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[Abstract] Gastrointestinal stromal tumors (GIST) originated from Cajal cells are the most common
mesenchymal tumors of the digestive tract. All GISTs are considered to have malignant potential. Abnormal
activation of the coding protein of receptor tyrosine kinase caused by mutations in the KIT/platelet-derived
growth factor receptor alpha (PDGFRA) gene is the most important pathogenesis of GIST. Tyrosine kinase
inhibitor (TKI) targeted therapy is the main treatment choice. Currently, sequential single—agent TKI therapy
is the standard treatment for GIST, while after resistance to first—line treatment, the efficacy of late —line
therapies is limited. Therefore, combination therapy of drugs acting on different targets is an important
exploration direction. Here, this article aims to comprehensively analyze and discuss the efficacy and safety of
combination targeted therapy in advanced GIST based on the research progress of GIST combination targeted
therapy in recent years, including combination therapies of two TKIs or a TKI and a downstream pathway
inhibitor.
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HtHEH F IR 9T GIST B9 TKI = £ X B A7 #H ¢ i
AR MIE M, KBRS T EAIME S A
BOPE X TS AT YR B B 1 e ) GIST /3, AN
[F] A FH A A 25 ) B9 BEK 5 36 97 2 B A I IR A SR IR R
JrIal, SR I FH R 1) 24 1 o 0 OG T L v B
IEBEA M2 SBOE ™ E | R0 32 69T A A
R,

1 77 AR S R A BRI U BX A ¥R 05 I

1.1 XA ER AR KA &K &
Je Mg AR e e & H il — | = SR I HERE
T, ZFHX KIT AR R A & 4 3 BIT A
o, — T py R I 3 85 B R BE Desmond 2%
K Z b TR IR T 58 e/ Xk
JE A Ad X be 3% S0 T O 5 3 e AR — 2R T
BRIt GIST W% A MERITF AL, R 4l 821~
25 d BRFEEJE 400 mg HIR ,3~7 d PEBLI ) |
S 21 d W REAEE 160 mg R ,7 d Ve M
JEHE FIRIRYT, BB IR X IR e
400 mg R IR B BB, 45 R Bm 94 H
IF 4 2H f A B AR, 230 1 5 0 158 42 92
fi# (complete response ,CR) , % £ 23 1] &8 7 2% i
(partial response ,PR), 47 %A 15 I F1 13 1515 %k
ko 5E (stable disease,SD) , % WL 983 2 L (objective
tumor response , OTR ) 73 5 60% Fl 64% , 3¢ &4
A7 B E (18% ) K H BN AT 422 52 1) 3 M i 457 1k
IRYT R R T A R RS AR YT 2R H B
U A1 0 22 A s, A A8 2 B M O R AR R
T IR T R S a2 AR s —
LAnyr s M SR e R AR, PR SO
B8 Je SR IT A HOR RO R E R, T
SR IR YT A IR AP A JE b 7 T 24 ) R RS R
AL S T ARG Sl S = N SRS UIR 8 i Py & 7.
PR R X — ISR R R U P25 2R (ER Wy
R4 2% A 22 1 (B S Y

BE AR ZE RS/ TKIER G T &, A —
BT b WA R R T &F 2 & Je s X AR Je P 52
Bl X EVR 7Y GIST Ay 48 A Fny7 &k o), iz 5%
KHE R 3 d fMEm AR e 4 d 8 1 A B
HIT AL 13 B B B AN A D A T R
Br, &R B (37.5 mg, B K 1K) + Fi kIEJE
(120 mg, &K 1 W) & A 113 i PR 3l 56 4 7 7] 5
(recommended phase 2 dose, RP2D), 13 ] &£ 3

