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WEBH B o-kit 3 H 28 X B g iE 3 TR (GIST) 1 & 0 M A2 I PR 7 B8R 35 o 1y 2
Mo FiE L OCRARAG M N A R 2B MEH AR (PCR-SSCP) J5 i #0106 4] GIST Hr c-kit £ H 5
RGO, I X R R 5T B AT IRV . R AN EA RN 45.3% (48/106) ; B M GIST
c-kit JEFH AR N 4.9% (2/41) , T GISTe-kit JL P 545 3 Hy 70. 8% (46/65) , c-kit 3 K 55 45 [l
PR 1,35 AT SR R P LA AR I Y WY S AIE T R AR B A . IR N R IR SE R AR

SRR S SFIRAR A R, R A A AN EERFZR (P <0.005) ,2BiEA
SRR LM EENREREENEAY NS E TREEREHL., &t o-kit HHEREE
GIST ) & £k & J& vh vl 5 K #5 45 3 XA, 7T LAAE S J W GIST f8 2 I R 15 1) — A | Z A6 4 o

KB BN/ LW R/ LW BiG; %728 BEE c-ki
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Significance of the mutation of c-kit gene in the clinical prognosis of

gastrointestinal stromal tumor
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Abstract ; Objective  To investigate the significance of the mutation of c¢-kit gene in the development,
clinical pathology and prognosis of gastrointestinal stromal tumors ( GISTs ) . Methods  The technique of
PCR-SSCP was used to detect c-kit gene mutation in 106 cases of GIST, and 57 of the cases were
followed-up. Results  The c-kit gene mutation rate in the whole group was 45.3% (48/106), and
3.4% (2/41) in benign GIST, and 70.8% (46/65) in malignant GIST. The 1-,3 and 5 -year survival
rates and median survival time of the mutation positive group were all markedlly lower than those of the
mutation negative group. A comparison of the parameters that can differentiate the benign GISTs from malignant
ones such as size, histological necrosis, aggressive grade, nucleus mitotic count and nuclear discrepancy ,
showed significant difference between the of postive and negative gene mutation ( P < 0. 005 ), and the
occurrence rates of tumor invasion into neighboring structures , metastasis and recurrence in mutation positive
group were all obviously higher than those in mutation negative group. Conclusions  Mutation of c-kit can
play an important role in the occurrence and development of GIST, and it may be an important marker to
predict the clinical prognosis of GIST patients.
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H % 18 K & 9 ( gastrointestinal stromal tumor ,
GIST ) /& 18 iy 18 d5c % WL 1% 18] b 501 i 98, 2H 21 2 31
i 2 12 W F0 IS FI IR 64 bR E T B, H 2 2L o O0F
ANRETE A Mz I R AR Y AT O AN A R
P b 988 i R R R B R T M . AR R 1 K & AE Y
R 2 GIST &k KRB c-kit N R EH &K
BUIM R R . NI E X GIST H iy c-kit e [F = 18
BEAT TR I, I i K A A X BE U5 X HAE GIST
Il PR i 38 A 1905 b 1 A S HEAT AR .

1 MRS

1.1 lmR—ER

WA KR BE BE 1995—2002 4 106 {3 95 B 12 W
W18 (4 GIST g 31 b5 A< Fl i IR 9 BE o A< 241 B8 3 4F i
17 ~76 % 4R 47.2 % 5 5 th il o 68: 38,
g i T8 65 i, + =48 lm 10 ], /N 19 ], H
o 8 i, i R A 1 ), IR RS 2 ], 106 ]
AT FARIGIT o & Lewin 43 Zhn i, o 65 4] 2 %
PR, (37 il 4 B2 26 L2 8K 2,9 0l 5 &
15 Bl A% ,10 Fl AR FAR) 41 Bl RIECH 3
B2 e R BEALZ SRR Z , E k2 B, %% 1 1, /i
WFAR LG o R 57 BIAK R U5, BED7 320
53.8% . RHVIEFE] 3 A 29 4, o AL BE Ui B[] S
i
1.2 PCR-SSCP # | c-kit EF R
1.2.1 =m#mh@agreg @& DNA 2 A
WS wm FELEY) L E BRI AARS S R A K
S f# W (0. 5% Tween20. 1 mmol /L, EDTA50 mmol /L ,
Tris-HCL pH8. 0) 3i 1k , F i A PK 4k 223 1k, 1 1k
WRE B0 B B, FH M SR 47 U il 48 2 TR 40 DNA i
T TE ZZvh i, % H o
1.2.2 7% 3 fg ¥ % Ik & ik 42 M) DNA &9 % %M
1.2.2.1 PCR E & exonll 3| % 53 LS| W
5" AACTCAGCCTGTTTCTGG-3", K % 8] ¥ 5'-GATC-
TATTTTTCCCTTTCTC-3', 50uL & W & & o & A

