© 348 - IR B G IF 9T 1999 4E 58 26 %55 5 B

1A 22 A CDKN2 (1148575 J R PE B T R &R
LikgE TR L W

i ELHB BRI CDKN2 ZERIFRAR. $ok 5 50k B R AER BRIR AR, Tk H PCR
FVERYGL SSCP 43 #1145 191 B JE2H 4V 22 f5IFH B 1E & B R irh CDKIN2 R 1 28 48N 4f A1 B 21
M. ZER ORI CDKN2 2 K 4G Pk 20 28 9%, Hidh B 4L 7 AUk RN 15.6 %0 To—
B4 CDKN2 LR 545, 4518 BImM R 4R BS CDKN2 I [K 4l 1t Bk %51 M 2%, 5 CDKN2
T A To e, B B #5512 54 £F CDKN2 JE[K (IE #Ih e FLai s sk 5 BiE Rk 48 k.

FBA] : CDKN2 S [K]; 5 s 21 G ok ; 5848

CDKN2 3 7R FR MTS 1, e R E 4 pl6 N4 i
JEI AR A s e cdk4 1R SRR B A, 1
2R NI e 28 B v AR A SR B RARAN S
DRI S 68 S, S NI kA K e
HFEE VIR, ple SAEME A D1 & $45 6
A 2R M I B 4 2K 6 (CDKA4 /), 11 i1
Cyclin D-CDK4/6 54 FTF B 48 1019 8 (4 pRB %
FE B R AIR S, 5 0E LR+ E2F 454, FHIE
RIS G 1-S R dr AT B AE G, 0 40 B 1)
GE> . 24 CDKN 2 3 1 5 ML 1 B 3 IR, 4
2x1t 2B TR Cyclin D1-CDK 4/6 5 &) 8% 1k pRB,
A A0HE I G 1R A, #EA S W4 K DNA. 6l
T 9% BRLE Y AL T8 I A B e T e e R K W e
47 CDKN2 3 PR i 28 sk SR A8 Fi R 4K B
ST JFUR 1 R ) CDKIN2 5 [T 1) 48 531585 10 [ P 4k
P/ AR, JCH KT CDKN2 3 53 CpG. 8 5 45 Y
AAE B e R A 9T v Ok WHRIE. D T 9T CDKIN2
BERSEmRE CRBIRR, B2 W T B RENK
ML F PCR-4ARYGY SSCP Lkl 7 45 i & 1 B
Je R 22 451 AH . PR TE R B RS JIBEZH 24 CDKIN 2 & A 7 2%
ARFERR B L.
1 BRI

W 1997 429 F ~ 1998 4 3 A WldLE Rl K2
s — B b oA O ER. A T — R
RiE T S5 AT ok I 28995 BRAG 25 90E S 45 191] B e A
AT 22 AR IEH B KGR 23 (B 32550, Hih B
PR HE Je i 2 20 215 W 8%, $% WHO A ifEs)r 25,
EPRIR T 26 191 K s 9 1 AR g 10 91, R
PEEL B9 FIEH B 4140 DNA, PCR ¥ 1% CDKN2 3 [A

PR B A 430071 BQUL WAL BERLK 2 I 55— BE e 8 46 A
(B T 8P B BB (ER)

AR BT 1a(Ele) HMNE T 1B @I FAME T2 (E2), 5]
VIFEHI 22 48 J Sk Y . SOulPCR S Rifk &b &
50mMKCL, 10mM TrisHCL (pHS8.0), 0. 1% TritonX-
100.2 OmM Mg+ 200uMdNTPs, 3% & 50pmol. Taq
B Tunit, #74% DNA 2ul, [F]F BLR-globin (268bp) /E PIX}
M. TEARZ O 94 FEFALPE Smin, ¥ FE 1min, 59 J&
(58 FE EIB.2)1min, 72 & Imin. 28 MEHF )5, 72 FEIE
i Smin, HLUKE RO T EEEE IR,

PCR 4 34 BH M F A5 A8 A R G4-SSCP 43 #7 . FH ik
JA% M5 E 5 %PAGE L 300V Hi 3k 1. 5h, £ 10% 4
W 1, 1 YRS IR I, F 0. 012mol L Y BR 4R U € )5
BTG RAE
2 4R
21 JRRME B9 B CDKN2 JER 1 44 Mk ot il