A W2 2 KA 4 B SD, H 3 TGk B A A
(progression—free survival ,PFS) ] 1.9 ™~ H | fi
SV A (overall survival ,08) #i°8 10.8 1~ H , % b
G S R AS [R) A Akt 24 56 R 28 A5 1) TKT BE A 1697
R, WG E N EF 8 B e Mg R Je R
AR MR LM B B E R, HA
PFS W31 1.9 A, BAARRES N &, g 45 R
S PR RSB T BE T B R 25 B e vk
FH AW R WL T A RA T | A
FEARLBAT BEAT I W15 . AW 5EAE Dy f ) AR
AUCH AN AR TT IRR LB A O IR A A
1.2 WML S5EEERSL TR KA IRIT
Bezuclastinib (PLX-9486 ) /& —Fl fm it B T & KIT
R, e SIS PEM R A X KIT b 21 9/11 )5
KAERAZ FAN G F 17/18 4k & Ve R AR R . — I
Zhts JFHARZER T b/ a WBFSE R T BA
FH GBS S P TKIL X HETR B GIST M 1l IR 7 4017,
TE Bezuclastinib (500 mg/1000 mg, & K 1 ) B &
R (25 mg/37.5 mg, TR 1 K)IGIT Y 15 4
S LR B % W2 i 2R (objective response rate,
ORR) N20% (1 i CR.2 il PR), I JK 3k 25 %
(clinical benefit rate, CBR) N 80% , 11 fii. PFS ]
121,62 0S 128 18.1 A~ A, &4 k),
R i 24 49 e ) o I FH B T A2 1R R AT, R L
BT A A B R4 (treatment emergent adverse
events, TEAE) A IRTE TG TF & %0 fexnt | B
AWM 3 % &L TEAE {4 #§ 3%
(27.8% ) ARBEIMLAE (16.7% ) JETE 955 & il
FIR LA ML D (%5 11.1%) , TEFTA 2 5
BET, B 1 BB E BT AR R R
7% (dose limiting toxicity , DLT) #5 i i A R 4 (3
FA), ANRFMALES d NIEK, Bezuclastinib 44
i I AR, IR T IR R R RG] A R
55 M TKI IR YT MEVAR A GIST MR, %A £
e [) 0 ) ) — ST 1) 2 b TR A GRS 5 I K 2%
SbAH G EL A W] A2 R At

HF UL LR LS R — T Bezuclastinib BE A 4T
JEHE JE X)L T Je B e B2y 2B YT GIST /Y T
WF 58 IEFE 1T (PEAK , NCT05208047 ) '*/, i #F 581X
FEALSETEAT BT R AL 426 B3 BTt 20254F
9 H AHsEE W HAE 2023 4F ASCO 2 il
T MM 1a #5909 45 |, Bezuclastinib (600 mg,
R 1K) +8F )8 e (37.5 mg, B K 1 1K) M7 it
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B IA T PEAK BFSESE 2 3840100 i bF o8 B4
— TR AR WA (0 A B R S TR A Bl ATL X A
58, B B 2 W B SR KIT A1 PDGFRA Ji & 4k
YK gy e PR 52 A8 5 Ho 3BT A AR AUV B <R
W IEYY . M T a0 R A2 v Ay SRk
G FBITRGR BN A S K AR FTRE MU GIST J5 £k 5
IR AT R

B £ 8 e J& B AT E N R IR IT GIST Y i —
[ 9 TKI, 775 305G VA 5 204 6 O 30 il G
A GEAE  — T B A JE 5 2535 97 2 B L
b TKI i 25 19 GIST 4 #F 58 (NAVIGATOR ) & 7K |
ORR ik F] 209% LA 1000 [R] B, Bal £&8F Je i b & X
3k JE 1 T30 1 IR 3t 36 R 45 KGR P s 46 05, (R £
B4 ORR ik 17%, % 3 = T X RRAL (79%) ™M, fx
T — 31 NAVIGATOR [ Pr 5 o [ B 42 3058 1 Bk &
HIgmreon, FEEJE 25 KIT 2748 GIST,
ATk BTG IATEAEE, BIARE e 3253897 1)
PFS #13k 9.1 A~ H 1201 iy 0 5 8 Je it 25 9 KIT
AR R GIST, W & A 5 4 3 A0 ol 3% Ak R 98 7% |
JEHAE Z LM 25 5 T 25 5848 iz 4%, ik
= B JE 5 — B= 5 AT BA U FROR R 38 S AL iR Ay 7Y
HAMYECGIRIT %, R B BT e
G &7 JE B Je iR IT METR Y GIST Ay YT 2R % 4 1
(NCT05461664 ) ™), 1% T Fif B 4 2 rfracs 21590 5
F 5 R H BT AR JE (100~200 mg, B K 1K) BEA
R E (25~37.5 mg, B R 1 W)IBITF,28d M 1
AR 2 I B (progressive disease , PD ) B(
1525 JF M L IRYT AL, 46 ORR A= 2 W il %%
sk PR YT AR 11 B E 1 B(9.1% ) 3k
3 PR;9 B (81.8%)SD, H i 8 i 3R 45 M9 1R 45
(W kAR 45 20.8% ) ;1 B (9.1% )PD; PFS #
OS HdiE i A B, 224 07 Bl £ Je MET e
Bl sz, %N =3 AR F
T (54.5% ). 1AL > (36.4% ). E TS
(36.4% ). Mh¥E i (27.3% ) FIHE fkE H i
(18.2%) . WFFT W) A 45 S WA B 8% J& Bk 45 &7
JE B JI6 7 METATE GIST 5 ok 2 25 19 I IR 3K 45
FEAEXT T#E4 KIT 1% (L3 4k & M 5828 1Y GIST,
T L — 5 I 5 R B 3K 7 el R ) 245 9 1) e £
B EMEK BT,
1.3 HAth XF T b5 dEIR T 3E RS 09 XEIAR P GIST
BT Zhang Y & SITERC G RS MG TT T A AT T
— IR R PSRRI T 2 Bl 2L R R T

