR ) M e 25, B BT 485 KRAS #01#(1&] 2). KRYSTAL-1 W 5T SR, 1425 % W27
fRZRL) N 43%, Bl R EEIT 80%, Aok A 6.5 AN H [11]. HIGKRM K, KRAS i
BITH “RESAR T m) “HIHIRRSR AL AR

KRASCC 53458 NSCLC f8 KA MFE R I LU ik 40%, S 3RHLAT KRASCZC HIfiIFIS 7 Rea IR, £
BB EAE 5~6 AN H AP 25[12]-[14]. 7 KRASCC I /e gE i it 525/ R e —25 4k, R
£ 7ML BERE 2E B e )T . BRI ZER Pt (Olomorasib) o R 4 M ft Mg ig v,  TEREA VAT ABEh 2R nlis 3|
41%, AL TG R AAF N 8.1 H , RIS R DA% FRX 2 22 4 Je L Pl A ¥ (4 2) [15] - 38075 i ZE (Fulzerasib)
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JEIRE E F0F R H B AN IR RS 1) KRASS2C #1111 571)(14] 2). Fulzerasib 7 Sotorasib il 478
e, SR R PR ST R RR S R, T R0 € 2l AR AR, B TV E 2 LA
PR 22 A PE[16] [17] 1% 2455%F NSCLC Ml RIIIRIE KR .35, LR 4% 49.1%, Fim i %1% 90.5%,
i kR AEAEI 9.7 N H, KT Sotorasib. Adagrasib, JE R ETEIRRG 18], A — D EA R R
[ 7= KRASCL2C Il 71 & i £ 5 (Garsorasib), HArFE5tafase . MG AR M. 43 15 m
o 25 35 9 (1 2) [19]. Garsorasib 2L 3L NSCLC Ja97 29 RCR A, 4 H PRIk 600 mg, w3k
B2 50%, PRiEHIEN 89% L K 7.6 AN H I A7 Joat R A A, FF HAS RSN 2R ANEEE KU ARAL
[20]. XZGIEAEFFEET X KRASCIZC AR J5 i A B 1 NSCLC B IR 11 BAAES

SR, NSCLC f) KRAS RAF R Z ALY, G12D. G12V. G13D 2% WARA WA H T i = L sk &
Fr R 2 BB AL, MG R R 2 E . Rk, FRARIESAN . SRR BN o T B R E 1R JE
i . B 7t N A Adagrasib 3Lt B ZELAL, RIL T —FRiEEEE KRASC2D 417 MRTX1133 (4]
2)[21]. MRTX1133 @ jd #h#r. BEF1EH . BT S KRASCED KE R 25 & DAS R BEEFISER ),
RSN MR P G5 BT T BT R [22] . R 25 7E NSCLC 4 M A 7Y v (1 B 25 o Rg v e A R, {2
55 44 29 5 i AL R 1 S R (Mitogen-Activated Protein Kinase Kinase, MEK)#1 71 #h 3% #; J2 (Trametinib) B¢
A A G SR PR AR AR, SRR I B I SR EL A T E R ANME

BRRASHE S INHI b, 72 RAS #E [ 0% 7R 52 31| 5<E . Daraxonrasib A& —Fi#E [ TE IR RAS (/M5
¥, 3 AR R0 M SRR A (Cyclophilin A, CypA)FIiEAL RAS AR & 1148, K= 0Z &Y,
BHL W7 R B 45 2, BRI A0 i RAS 15 542 5 (14 2) [23] [24] . Daraxonrasib &1 [7] i /F F T KRASCL20,
KRASC2Y, KRASCIREGAZE [, 7E2F KRAS S IR AR Y v a5 il 5 R v 8, L 4% ifi f ot e 2
FEREST, KPR RGUE RS B E A N AT S
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Figure 2. Chemical structures of selected KRAS-targeting inhibitors
2. BB5r KRAS $R[=)HIHIF ML 254
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2.1.2. BREBEZAYIATT

KRAS il J5 B s g np s o i RTKs FBUE Tl MAPK 18 % [ 1538 58 DL & PIBK/AKT 451
AT IR A A I BB S 5, FEUR— KRAS FLARI7 KR A IR, 240 NSCLC &3 K A5
e, Pk, RITSRESE A ©FEE SHNE] m) ¢ 2 s P FIBE I S A, i A T e
FERE A 38 B .