PCR ¥ 18 % I 28. 9% (13 45) I J5 % 1t B i A5
CDKN2 J:[K (gl A s 2 CB 1), B4 2 1 80IR A
Ji (BR S 4. 490) 4 BIRG WU (8. 9% 7 5l K 43
i (15.6%0),  BA BT BRI HE AR UL B 3R
Hrbf 4 ) REk B2, R 9 5135 R i A # AN b
ST Al A Bk, 22 B I E E ORI AL Sk
CDKN2 FE[R %42 F PCR § 38 B N BH M, T —
AL, BT FRAS K B-globin & [Kl PCR ¥ 4% 54 FH
.

B2 TR T CDKIN2 [ Bk i 15 ot

CDKN2 B Ak

- BE) Ele(%)  EB(Y%)  E2(%)
Bk 13289 6(133)  7(156) 9(20)
TER 32(71 D 34(86.7) 34(84 4  36(80)
Mot 45 45 45 45

2.2 JR&RVEBE T CDKN2 JEF 4R Y SSCP 4 #t
St 45 51 8 A 2 ) 1EH B 4H 24 5 CDKN2
FER B 1) PCR 97 38 7= W0 VB4R 4% SSCP 43 #T. PAGE



BRI B G BEFT 1999 4E 5 26 B4 5

/EI( 335hp)
£ lobin(268bp)

1 2 3 4 5 6 7T & 9

L RS> T (1543, 994, 695 515, 377, 237bp);
29, BREFRA; 3. 4.8 FRA E2 Bk
Bl 1 1T CDKN2 B[R 481 B2 (3

B Pk YR R ILE 5w vk sy (B 2), 8 8T
—fl brAs KA CDKN2 LA R AR,
T

1-8. B RA  A.B: H5% DNA  C. X% DNA
18 B hRATE — B 75 k8
K2 BEbr A CDKN2 2 [H4F &7 E2 4R 4L-SSCP i

3 Wie

B IR A — N R 2R A R 2 515
T, 0, 47 R DR PRI VTR R 1108 SRR PR R 0, HL H Oy 1
TRELK AR HU IE4 MR S8 i At . 2k A
CDKN2 388 3o B 42 P 715 48 Ji 164 5 &) 300 i 400 41 48 g
DNA i 28 Bl HoAZ e 5 R B i ok R [ A
HIERRERR A . AT T 45 R Kk 1
122 fF%F S TR BARL B ZH 23 CDKN 2 £ A ) 2R
KRG B, 45 RPR:
3.1 JRR MBS T CDKN2 5 R 4l & sk RN
28 9%, #i&7x CDKN2 H:[A] (1) 4l &t S 2k 5 5 1) K
I35 YA 9%, B R CDKN 2 % R Sk m {2
P pl6 R TR ) SO I T A B FR AR A, =

° 349 -

e fid FESG A, 2 5 B e AR R A d . R
7E B 7 CDKN2 FE[F m] fg i A A R pL ], 6
BT 50 CpG By 57 8 AP Ak 0 4 B I f) 2
32 H AR TR B B ANET 1(EIRDTE
B R B, L O Zak 150 6%, 1T IE Y R
HER o —l Bk, R Yk SSCP 4 M ¥ R K BLA
EIR {15848 . i W] CDKN2 & (K[ B Bt 175 54k
FF pl6 B A HIIE & T fg R s ok v] S 8L R
HIhREE k. EB M2 MhEk 5 B R K R
K.
3.3 451 B ARG SSCP 45 R B, JE 6 H B
CDKN2 [ )2 45 (B B 2), $75 CDKN2 2 K 58
A 5 FUR M BRI R A VR B TE R, 1X 5 kR s —
. B A CDKN2 PR i 2 0 50 fr 4 i S5 H Atk
TH AGTE S IR, R R AT e A (DM 2k
W5 FATA] R4 BT CDKN2 6 [R B A6 H 2R ) S . 1F
TR B¢ J5 9 TS B CDKN2 FE R 2k 2 Ik
N 1R B . AR F T 52 58 B R N O
S 1EH HER, BTG s 451 X528 995 451 K6 S0 A Sy 40 i
H 5 ==80%5; [FINT J8/b PCR 4 B47E PR % & 28 M
W3t — S piia B MR Gs (O EBREF
CDKN2 [ AT g A Al R s L, G R 3+
55 CpG 5 3 H Ak FIRSR DX 198 ARk 2645
3.4 HRYL-SSCP L HUH FUR H 1) [FAL bR 1032 FHiR
2. BE (EB) YL 4 [1) SSCP 43 T AH Lk, 58 AR 17 O 1
[FIL 21KV 4 R 22 0 & BB e (A B T ORA7 10
S AFRR i, A5 4550 B BT o VBRSO VR
{8 L S0 A JR) i SR AT A CDKIN2 26 R 7E i 39
HH GRAR [ AT SE TR ] A6 55 471 59

