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[ Abstract] Gastrointestinal stromal tumor (GIST) is the most common gastrointestinal mesenchymal tumors,
mainly due to the onset of the proto-oncogene receptor tyrosine kinase, or platelet-derived growth factor receptor gene
activating mutations. Molecular targeted therapy drug of imatinib mesylate inhibit K/7, platelet-derived growth factor
receptor aloha (PDGFRA) gene tyrosine kinase activity, which is effective in patients with advanced GIST. However, a
growing number of studies have found the presence of imatinib mesylate in primary and secondary drug resistance in
the treatment of GIST process. With the in-depth study of the physiological function and mechanism of action of non-
coding RNA in recent years, making it gradually realized extensive regulation of non-coding RNA gene expression,
which occurs in tumor development, invasion and metastasis, drug resistance and other processes plays an important
role. Non-coding RNA has the potential to explore GIST pathogenesis and resistance mechanisms to provide new ideas
and direction.
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SEHIKIT, PDGFRASE H % = BRI 15 YRS 25
Y1, REASORITIERINGIST, FHEUSIRH i
{OPN S QRN (P o 7 S e AN h e WL AR T
TR b T e 7R 1A T GIS Tt i h A 7R I & e it 24
Mgk vt 2y, HmtZ5plme 2s . Bk, $5E
H10) KITHN 500 A el BT A Y GIS T 3k 4
JEHEEP A TIGISTRR G o AR R AR S A RN A}
SEHUS TR R, B — KREABAE AR
I RERIRNASE A, R TEAE YA N KiEfF
TE o XM AR g A RN A K L R (1) 2 4 A1
RERFSY, $E7R i — D28 n HAE RIS RNAS &
(e A B i UM B R R M 4% . AT 7E
ML) fE S mris e . SRR EE . AdrE
PR Z e 43 b R R SR . B,
H/PRNA(microRNA, miRNA) ., K4&EEHiS
RNA(long non-coding RNA, IncRNA)FI5# i
HHUEFRIRRNA (circular RNA, circRNA) K
PEEIERMSRNA . 16/ F ARG ASRNAFIHT
EUR BRI T, EZIEMSRNA, R
BRI FARG IS RNA B KBS e ok, HE
AR SR X HE g A RNA A9 A= 3 5y g FAE AL
WA, A AN1Z LR B HE g A RN A XS
SRR RN, KM A4 &
& AZFE . R RS RN 24 S50 7 rh o4 UK A
. B, #FFEAEGmASRNAG 7] G8 R GIST
R S AL A BT 0 SR B AN T 1] . ASHIFSY
ARG ASRNALEGISTH YR FE HE A TE50A
1 miRNA5SGIST

miRNAJZE — KK EZ H9~25 M H R Y
AEGtS /N FRNA, 3 B0 a5 L R B X
Ay, PRI IE I mRNAS D H L EE, 5
SR L VEEE TR, XHE S s T R
PN AGE ) LR S AN N 3 5k
B, miRNART DL i o075 40 5 30 . 20 i U
T 2 P B R I A o A e R A DG R IR 1Y) %
ik, BEMREE. KR RERER S .
SubramanianZs \° ¥4 & B AEGISTH A miRNA
AR5 A EE LS . RNA Y S A=W
RETTERI, miR-221FImiR-2227EGISTH
WA RIECRTBT I &I

miR-

221 FImiR-2227E [ 1975 40 M BEAE 5 KITIE R /)
mRNA 3’-UTR¥n4i &, #MMEKITIRS,
o ZAM ] 05 20 L 3G 5 5 Ak o FR DL HE T
TER B AFAEKITRH AR I GISTIR A, X
PEmiRNA [RIBEHE [ /E FHKIT mRNA 3°-UTRUf,
HILFBKITHIE TR, BUERR 5. Koelz
i VBT R T RIS SR,
JEFH L, miR-221FImiR-2227F Z 5 GISTH k3=
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222K U KITRATEGISTHY & A, I HLABA]
1A 238 K- 5 s A M A A o S 2 A G . X
— &5 R X - miRNA ] G5 GIST /s 241 it
B SRR B 2 U AH 56 . miR-221 Y356 K A0 45
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145 Ye Ry de . GISTHY G BE 434 L) K Ja]
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YA JE AR G . AT E— 20 S B
PCR(quantitative real-time PCR, qRT-PCR)#&:il|
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i AH 6 E . miR-27afIimiR-4517EA2780DX5
FIKB-V 13X 9 Bk it 25 4t ik v s 23k, i HAY
A BEAE o XF 22 24T 24 3 R B 911 & 4% AR 2 A
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PR IA A miR-2218kmiR-222, B# X KITFIH:
LA ) B B IR /E AU miR-17-92, AR
FIEFXTGIST 25 A JE 1% . X HGISTHIARYT
I R B st R AP R Te Ak kit 24 FR A AR
FTHRAL T S
2 LncRNASGIST