Sul B Ak, b iF 518 (10pmol/ wl) Spl, T i 51 4
(10pmol/ L) SpL, dNTP10O L, X 2£ /K 10wl , Taq
i 2L, 25mmol /L Mg + 8uL, 10 x PCR 2% W &
( buffer) SuL,
1.2.2.2 PCR #Heh%kx P1opL P M=
2ul ERFEZE W [0.25% R 5 ,40.0% (W/V)
FEME KW ] IR & 5, #5417 107 g/ L B R Bl &k i
VK, AL e-kit 3E K exon11 1F & ¥ 38 7= ¥ f %) 7,
EONKIT TR ETA R Y .
1.2.2.3 T HRAHBERIK(PAG) & 4 F
Mook RIEYIE W s R RN, RN
5% T 8 % Ak 28 1 B VY M T B B e F UK o HL UK
SR AT R L, R BN WY AR .
1.2.2. 4 %R 454 I DNA B4 545 (ssD-
NA ) VK 8l A8 3 18 &0 1 47 45 R 0 . 5 1E & 41 214
Eb, FLok 8 A% 47 & BP 32 7 A S R 28 4%
1.3 %HitEFIE

R X K Bt D 5 A8 P I 0 O R
2H 2R 2 TR TS 48 A HE AT 00 A HO B AR AR R 1t
TR FH A BRI BLVL s AL A A R W R H log -

rank £ %0 .

2 # R

2.1 PCR-SSCP #& il & 8
106 4] GIST H c-kit % P 5¢ 72 B 48 f1], (5
45.3% ; Hoop |ME GIST 3k [H %k 248 2 fi], %% 48 R
4.9% (2/41) ; B ¥ GIST 5 H 28 48 46 fi], 58 48 %
70.8% (46/65) .
2.2 EFERTEM. BAHEAREBEERBFAR ST
B TR A BH A 2 0 B A LA e R R DS | B R
IRBE R R T RO RGO B AR S B A ) R
BRI B R EMEE R (R 1), KR
RN A AT R IR R i LK AR Sem,
5/50HPY , 32 {1 2 3 B LJZ S0 BZ 0 5 .

RN RASEH B A RS b A X IR

R R B ESIH
i (=5em) B (RRENR) [ >5/50( HPF) | P
3 R 28 4% PR 37 32 37 34 28
LRI 6 2 3 4 >
XZ{E 48.5 48.2 57.9 46.7 38.9
P1{H <0.005 <0.005 <0.005 <0.005 <0.005
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2.3 ERAREMA. PHAREDEAARMEE R C-kit A MW RE R &k 85% ~

R EBHILR
(RN R R A R VS NN 7N U AN NI N
(NN ORI RN LN AN N1 SN -8
MELE, ENREAMNERER RIS S T
RAEHB(E2)
F2 SEFE SRR B VE AL AR A Y R R R

B EEFN LK
bo RS2 ] L .3
oy
1R (ORTRGE) (n,%) (n,%)
FE R AR 4 28 15 (31.3)  9(18.8)
BER 5 AE PR 2 2(3.4) 1(1.7)
X 1 38.9 15.1 8.9
P& <0.005 <0.005 <0.005

2.4 EERTHUEATPEEAEFENLR

106 i 3k 75 Bl U5 19 A1 57 B, K 5 = 4 H 55
B, N RS G ki 2 Bl(1 ~4 4) ,11
BISET MR R Kk (3 AR 6 4F) , A 5 1%
HRAAAT AT B A4 6 B (4 ~ T 4F ), JoJd A= A7 38
Bl(2 ~94F) o FEHNRAZMEAIL 1L FsET:, 1
VAR R ks B R A4 0 1 flsh1s, 1
BINEZ LT 44FE RV WA 1,3,5 FAEMF R

