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Abstract
gastric cancer, using cell line GC7901 and GES1 as

Rong, ( Institute

In order to establish warning system of

targets, 8 ¢cDNAs of differentially expressed genes
between them were isolated by mRNA differential
display, and then respectively named as GCYS 1 to

GCYS7, GCYS-20,
pGEM-T vector. These ¢cDNA fragments were up

and then were cloned into

regulated in GC7901 and dowrregulated in GES-1 as
shown by Northern blot. DNA sequencing demon-
strated that all of them were novel. T hese sequences
have been assigned the database accession numbers in
GenBank  as AF054162, AF054163,
AF054164, AF054165, AF054166, AF054167,
AF054168, AF219140.

Key words gastric cancer, cell line, mRNA differ

below:

ential display, gene cloning, sequencing of DNA

p53 EEH R Gly249 0 Ser249 iR A = 4 4L Hy Y
N TFHNNERR

ik E

B B o B A o FOE s, W 650031
Loz R EBAVE S e, RRWT650091)

AFENL ARAE
[ R R W S BF S T, 1650223
AW ORI L, BR650091

WE  FIA ps3 H A ALK MRS T3 B, BT AR R e v 2 Ak, AR AT 4 1 )2 R
PR EYE. ECAER AR R249 FRILH 0y T AN T F WA R, pS3 UL O X 249 47 SR SR # L At R At
PR s Ae gk pS3 H BTG L2 o L3 S5 Rl ) (10 % DIBE 2 TRA T, TE R (10243 )b B R 2R O IR A A D X
ke tEZ BI0A. X 0Pt = e A e b, PUWMUERE T R249 FRIETE it sl (1 p53 H A U S g A AR

B fry 5 BB
XB2IE pS3 MR, A TEh Y, R249 FRILEH
FHIES Q612

p53 AL X (core domain) 114514 th P4
ANVUTBRN Tl SOPAT B R TG — A = BA FER F
[ RE K, — A 2180 S5 M 3 (loopr
sheethelix motif, LSH) F1 P A K (19 3R 45 #

(L2, L3) #Zpk. Ly g 3222 A =T
IE1 B 1y S22 K Rl 1) Bk ASHE B8 57 3355 th AE AR BE BA R o 2

Tel: (0871) 5338827, Frmail: vanzhang@ yhu. edu. en
Wk HHB: 1999-06-30, & [0] FHB: 1999-11-11



2000; 27 (4) S FES5EMEHERE

JE ( norrcontiguous loops and helixes) 2 J& ] — 4
DNA I gy, il L3 A1 LSH #4455 DNA 4>
TR R AR RIEZ RO AR E R
JigeE b AR p53 AR BT G AR R AR Ak A AR AR
HAEIXANAL b, AR AFTEAR SR A SARBR AR
BRI — R LAY T A B X AN 5 DNA R 2 fid 358
ﬁZIZI_

M H AT ARG pS3 AR = 4Egiky, W]
LIS 7AW A 0 5 KRR 1, Kl 2% 1)
pS53 FEAL 4% LT A A AN [7) 25 1) 407 1 A0 45 g 58 A 0 2%
N4y o =2 KRR WA p53 AR Y
DNA 4541 sk A6 (1 Wi Arg248 FT Arg273)
MITREIA p53 K 15 DNA Ja] (8 fi . 5 2%
AR S WA LEHERF pS3 B A S DNA &5 4510 19 1E
i 7 A0 A K B bk A OC B AE R I AR JE, i
Argl75 Fl Arg249, fbfiTiEEA p53 & AL X 1)
SFAT B SR REA S B AER (1T DNA 45451 2
TR ) CBEVE R, XS] iR pS3 B A i
7 AN ERT IESPEL s M e NG i E e
BL T p53 B X [ RCTAT B W JA3EAR S B, Tl fig
T RS AR ANEEAS DN A 45 45 X DU 26 4 45 g R 3R 11 58
A3 X Rh S I S RSS2,
— AR SNFITE A ) 53 1 A 0 2 0F 5 BT B A8 (4 30F 48 AH
Wity, T H, XSS R, pS3 H AR
A 2 I AT A0 I R (g S

H T p53 JE A S AR MM Al Arg249 4 L Alh 5 3k 1R
BHILE, WTZ R R I ps3 A HE, LR
A p53 B AR A1) 5.6%, J&T pS3

FHFTC AT R W, R249 A7 5 (04T LR AR 5 3 ih 5
Z B Yi5 Y AT 9099 5 R e A A B B 4%
FROEIDE T 81 TR Arg249 4 B i LT R & TR T
i, oAbOEAT b . PR . FLARE . AR bERERE A
A, DL R e s R A 2 (R, HoA
WA HER . e’ .