B o 3T R SRS R - B R A M TR B SR T HE — 8 97 2% MEK #1175 Trametinib B4 RTK
71 22 2 2 JE (Anlotinib) 735l B LE MAPK i B i tH A b5 5 FRE0E, B[R] BELIT S At B [25] . %07 &
£ KRAS A2 #A NSCLC, JUH 2 HE G12C RA AR, BABEF UM KRAS #1575 Fulzerasib
5 bR 4B K IR T =2 4R (Epidermal Growth Factor Receptor, EGFR) 1|57 7 22 #1471 (Cetuximab) 4.4,
A5 R il KRAS BR8){5E 5 ROCHE AT EGFR, SEILIRZ IR @B BT, 7EREH] NSCLC H3k7 80%
I WLER 2 [ 12.5 /N B Jo ik g A A7 A 26]

TR IE IS T T KRAS FUFRIELE], MG SISk b B os . 158 B R B %) FGTI-
2734 5 Sotorasib B& M, FHWT RAS A MEEN, HISHHS5ESEAENRERMGES, Rl F#ES
FOE[27]. %07 ZMIERATOT AU R IR B DUMR S 1, SRfE EEAE R T KRAS 1) [R] I i H B84t
MR, BT R B IR 2

2.2. REHYARTT

KRAS RASASE XA I A e R D5 431 <A, ] ERF o, 2 v e 28 Tl S5 1) o s TR 3R
IV R W e AN S AR S A AR, SRR R T B SRE R I B HE R <A
TS, T R G2 VR 97 U E

o RS ET S04 7] (Immune Checkpoint Inhibitors, 1CIs) 2\ A NSCLC () E 57 FEB . —4kM
Fi PD-1/PD-L1 #il5, i ) £k 52 5t (Pembrolizumab) - 49 F I #4970 (Nivolumab) . - B & F1| 2k B4t
(Atezolizumab)&%, AL Gty il e ool ot e 2B A7 28] A1, 7E KRAS 2874 NSCLC A#fH ICIs
SRR IR i, OCE Yo I 3 S AR A K L RAR T 52 [29].

A KRAS 78 A 3 o 1 4% AH S AL, 308 22 S Ak ) g e R . BT 98 o, KRASCRC 9878 i
G % PD-1/PD-L1 36T J5 To ik i AL A7 15 KRASCI2D 5845 i 34 i B E K [30], $2/ Al & Al fETE
FRAE R R RS, X e e T ORI, T KRASCI2D 225k = K BI3K 25 [31]. b4k, JLoARIRENT
Gy R A EE . KRAS 52 %(12/75 2 FRIEE 11 (Serine/Threonine Kinase 11, STK11)&k Kelch ¥
ECH #5¢8 1 1 (Kelch-Like ECH-Associated Protein 1, KEAP1) L3R4 5 S#fuss “A” WAk, T 40/
RAE> . PD-L1 FIABEAR S M ARk 3G 58, IS5 %5 1C1s IR [32]

RABRE G REET R EVI KR, 1 KRAS EAVAYT 5 50 )7 BRA W ECAIF o # s o i,
KRASCL2C S A £ i 98 i B4 iR A 858, X 1IC1s BN EBUEK, T LA Olomorasib %4 PD-1 1l 771 Pembrolizumab
177 AR T TR, 76 PD-L1 @RI ] NSCLC —£Ri877 HhAE Sy 5 SR 72 [15] -

2.3 SRR SHHIRER

S KRAS HE [ F 1) 751 2 7~ HH 3 B RO, (L8 400 P P05 S 1 TR G R 5% %15 5 G $E & KRAS
MYRRABIG, FEECFEYTT RO W R . thAh, AEIF) KRAS S8R K A AR 5098
TS PR AR, R R R N AU . XA KRAS RAE NSCLC a7 I EZEHkAR . Kok
5 N KRAS LI s f i () Z2 3 B O ), 45 G LIRS . S R BERRAE i s MRS VG o7 S, [+
I 2% FE AR YT B ME S I I, 395 NSCLC 3 IR R IR 2
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3. 45 EH 7 KRAS 3% MBI 2593697
3.1. $EEMARTT

KRAS 451 45 H 1% (Colorectal Cancer, CRC)H & £ 38 iy, £ 40% B E A ZRAL, HFER 45
T W% (Metastatic Colorectal Cancer, mCRC)H Lh 71|23 50% [33] [34].