W3,
x3 EHERAM BHMEHL,3,5 FEFRLK
(x +5s)
Lty e
4 [ Riycas SRR SRR
)
HARAEA 0.895£0.052  0.763+0.073  0.709 £0.084 51.2
FERRTHIEA 1.000 1..000 0.947 £0.027 61.3
P <0.005 <0.005 <0.005 <0.005
3 3t i

GIST J& — T it 57 % %5 5 , He 2 28U 8 i oK 56 &
BIT o BLZ N g ok U5 T 5t bh 8] o A i, Al LA ) oF
LB & a4k, R LW iz o B g IE W)
SF- 38 UL 0 B b 22 R bk RE . {H GIST 7E f gz R AL |
AN TR) T i Y A S LR R R 2 R, A% UL OE PR
B 1 W R 28 R P AR D ) 3R 3K R BUIK, W Desmin
SMA , NSE 1 S-100 %03 K £ ¥ GIST 0] % ik
CD34 Fl gl 5L A C-kit W& EH ™# (CDLLT) , L

94 % 4 JEUE B C-kit J& HZ4 i BL A RO T kit
o DR TR VR A, LR R R R — R R R R K A
WO K, F2 5k T b T 40 M W RE L IE K 4 L B
02 40 i K B i 0 A R R R R TR M . Y A5 e
P 40 i N 7 (SCF) 45 4 J5 , 7l 3 & B & R ok &%
B R Ak , DA TT VR T 40 M A A K. BB HE B kit- SCF
OG5 TE 40 M 2R B A M % R R R A0 I R Ak
KJE R EEEER

GIST T % f F 8 I 38 19 4% A~ %6 000, B 15 1k 18 48
i A0 A A 4% R B 2R IBE O AR L A IR 2 I
R R, kR R SRR F T R
RITZELAESEMS M SEBEN . B R
o g

CIST 2 4 i B = %5 — 1 B % 1E 2 W b i, H
iR e 2 2 Lewin 20 AR il L (1) ¥ & B
PRUE BB (AL SR 52 ) B B AR A H , K
i 1 9 A0 M AR AR L o (2) vk A S Pk 4 AR
K RETEH >5. Sem , fFEHEB > 4em, #% 5
fade H 3 >5/50HPF , 7E %58 > 1 /50HPF . i 98 3f
FO, A% SRR WY, 0 MR R, /N b R R e R
B B LR HE S . GIST B BB PR FI T AR o (1) B
P 6 AT o Ak 45 AR 5 (2) W 7E % Bk GIST {X A 1 T
WIS bR s (3) Wk GIST BA 1 T & %
T8 b5 o A BF 50 6 08 18 Ak R B E R 0 ACE
2 . {H 586 GIST 4 41 2% % fF Jo AT il % 4k £ 8, 1
Al kR R R . X W] B GIST 41 4108 &
FHHEEY AT NS — B,

50 GIST 1 1l J5 D9 2 4% £, 8 K /b %
U450 K 0 T 1 BRI VE L 40 M %5 B DNA 5 AR
Wy S8 A B — BRI R KR R N — BT &R
(g b sz WS A8 AR o B ORTAR 2 BF 5 ekt
He R g8 5 GIST B Wil 5 A5 % B 3 e el -1

Hirotal!! LEIRIE L, GIST W 4R E I X BP (exonl1 %
B X ) A7 76 C-kiv J [ 4 75 1 oh RE 2% 78, i HL %% 8
FBAL R PR F Lys550 ~ Val560 Z [, 8 A8 R f £
Fho AP oA RAEALE T #8548 (27% ~50% ) GIST
Hh, fH C-kit 3 % A8 K% 4R P R0k GIST 45 A ) 2k
PR AN 2 2 8020 Ernst 2020 BF 52 GF 52 C-kit K
148 35 I IX 9 (exon 11 %5 7 X ) f) 2 [H 58 48 5 GIST
(9 3 VE A W) 2 AT N A e G-kt 3[R 58 A8 A7 W) fE St
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A GIST 41 270 40 i 6 FR 0/ 4 RIS 28 B S5 S 3 b (2] TR B, XUBRLT 2840 e, % ¥ o i I R o U

5 kit ¢ 7 B L B K 3 o B 4
A A — A T HLH L Bmst 02 Tan- R e SRR R S 200 2
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% B 4P B % Bt ( American College of Surgeons ) F 1913 4F g7, & 4 2K A8 B B A= 28 1A 19 915 51 BB} o 0 #8022 19 %l
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