JEI % GIST B & (B 45 5 IR & Je ) , 7648 H 5
TR e 4y BIBK & &7 Je & Je fpr D e iqyr e, 1
WEE B 6 A H M7 A W o R
Singeltary B S04k 1 1 BI& L& e & &
JEIR YT R UE B0 KIT 4 87 17 2278 1Y B 3
GIST i, 1 mfhrie = 4 2543 Ak Je & bl
RGO, B HRPAERIRIT 6 T~ H 5 HE PD,
GAFZERTUMRDSERKARNAERIBIY, 7F
JR8E 1 G EAEYT ) SR BN IZBE L2
LR e MR AR R B G IRIT 5 & SD IRZE& 2012
A1 — 00 [ JG P I A SR R GIST g £ 3 4
ZRPAECAE I =L UL 5 1R YT, T
RAAETE S 13.5 A~ H 07

2 BRSER R I 5 T i R D 7 B SRR
ti=¥rd

GIST 67 I — A~ 2 ZE Bk % & X TKIs 19 it 24
P 3 0] AR TR R PR 24 M T B R 4k & M KITY
PDGFRA % 7 5 PI3K/AKT/mTOR ,RAS —MEK -
ERK 3 % 45 2 A0 A7 5 380 56 0 S0 P 3%,
2.1 #4il PI3BK-AKT-mTOR 3 i (1) 34 %
2.1.1  WENEmEULEE 3- BB (phosphoinositide 3 -
kinase , PI3K) il 5% 7E & A bR ifE = LIRIr 459
Z W} Pantaleo MA &S AT T —51 T b 1  ZHa0
WF VA T PI3K #1461 5 Alpelisib B¢ 7§ 5 & Je
BT BEAE 2 5 8 e RIET Je B Je R 9T % Y g 3
GIST W22 A PEFIA Rk, fEsm] B id g B Be, B
25 00 B K32 F) & (maximum tolerated dose ,
MTD ) #% i & P 5 & JE (400 mg, B K 1K)+
Alpelisib (350 mg, &K 1K), 7EHIE Y REH By
35 Bl o BAIRYT A 1 B PR(2.9%, B ORR) ,
15 1 SD(42.9%) , " 57 PFS 10 2 1~ H | 92.9%1
BERENRFM 46.4%M B EEE 3/14 AR
A B B o WL (23.2%) , RS R B A A
R ARG X T AR IR AR R R
Alpelisib 5t 58 Je Bk 5 7 28 0997 800 75 i — 25
ESEZ A I