3.1.1. B—§BEZAYaTT

BT A E RSB KRAS 155 M 48 KL IS HLRIAAE 22 % %, 5 NSCLC ML, KRASS2C |
7I7E CRC 1 81257 U1K - CodeBreaK 100 #F 57 % B, Sotorasib F - BEAT 1677 < i) KRASS12C 5848 mCRC
SRR, PRI ZRIE 82.3%, (HEMEM RN 9.7%, it eAfF 1 4.0 A~ H[35].

3.1.2. BRAHEEZYETT

CRC ¥ “mfsil e, (REER" MR F B THi KRAS J&5_Eiif EGFR 15 5 I R ISMERNE, HHIK
) MAPK i Fg R 3E IR AN B G 5, {87 KRAS #6171 HE LASRAF ML NSCLC VR TT RCR[36]. Kk, KRAS
FIHIFEE A EGFR B () X LT S i Bl KRASCI2C 2845 CRC Mz iy ial, I it — et S
YRITPRAE T R SR

CodeBreaK300 IR FTIESE, ZEALIT 245 1) KRASSC 5848 mCRC 3 1, Sotorasib B4 JE it
(Panitumumab) ¥ 2 $& 15 2 W2 fif 5 2 Kok e AR A7 1, GBI IR &5 J5[37]. KRYSTAL-1 W 75t AL 52 21
KAl#ah: Adagrasib HZG5EIT MR N 19%, PRIEHIZE N 86%, 5 Cetuximab Bt &5, ML
R RIRTEZE 46%, W] LT 100% [38]. Garsorasib FITIIGERIT 78 Bom, BAZGIGYT CRC %ML
fi# % 19.2%, W& Cetuximab G2 TH 2 45.2%, Aok A M 5.5 MPHEKE 75 MH, HAM
SR FNHT ) 22 A HEAE S [39] - MK-1084 AF g —Fft 1 RA= P ) FH B2 i  ARRI A 280 AR A e 18T 8 KRASC1C
I, A H— % 30 mo/kg 75 T R H #RA FR AR MIRHIR, 5 Cetuximab A& 1 — P G,
A mFOLFOX6 7 75 S8 J5 15 FoA vl 8 31K 22 4= 1 [40] [41].

3.2. REBHWAETT

W P2 A8 5E (Microsatellite Stable, MSS) 1 T 12 = B AN Ea i (Microsatellite Instability-High, MSI-H) /2
CRC [P SCHE IR 73173 8 . MSS Y CRC W A 25 W10 I V4L %, PD-1/PD-LL 4kl 597 Rk £, 5
% B SR 1) 7035 2 F JE (Regorafenib) 2 MEK 11l 77125 Lt 75 JE (Cobimetinib) B &, ok om & A1l
R SR [42] [43]o MSI-H 2 CRC TR MREHi PR F5, X ICIs B A8uUK[44].
Pembrolizumab 14— 4 F 24 T SE K A 38 i Jo ik e AR A7 I, LG fig %81 3] 40% [45] [46]. Nivolumab
BIGIRIT BB AR F L) 31%, BEA DT CTLA-4 LM IT bt (Lpilimumab) 5 7+ 2 50%~60% [47].

{RE AR R B, WS B KRAS 2 B Sy 3| 813k, FARA M BevE T 40 MR KR e 5 80N D se,
PRSI 1) Sl YA RAVKRE, FR ICIs PR iG Ve H( A6 i 25[48] . [RItk, BIfE7E MSI-H %4 CRC
NEEH, KRAS 52415 Al I 99 950 T3k 25 . KEYNOTE-177 4140 #r, #54 KRAS 245 (#) MSI-H 7Y
CRC &5 Pembrolizumab H %, M TAIT I To#E RAAAIARA HEHK, #78 KRAS H5ME 518
AT T RAR TR A R S IR LB [49]. BRI, CRC 4l ifyr HS AL 7 [ AN B e iy
BREMRE, BHFLEE KRAS LR A @ 2 4R AR, DU AEM LT . 2G5 25

