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[ Abstract]

most common mesenchymal tumor in the gastrointestinal tract.

Gastrointestinal stromal tumor (GIST) is the

Approximately 10%-15% of GIST does not harbor any mutation
in C-kit/PDGFRA genes and is defined as wild - type GIST.
There are significant differences in molecular mechanisms
and clinical characteristics between wild-type GIST and C-kit/
PDGFRA - mutant GIST. Wild -type GIST can be divided into
SDH -deficient GIST, NF1 -related GIST, BRAF - mutant GIST,
KRAS-mutant GIST and quadruple wild-type GIST according to
different pathogenesis. We elucidate the clinical features and
targeted therapy of wild-type GIST in order to provide reference
for clinical practice.
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=1 ZIEREA (gastrointestinal stromal tumor, GIST) /& & 1%
T H UL ) IR RS |, C-kie SN MR IEPE A= 3244
a(platelet derived growth factor receptor alpha, PDGFRA)FEA
TE AR AE 2 GIST M F B R HLE . SR, 45 10%~15% 1Y
GIST KA M 2| C-kit/PDGFRA 3 [ 28 7% | Bk Sk W 4= 7 GIST
(wild-type GIST)"", Bl X%} GIST WF5E B R A , B 21 U GIST
T2 LR HLEI G2 i BH . 35 2R 7 GIST 46 43 F L I
PRASAE B 48 100 VA Y7 25 )7 165 C-kit/PDGFRA 5875 ) GIST A4
e AR SCER G AR AR GIST RO I PRASAE AL )36
STHEITERR LUV I R SE AR S %

— B A GIST YA T 2

0 1 — BB 5 S R, B AR B GIST 7 423 GIST 1)
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76 151 (17.8% ) R A& 3] C-kit/PDGFRA J: [ 5 78 . [H 1N
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Fh/NGFF MEK 172 30550 , 723697 NF1AROCHE AR B 22 2 4
T8 R AR Ay G N AR S % GIST 197 840 75 1F— 25 F
FE,
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4. DU BFAE Y GIST : #4387 £ 8 GIST ANf74£ SDH \NF1
BRAF U J¢ RAS HE[HI 5272, ik by DU & 3 £ Y GIST (quadruple
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O MAX FEIH SR e - ISR e L R P R S P
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