=3 1 b M, 2900 T 5 Ah—Fp
PI3K il | Buparisib (BKM120) 5 £/ I %% J& Bk
A L F 2w H O 5 R e R & e B TR IR T R K
1Y M0 GIST 3 (0, i W o T HCB 02
i Buparisib 9 MTD 4 80 mg, 71l &4 J& B Bt , 35
Bl B AR ML H] CR 5% PR, 19 & (54.3%)
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ARAF SD 1 d5e A 20 8%, 5 0 15 i % (disease control
rate, DCR) % 54.3% ,CBR } 28.6% , T ii PFS #1°4
3.5 ™ H ,98.3% M B E A IRITH XA R Hoh
45%R 3/4 9, B w UL IO R R R (48.3%)
9% 95 (38.3%) ., (HAFTFEEMIE, 18 #1(30.0%) &
ARG B A SRR RS 3 BIERFE (5.0%)
et 3 HE 4 PN RFAFRY R | AR L] 58 I
SHUFEZY, Xl H T Buparisib 1Y =5 100 % S FE 2E
iR PE . % T Buparisib 5 0F 58 JE Bk G 5 19 3K
g — XU A7 F 5 35 O SE Al A s e R
B JCIRIT R B HEANE G HZRE T E,
Alpelisib 3¢ Buparisib B¢ & 4 55 & Jé 197 &0 5
HoAth © A HER TKT B 253097 A T A 34, n — 2
IR e b AL PRS W18 24.1 F, = Zeam X AR e
(o7 PES 90 4.8 I~ H | LA K UL B IR B JE 1
fiPFS ik 6.3 4~ H 200 [EEF BA R ILH 2
Buparisib B IAJFIAH G BB & Ak R v, i
R ol AT I N2 SR R = o A o = P = g
Wi B Ak 22 Alpelisib 3% Buparisib 5 5
BHRBAHRITHER,
212 WA Y HEMNE KW E H (mammalian
target of rapamycin , mTOR ) # # 4K 4k 5¢ ]
(Everolimus ) /& — Ff [T iz mTOR #0157 | % 1 &t X}
mTOR F1Z: 5 40 M A4 | A7 16 DA S Il 48 A= il iy i3
&, AT KIT A1 PDGFRA T #1 AKT/ mTOR {5
SR AN AR B YT ALY, fEET e R AR 2
HI, RMIRR GIST X4 58 Je i 25 16 97 ik 42
Schoffski P 55 27EJF B8 JE i 2 1Y) GIST & & i
7T X 4 55 ) 6 A B B e 0 A ke B A
T ~T PP Al 78 T W) IR4ESC ) (2.5 mg, B K
1)+ 582 (600 mg, B K 1K) B8 &
MTD/RP2D ( T W858 W1 1] | & J& 4 Je 3Rt ik o
WE LR 2, MWL A 75 Bl E, 0k 2
5% 1 AR 28 PP e 1 — 2 )T R R
B2 AN 47 ISR & e B e sl
TKIs B —Z3A97 R MR E 55 1 4HA 10 71 (36%)
SD il 15 i (54% )PD, 1i &% 2 414 1 #1 (2% PR,
20 19 (43%)SD #1115 1 (32%)PD, W4l 6 ™ H
PFS 4358 13% 1 20% , "1 47 PFS #4358 1.9
MR35 A, A0S 4518 14.9 A1 A
107 A, %1 HARFMKER 6%, HH 15
B (54% )R 3/4 T MAES 2 | Ay B & &8 &
AN R Hrh 35 6] (75%) 8 3/4 9%, 5 UL