LncRNAJE i it K25200 1% 1 iR 4
B, O R mAS I RERNA, 7EA Wik
FHAh I EAETE, S 5400 . A
To. T M2 et M AR 5 0 45 2 i A S
3 AR R, IncRNAS 5 T
SR ENSONTI NN 2T |B - Srs AR 2N 5 3 G TN
MR TG EE A, mHEAA
) ab s RSN [ DR P AT B ] 1< A

HHIA XIncRNA S MR £ . 18
iC el da .3 O B S b R T T A A T
HEMAEREENP T FRATCLEH TA
T SR E H AT AR, A GISTH IncRNA
Tihe S AE PGB 5 A S A BR . 200745 i3l
R HIRInnZE Y HGE T — 4K 292.2 kb
et KA GRS RNAJEY , 2 —Fh L iy
K BEIRGIGRNA,, RS kRS
R S E B IneRNA , 3805 o i X A/EH
DUERYL T, H 4% HEDNAA — 4556 1l 1l
%, I S5HOXKEN P HIATER] —4<DNA%E I,
K, $H A% WHOTAIR, 20124F, Niinuma
4 [ 21 Begx % IneRNA HOTAIRTEGISTH &5 4
ik, JF HHFIRKFESGISTH MR KN #%
ERBEH . RERBRE N EFRE VM
Ko HSMSfaskhfEGISTH L, HOTAIRFE KT

EEGISTH #:Er, [AlBfKaplan-Meier4: ££ 43 #1
N, HOTAIRG FIRMGISTHR A TG %,
FHMIETE KB, miR-196afE X #4rGIST H[A]
FEE Rk, JFHHOTAIR 5miR-196af 3555 5
EAHS: . HOTAIRSmiR-196aZ2 ki 5, GIST
(R FE B By, FERSRE MR, BARA A7 R
. MREL KM, FIHHOTAIR)G, REWAEDE
GISTHIMIM 22 512 ; i#F—2 HsiRNA T
HOTAIR)G , HIBEW M GISTA LR 2268 )] .
X UL HOTAIRAN 5 1 57 S5 e 1 e % AR
ZEREJIAHIC, T ELiA 5[] i 2H 2ok IR i 8] R
RZEAR G . IR TG T K EEIEAITRNA
PRSI, PR KR SIS RNATE
P IR B A LR S, AR, miR-
196a 1) B8 38 s 1 Fifi 5 HOXCHE K L R A ¢
[ IncRNA HOTAIRF:H i, Ht, miR-196a
A LIAE A PEAL GIST fa 6 72 BE 1) — I il SE 4845
11 HOXCHEE PR A7 o5 10 36 f At A GIS THE [ 3597 12
HEHT ) B . HOTAIRRES —A>5JL > miRNA
SRS G, M RERE A Tne, F
& IncRNA 5 2 (IR 4%, T RE ST GIST
A R 43R RN 24 B 37 R B £k
o HUILIER, KEEEHISRNA N GE/Z2GIST
PERR B KBS WA bn B, RIS A v] BE ik
GISTARLIRIT AT
3 RE

Bt RNA P AR )R W & &, 7EmiRNA
FncRNA I FE 30t I, BB KM T 5
Hh—FPRRIRIY /N> FRNA(cireRNA) . HjE2—3&
WHEEINMNE L JEERMER . BRI
FEIMASRNAST ¥, a2 H BTRN AL 587 0 A
FIE P cireRNA Bl k. “4h 7 5 1
SRR B, W Taiemth, FHS
155 28 RN A (linear RNA, 275 F13° A i) A
[, circRNAZFFZEFIPREEH, AZRNASR
VIl , FIRERE, NoWEw. Bl A
5ERW, circRNAZT & T miRNAZE G 5,
1640 M R B miRN AR LS A 1E FH, 7 10 i B
miRNAXS H AL F I wI /B, T L A
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5P KB miRNAM EAEA], cireRNAFER
TR AR P ik, A
ZHEM, cireRNA[RRES 7] RE 5 KITS PDGFRA
FEF MR mIRNALS &, MM AEKITS PDG-
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25 A e, o B T 25 B4, T
iRyl R 17~2440 7 7 R IR P B
—LRYE R e, HE =LY RRARE,
TSERAG &R 3 £ 7F B SR 5 POk B 2451
M, BASFBECGRITHRIN . SRhni, AR
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