3.3. kSRR

RTKs I8 8 I S B 2 520 KRAS #lF5% CRC 7 R £ Z ik . Ko, EGFR N E T R IRE S,
XA MAPK @ FE1E, FF4Ii A &K R+ 52 14 (Hepatocyte Growth Factor Receptor, HGFR) Ml 4T 44 iy
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A K K152 4 (Fibroblast Growth Factor Receptor, FGFR){X A A& 55, 1F EGFR FELIBTH 2 Bl 4k &AL o
b, PISK AL pl10e AR 1425 7 5 I &% 1 (Adenomatous Polyposis Coli Protein, APC)3L 5845 5
B PIBK/AKT . Wt il i85 5, & ts 4 A FH AT KRAS #7717 28 “ ki ” fIER . KRAS A%
HIARAMEIAES, A IR AR R BN . TN KRAS R74F CRC iRYT R I &, TEiE— P RE
KRAS HE [ 25 (250 b, ARRRERXT EGFR [efit, 45ia LA, ik MAPK/PI3K/WNt i@k + #ujk
W Z FIREHIT %R, FRENGH KENZEAYIETT R .

4. BEBR KRAS =T IBERETT
4.1. $REEMRTT

[ MR 545 i (Pancreatic Ductal Adenocarcinoma, PDAC) & KRAS K #51: f ok i SR iR 2 —, #Eid 90%
BEAE KRAS %47, HALL G12D. G12V K G12R W ME W, J&T A KRAS Xz iR [50] .

411 B—HEZGHETT

KRASCLC AR E PDAC HRAEZAE 2%, BRI T G12C il fil R R HANE . BEAEB 78 o
Sotorasib H T4 PDAC B, (3R 21%1) % M2 Al A1 4.0 > H By Aok g AE 17 1;  Adagrasib
£ KRYSTAL-1 #ff 75 i (1) s A ok g AR A2 A 6.6 4~ H [51].

YT KRASC Jy PDAC fix BT, L FZAL S 25188 SO R # i 2R/ T IE
TEHEATEE T PDAC [ BT BRI 58 B AR 56 : MRTX1133 X KRASC2D 58 25 {4 5 A5 4 35 2 (ICs0 = 5 nM)
FE1E PDAC K 5 Fh A% AR A b i 5 16 3 1) JIRE [H1 46 [52] s RMC-9805 1) PDAC H8:35 2% ML 22 i 224 30%,
PRI 2 80%, FFIERE KRASC!D ctDNA 7KV R F%[53]; GFH375 & MR fiE 2 27.3%, Fifz |
KIK 86.4% [54]; TSN1611 HIH MM R A 36.4%, PIRIEHIZFA 72.7% [55]; KRB-456 t.7F PDAC &
RS R R R AT R v 1 [56] -

B RARRE S EAIHI 7 41, PDAC ()72 RAS ¥EJa) 77 S A3 RI#R % . ADT-1004 7EIk R AT A 78 H AT [7]
P Z A KRAS RAZEAY, B2 BHK ERK {5 5 I8 B% R I H R 4F b g vd v S 2 PE[57]s HE T4k
1% RGIAAE Y 3E TR R 38 5 B iR SR [58].

4.12. BRERBZUATT

5 NSCLC & CRC 2£fLl, PDAC fFER IR M5 T4 S S B AL, 5 — 8 v 2 P af DA S 3
FEA PR, A TR TT SRS oA O B, [RI$E M MEK. EGFR & Bel-xL )2 48 A7 %,
£ KRASCD 587s PDAC 7Y vt FE It 5 25 RIS PE[59]: 2 RAS il 77 Daraxonrasib 5 H AR A1
WIEA TR A R I FEIVE I [60]; #il & B B & IR BR S SHP2 (Src Homology 2 Domain Containing Protein
Tyrosine Phosphatase-2)a% PI3K 25 %, 1455 KRASCL2 11l 71 3t I 2 R2[61]

4.2. REHUERTT

PDAC J& T M (S He F 8L “¥87 iR, KRAS RREIOTE R 3E o 2T 4 35 5 U AR S 2 4k R 1
W, LG ICIs ZiPnafE LASEILRE A 1i][62] [63]. 25T KRAS ZARK: S MEPUIR (K192 1 k%, > PDAC
PEVRITIRE TR 4% . PRI IEIT 33 2 KRAS RASIKE, 7 S4% 0t T 94U %, 14040 Mg
Yo SN o MAAL mRNA S 1 BNT122 B4 Atezolizumab 5 mFOLFIRINOX 1ky7 77 % HI T Al Y1k PDAC
ARJGHBNIATT , TCRERRET R IAHUT, 2 50% 83 15 5 i i T P AR 1% CD8* T 4l /e v,
REE KA 134 DN H, KIABEDT R T 40 R 2 FF 2 A 2E T AR B MR e P2 B BR[64]. KRAS RALKF
SRS T ELI-002 S5/ INGR B Ja Kk BRI AR R7R R4 s Ji it B Bon i WA S T 84%~99% 1) i
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HRA SR KRAS AR S T 40 s B, FEBEDLES BON S, A B8 KA 163 M, et
N 28.9 4N H[65].