ANRFFEIETE B ST AL,

bfi J5 , Pantaleo MA %5 2JF J& T — I ¢ F GIST
S Pl RS AR AU b 25 W A 5 i i R AT BE T, O i
/NS ) IE S TS LIT 2 (positron emission
tomography, PET ) BUZR WFAk 17 XF Jib 98 R~ R AR 35 1
PERRE T, 25 R BoR 7 6 NP O IR B
JeH KT DR e IR B A AL eI
e | B+ LR e dl), il — e
GIST AWy rh ¥ R I PU R /E AR 4
B ) BT MR ORI B ) in T R e Bk
B3R IT AE I R A R R R AR TR T 2
ARBIRIT TR,
2.1.3  HAh  Bg L& PI3K .mTOR i 7)4h A7
e DA T 328 30 5 G Ay 9 8 s A ) 3R 5 T Bk G
PR ER R E LT REXT GIST A RIFIF s %,
BRLE H W B (protein Kinase B, AKT) 1l il
MK -4440 5 4+ 5 % J2 19 Bt & 7€ GIST-T1 .GIST -
T1/829 .GIST430 4 Jitd & r fik 7t Bip [/) 4/ FH 245 Ye
S S BIHEFE R U] Weel (G2 /M i 2 2 14 i ) 411
MK -1775 B¢ & B & & Jé XF KIT % 28
PDGFRA 278 ) GIST 4 il & A B 3 19 J7 2L, MK -
1775 V& ¥ —J7 3 % PDGFRA %848 1) 41 il & B
A . WIT R Zhou 55 1% Huang 55 270 43 5| 1E 4%
A B 3k 5 A E B S B A B 2 (casein kinase 2,
CK2) 7 GIST " i # ik |, CK2 M il ¥ €X4945 5 f#
LR e kA T I p-AKT M98 1 3R55 , Ur )
Bl bR TR 2 I T 0% 200 1 AR A0 S A B O T
DL W& 7 R0 A AT REAE S — AT 9 GIST iR Y7
TR | H T I R S 1 6 UE SRR
2.2 il RAS-MEK-ERK 3 [ 9 38 i
2.2.1 2224 JE Ak B 4 A AME 5 0 5T B (mitogen—
activated extracellular signal —regulated kinase, MEK)
R 2 AW R B, AN GIST 44 4 KIT/
PDGFRA ¥ 24E & GIST, #7& £ 5 ETS # 5% K+ 1
(ETS variant transcription factor 1,ETV1);ETV1 J&
AN GIST i A= K FIAE 16 LA AR N GIST Y )i 3h Fi
4 FF r 6 FF B, ETV1 F KIT/PDGFRA % 7% 7§
GIST &ML H I AL T — AN 1E S i [l i | Hoh i
PE KIT/PDGFRA 15 % F i 0936 Pk 22 24 )5 35 Ak 2 1
4  (mitogen—activated protein kinase , MAPK) {5 5
FaE T ETVL, fEM ETVL ¥58 1 KIT Rk,
Il PR i 55 3% B, MEK 30 41 580 5 KIT 49 il 570 156 5
Al LA 5 (W] B BEL BT R U MEK/ERK 5 5 38 % # 1
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¥ KIT/PDGFRA 15 5 38 % (19 S 0 FR 8005, R FFA
i BTV B K, ZEA AT RESE R TKI it 24
(1) S = 1280

— 0 I b WAL T B B EBA
Binimetinib 6 57 Pt 5 8 J2 it 25 /9 e 9] GIST A9 %
S PR AR YT A I A A 9 5 s 4
LA 14 B =P A [ B 6 B BT H R A
(succinate dehydrogenase , SDH ) - f& B ] i) & &
585 JE (400 mg, B K 1 )+ Binimetinib (45 mg,
R 2 OB E R RP2D, B8 3 AP R 4 23
BB F WP AL PES JW12h 4.2 S H s 0S #1°923.7
AR5 BT PEAR T AL SDH i i Y R
ST 1 )RR R SRR T RO AR E 1.1
(response evaluation criteria in solid tumors, RECIST)
WA B PR(20% ), 12 4~ H 19 I R 4K 25 2R 100%
AL PES WS 45.1 N H AL 0S KRB F], fEL 4
PEJT I, IR G BRI 3/4 9 M AL HE T E
IR LFR 3 B (creatine kinase , CPK) F+ &5 (69.6% ) .
kUL 20 B > (8.7% ) . A L% A i (aspartate
transaminase, AST) T+ 5 (8.7% ) , & A WL %2 & & 4
(I #EPE, SDH B FG GIST X Fr i TKI 8 F i 25 |
KIT/MEK #0571 ¢ 536 J7 B SR X KIT/PDGFRA %
AF AL GIST A I R 3% M A FR, (H X+ SDH &k b 19
GIST J7 &4 . % , A "l A8 WL MR YT SDH k[ GIST
1) — Bl 7 S B

U5 I B JE Bk A Binimetinib £ HL ] 4K #
TR 8 e BH T L0 KOT B B 05t BT , AE 2R
ol = 2R PR BT AR R TE Ak, 12 AT BA R — 3R P
I Wl R 58, IRE G 5% JE K5 Binimetinib —
LRIRYT GIST M7 84 4k ) B9 4N A2l
Wi GIST Ry#)iR B4 | #3255 4% JE (400 mg, B K
1 X )+ Binimetinib (30 mg, & KX 2 K ) G JT ,28
KA 1AW, FEEMRL S E R RECISTI. 1
PEAR 1Y ORR , YR ZEHF 5% 28 45 A 45 Choi s 1 1 RICH
S E R U7 WE 9T A 8L A A T At E it 3R (The
European Organization for Research and Treatment of
Cancer, EORTC) 9 28 i ¢ PFS | 0S ik P 2% fift F1 35
P, BRI 50 B E, 7 42 B 0T PEAL i R
GIST & T4 29 #l4k PR (RECIST1.1) , ik £ £ %
F 98 28 05 (>24 ) RECIST1.1 W44 % PR), #efE
ORR N 69% ., {7 bt ik 6] A 35.6 4~ A it iz
PFS #1°8 29.9 ™~ H i 0S8 Kik#|, FEL4MIT
T, A AR B B AR W WL 3/4 AR