S SIZIG ) pS3 RAE T KRR
v, SRR S IR TS R AR A T VR 2 I HE
W, AHAE, XSS RIS, pS3
JRAE = YE LK LI BE 2 R A S RE R AR N VAT B
P FEHRIE. DIk, AR A PDB 4 2 if
HU) pS3 A T X =445y % k), Insight 11
B fE SGEFINDIGO® T4 3 I, %F Gly249 A
Ser249 PP B Y, 1E4r 7B 1w, 545
A FIEH p53 MEAFHZOX =4Eghbxt i, R

Prog. Biochem. Biophys. *+ 383 -

G 2 SEBRF 5 0 pS3 B E %L X =
YERI AL FEM, N = YESS K1 M R p53 AL
(L2 BN A — AT 2 AR K.

1 #MEFEE

¥t PDB FE YR EL (1 pS3 4% 0 X = 4E 45 F %L
# (1Trs) 78 SGFINDIGO? T AE 5 [ Insight 11 #
R 3ert 5 (1T rs W5 =AML ps3 O X =
YLk A L B C R —BUE AT 21 MRAEXS ) DNA
BUME e = 4E 25 Ky, HUAF — A5 Ser94 ~
Asn288 p53 1%L X 11 5T dn AR 25 KA b 4 - 3h )
ST ST M0 GRS R, A b g5 R S EE L R
Insight 11/ Discover wAr, nE . YA e A
oAl e 12 ps 140 178 J157# LB (Amber J1 37,
NBCutoff= 5.00 nm, 7= 300.00 K, 3% 2 000 &
1K), 1GEIEF K p53 B O X 5 13 112 x)
R,

RIH] pS3 & A B O X Sk 45 H, 1€ SGF
INDIGO? L 4 %} (f) Insight 11/ BIOPOLIMER Fi /¥
FEE T p53 R R Gly249 FI1 Ser249 B Jk % 46 7 11
YL BT, DA RIS, AERIRE R
BRgtEF, 4y Bt 249 BRI F AR BEAT 12 ps 1)
G FE IR, ARG IOy el A R i =
Y B AR5 IEH BRI I, T i 249 47 83
TR W R AR IR G, pS3 oD X kb
BN ey 38 45 K 5 T A AE IS TR A2, BA L Arg249
BRAE A M J5 TG 10 10 S0 A N ) = e %
FEAH.

2 FRFTE

2.1 IEF p53 EHRZLXEN /1 FER

M p53 HE AR ARG RVE, AT L3 454
BRI Arg249 4B #: T 5 DNA 20 1 /N il AH 3% 1)
Arg248, EH BT Arg249 583608 L2 . L3 AN
AL B =HIGERREMIN S 3 Ik B /)2 C il H H
JRESH L. 120RS MR R SE U BE I v Bk 1 LA van
der Waals 8 5 1.2 |- His162 5 AL 00 58 A4H &, AT
FEAB S 3 B B K )2 LI Tyr163 Bk Ik I 4 5 % A
M, [FIEF, MRS 20 A 5 L3 [ Met246 15 28 Fl
L3 (A5 #h— AN A8 N Gly 245 BRIERR S A
goeAh, Arg249 5 L2 1 Glul71 JB K & HF.
IXFE, Arg249 DAILSI A% 55 F8 3 5k B 1 A0 44 H,
TEYE R p53 8 A JFUA% 0 X A5 ) A G s Pk T e A
A



+ 384 -

LT 12 ps My T8 ised B2 5, A L2
L3 Ja sk Atz MK R B, B U 1 A
24k Arg249 MUEEEE S L2 1) Glul71 BAR
ANABAEI S Asn247 DLAUBEAHIE. BEAh, L3 45
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W) Arg174 . Lys164 . Thr170 . Tyrl163 . Argl96 .
Leul94 Fll His179 JRAETE i) iZ A BN R, AL T
L2 &5 K 385 1) Arg175 WAL & LA DU AN S8 4 ) 5
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Abstract

core domain of p53 protein crystal structure shows

The molecular dynamics research of the

that besides the stability in biochemistry this domain
also shows a high stability in molecular mechanics.

residue R249 was

amino acids Gly and Ser

Based on that work, the
substituted  with
respectively, and molecular dynamics researches were
performed separately. The results show that these
substitutions cause a relax tendency between loop2
and 3 domains, leading to an alteration of the whole
conformation of p53 core domain and ruining its
stability. The results visually explains the mechanism
of p53 changes in immunological and biochemical
reactions, which are caused by 249 residue substitu-
tions from 3-D structure variations.
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