LERR AW RN A (D BREMEES
CDKN2 &R (A8 5 9%, 4iA PEE S CDKN2 & [H
7E B 1 32 ER IS LH 2 —; (2)CDKN2 % [H 11
RAFL JFUR A B e 1) AR R @ ook s (3)CDKIN2
(KB RS 72 5 4E 55 pl6 & A IE W DhAg, HE
Rl 2 M s 5 B IR AR R A K

S 3Ck:

[ 1] Kamb A, Gruis NA, Weaver-Feldhaus J, et al. A cell gcle regulator
potentially involved in genesis of many tumor types. Science, 194,
264: 436 ~ 440

[2]  Serrano M; Hmon GJ, Beach D; et al. A new regulatory motifin cellcycle
ontrol causing specific inhibition of ¢clin D/CDK4. Nanre 1993,
366: 704 ~ 707

[3] Nobori T, Muura K; Wu DJ, et al. Deletions of the cyclin-dependent
kinase-4 inhibitor gene in multiple human cancers. Nature, 193, 368:
753~ 756 CF ¥ 352 70



© 352 - IR B 1G98 1999 4E 58 26 3555 5

The Correlation between the Expression of Vascular
Endothelial Growth Factor and Its Receptor KDR and

Angiogenesis in Human Gastric Carcinoma
LIU Du-hu ZHANG Xue-yong HUANG Yu-xin
Department of Gastroenterology, Xijing Hospital, The Fourth Military Medical University, Xi an 710032

Abstract: Objective To investigate the correlation between the expression of vascular endothelial growth
factor (VEGF) and its receptor KDR and angiogenesis, They observed the localization and distribution of VEGF
and KDR in various differentiated gastric cancer tissues. Methods VEGF and KDR were detected in 50 gastric
carcinoma (GC) by immumohistochemical ABC technique. Microvessel density was detemined by
immunostaining for factor Vllrelated antigen. Reaults VEGF-positive rate was 50%, and VEGF was mainly
localized to the cytoplasm or the membrane of the gastric cancerous cell; KDR wsa mainly localized in the
vascular endothelial cell in gastric cancer tissues and their related Peri-Cancerous tissue. Micwovessel density
was significantly higher in VEGF-positive tumor (13.905 7. 24) than in VEGF negative tumors (6. 50 =+
2.100 (P<T0.05). With VEGF positive intensity increasings microvessel density become more high.
Conclusion VEGF might have mainly paracrine effect upon the endothelial cell to promote angiogenesis. Our
data also hinted at the possibility that VEGF might have an autocrine effect upon the gastric cancer cell itself.
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Analysis of CDKN2 Gene Alterations in Human Gastric Carcinoma
QUAN Xin—xin YU Jie-ping WANG Ping
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hospital affiliatad Hubei Mediaal University , Withan 430060

Abstract. Objective In order to study the alterations of CDKN2 gene in human gasiric cancer. Methods
The deletion and mutation of CDKN2 gene in 45 gastric carcinoma and 22 normal gastric tissues were examined
using PCR-SSCP analysis. Results 28. 9% (13 /45 cases) deletion were founded in gastric cancer, but no
somatic mutation was present. Conclusion The findings suggested that CDKN2 gene deletion play a important
wle in the gastric umorigenesiss whereas CDKN2 mutation is absent.
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