PR AL HE TS AE AR 19 CPK THiE (79.1% ) . AR 1M 5
(14.0% ) ™ M KE 4 M B A% (9.3% ) . 298 (7.0%) .
T (7.0%) . B e Binimetinib B¢ 1997 3L
AW, #E AT R 5 B R TE GIST —Za¥7
(1) I F A A5 20— 25 1Al

3 — 30 T W #F 55 3F Al T Binimetinib ¥k &
Pexidarinib (PLX3397) 4 J7 & 0 & 8 Jé i 97 iff Je
) 52 % ok 55 RS 1 GIST HR & B 97 8% S % 4Pk B
Pexidarinib J& — F A 201 KIT F14E 7% 3 7 1
Z AR BURE S A B R TR, % F s A A 2 1
# ,¥%Z Binimetinib (30 mg, K 1 )+ Pexidarinib
(400 mg, B K 1 A 200 mg, BEME 1K) 19 571 & 7K
Vo, M RECIST1.1 A5 |2 ] 8 & ¥ 35 5 SD 1)
BRI, et hmi e —=3 AR F
fFJe e hE R CPK Thim . (H i T 58 %A 17 3 i
Ji , %A DLT/RP2D M #iE .
2.2.2 12 WA 4 AN A K I 32 AR (fibroblast
growth factor receptor, FGFR ) W i 410 1 57  1fe K Hif
it 55 R W], GIST By 0 5 4% Je i 25 ml fig 2 3 & FGF
55 BTG MAP WA 3, 7R FGF M 1 1)
GIST ', BEAH M FGFR/KIT 7] BE 42 fit 7 ik o o
e 25 PL 2 — I BGJ398 (1Z FGFR ¥ i
) BEA O E e TE O R e KR M e )
GIST A& P iEAT I 1 b WIWFSE , 76 12 B n] WAL 1Y
B 7 B354 RECISTL.1 VEAR B9 SD 1) &% 44 H
5,3 B1(25%)SD=32 J& , th i PFS 18 12.1 JA,
e WRITH AN R FREEES 1520 B H
o ALFE CPK JH i (50% ) BB Wi B T 55 (44% ) L&
B I AE (249% ) X0 (19% ) F1 AN JE K M (19% ) ,
E AT R B XA IE A A R P JE— B 2
FGFR K2 e 28 iz it 5% e A il 4 FGF /i 3 i B
T 25 A S5 mORE B R . AR AE
RP2D BHEGIRIT 1945 25 1R 8 Z BT 45 o,
2.3 TKI BA HE 1 S ALEE (histone deacetylase
HDAC) #0350 i L w) fib J& — FF HDAC #0151
FE GIST B I IR i A5 Y v B 7 M g v IR B &5 5 Je
(A 245 1 A R A R e B R Al TS AR KT BE
GIST A W52 3| | R UIEE s AR e, X2 il
i KIT % sl LK 26 kA 6 S 90 i AR e
5 H 90 (heat shock protein 90 , HSP90) 50 B
FEZTE 5 T, Bauer S 8 PSUEAT T — 3000 He =] i 1%
GO e IR IT MEIR PERE R P GIST /Y T AR 5T,
g5 WoR X T AR 12 ) XE A Ve I 9] GIST f&
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&, EHODRHRKAMEL A MIGYT 3 )5 R A
PET-CT, 11 i) i 35 w] $E47 FIBOFAL | I 1 6 PR,
7 %1 SD,3 il PD, S KIF R 17 A, Fed WA R
RS (104N T R A B LN 51 =T L
A YS ST T E R A A B e R 4R
i 2R 2 | SIS ) A 3k I v %) A DG A
FELERATREA B T AL GIST A2 &,
2.4 TKI B4 HSPOO #7158 & W] | A5 IE
X KIT # PDGFRA # 8 T HSPOO f 15 >k 5 B
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