4.3. SRR SHIELER

KRAS %8748 PDAC 477 il 2 HkR: &40 KRASCRC Hlifil 5 1 AR AR, 0tk G12D #ii 7
MR AR AR TRIE s W7 MRRORSS, GiayT RSPEZE, WIRIFHRE RN . BRI JE 52 1
2 (Tyrosine Kinase Non-Receptor 2, TNK2)#iil| 55151 7 ; TRAR 5| 2 4 Ak 18] 5 B850 B e, (8t EJe
A (Pirfenidone) & Ht 21 4 Ak 24 9/ Al I o (1000 BEVTAR, T8 250 S 40 Mgk N g iz 0 X e, A
B ) B G P T AN S A MR, 2SR R IALE F 2K IH 2 12T PDAC BRI TT SR SR T7 1A«

Z5 LPTid, KRAS JEAZ e i)l PRAE FT 4L T Ik 47 3K i 9], 78 535 NSCLC. CRC 5 PDAC 5546 ,
LI R AP RRAE VR YT NS SR R A — 8 22 7 (K 1)

Table 1. Comparison of biological characteristics and treatment strategies across different types of KRAS-mutant tumors

= 1 NEIFEE KRAS RE MBI EMFHHES AT SREEXTEL

Eb A 4 i /N i fiiEE (NSCLC) 4 H ¥ (CRC) T 544 Rt Jes (PDAC)

KRAS R4 K% ~25%~30% ~40%~50% >90%

Lo AR T G12C G12D/G13D G12D

KRASSLZCHIHIFIT R o e, s, RAYTRAER, WECE i s

A BZGTT XA, ARAEIRIT 2 EGER 4161 B D, IERIES R
— ” Sotorasib. Adagrasib KRASCLC Jilisil55) +

AR R 7 e PPN EGFR #4i KRASG12D 1141 551)

G VRTT SR N By RS, SRR WA IS U MSI-H IF #EUK SNIARAR

RPEIT ORISR JLRAR o TR BB RS RIS H RO

E N 25 WKL MAPK F% EGFR & BREE F 7 B e 5 AR Y EE g A

BREaIT R0 ;;;?s FURL + MEK HIRISPE R as + EGFR LI *K;AS I+ BRI

BT R R B FHERE R T HENIRRSE B BB & SR SEBL Al R AL oK, AL TR B B

5. KRAS ZRZE BB 254587 mIGROBRER 5 R 3t
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HIFERE . BEE T RV 1A A AR R RAR G, MRTX1133. RMC-9805. TSN1611 % KRASC2P i
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2T KRAS $E 7 259 W oK 58 R B M B . 1) KRAS SR AL M Z Rae g & 1048, Tl
PR AR, PR T2t ) 2) AERAS R R 2 S B, iR A R s 3) R
IR KRAS [T, F# e R0 RAS, W 2R .

R EIR T, YN KRAS R AT, 1ZRA%LE. SESHET, SIEHEYD
SHEOR, HE ST Switch |y 11 X385 &% GDPIGTP 4560 il, IRAITEIEMBR /K S e . Stz 4k & T 34y
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TEL YT SR RAE B AN Markov RSB SE T8, WA QB R i e B 1148, JR@dT
AR RARIET M . MR DT Rt LB ZER, RN KRAS RARRE SRR XT3 DL
VU R D48, BRefgE L LT Fr BL 1 25%) & Bl (Fragment-Based Drug Discovery, FBDD) % H&, F]H 1%
HE3LHR (Nuclear Magnetic Resonance, NMR). X 5 £k fi 1432 i1 (X-Ray Soaking) A # 1 55 B9 14 3L 4% (Surface
Plasmon Resonance, SPR). %5k i & £ #4% (Isothermal Titration Calorimetry, ITC)Z55256 T B, K&K T
&2 BRI, WESS A EAE A . FBDD DI A BRI E AR IR E O3S AT N, KIE A ZhEN
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6.2. ZF PROTAC M FRREEBMEMRE. KFHAR
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