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AAS R 2 X

CREBRZR- BB RN TR BAEEIERE, LXK 10002

WE ARECEAREE. ATIENERER. REFRAAASHEERSMEERS 54K
R 2. UG H AR R SRR N AU W . b, MEFEYaARAEL. AREsE

FH = 5k e W] RE 22 b 8 A AR Y el 22—

X@is MM (apoptosis), bel-2 2EF, c-myc EH, p53 A

AMMIYAT: (apoptosis) HFRHFRIF4E4H
JET: (programmed cell death), MM FEE .5t
B EEEX. SN0 RIRE
ATE], TR A0 A TR BRI A R AR, HLA
CAREXHARAIRER RO R, B EE
A RAKEES, B BRI, DNA
W 2 AL 180—200bp /N b BE A KB B IA T2
/MME (apoptotic body). HBTANMBEIHT: &
A E — N ERERTYLE, S5 RY
KNG EE (R A 5 b6 40 %L
B). BB A& B S0 o 40 Mg mT LA S A
HHRR A MR T REER . R A EE
FEZIRITIP B AR LR X &, Y
S 2R B8 54 5 [ 362 A 40 MRS T o, 2l 2 48 AR A 1 5
Bt B AN O R i e i & A 5 H 4
RRVATBRBE e S2 PR A 3G, X AN i 988 44 Mk
Ao AR Ffa B H ) A TP A o g FE A, T Lt AT
RGN 3 A B 1 -5 K R 167 B9 2Rl /e

S TN T AR A b e 52 40 AR R TS R R R X
MR IE AR E B A F L.

H BB 55 A\ 0 40 i R T A ik A — SRR
A (cascade) EEKREMLE R, AIFLEES
Hix--i 8, B e 2MEEE SmEE
AL A 300X 5 T /Y B R O — R

1 bel-2 AR RE MG MBI AT

bel-2 ZE[F & F 1984 4 Tsujimoto %5 M iE
TV A B 4 P K S A B L Sk e — FRE
M, ZihEE 14 SREks 18 5 REaks
i, t (14; 18) (q32; q21). 18 Fifefmik Ly
bel-2 G B 145 ok b, 5 ERELOHE
FEREH BIOIE s & 2, MififE bel-2 2R
1E B AR R KL, XMMPHEIEREE
FEEEEMER. 1988 4 Vaux U bel-

Wk HBA: 1993-04-08, &R H Y. 1993-06-10
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2HFAEANETHMIFGHRE L FMBRA SR
ik, RSB KLE, FREAXEHMRE
A AE I EH SR, T 20 PR O S T R R L B I 0
B, J5 % McDonell 5748 bel-2 #3 BL A th
RBLEI R 458, B bel-2 #y & &R v L
AR FE TS, 1990 4E Williams 20940F 52 &
B I R 40 B ) 1F B 1 ek 200 P R T i S B
#. 534, B A K EB K 3 B 410 it J5 BT {E 40
& A K AR S AE PR EE K, JE R R K B
X—IE R T EBRBRJEH bel-2 RiXHI4S
UL [H e H ATIACK bel-2 JE— o i K AL
FH, B AR A0 A B P, TR AE A 40 B A
TR — N EME FOE TR SE T, BRI
FAUESE S bel-2 AUFEME MR R LA, i
HE—EEREREAS (NMZHEFETHOR
T, BAESRMAR. FREHMESHARS) b
FH ik, FHKH bel-2 #9381k 0] 37 i =k B
FEZHESIEMMABRATT. FARRRAEA
28 B RIUEE bel-2 FEME T
BN 25 000 RESHED, L FRBAENE
. HEM bel-2 W] fE Rl i AR £ R 1R B T Bk
EERE, FEANLEERS5HRMTS.
HEHBAEALKM bel-2 EAM TEBHMEN
B B BhaE, AT UESE bel-2 R THE
of £k %i R & AE i, Jacobson UV —FRER =
LAk DNA MR R LA, ERFED
PAR A MM GAT:, 3¢ FREWE bel-2 By RIAME,
X 38 B TG 2 40 B A T2 A & bel-2 B9 ] E A
PIAKE T R R 9 PR IR #E . 3F3E 52 bel-2
FIEME O IR, 7890 M AL T 2o K o i
MHMEA FREIEMEEHNFEM. H bcl-2 &1
a2 5MMAT R EHF— LR,

2 c-myc BEERSARAT

c-myc EHNGSFZHMAR, ELZFA
KA ZBA c-mye T L RE.
EAHE (€ 40 Ay S A RUEE AL, i HLvT
LA 40 B 6 7tk SR AP A B e-myc
HEATS GBI MR, EREEEZSR
A G T A AT, c-mye I RS bE Rk W]

e AT, FR R RARATHEESH
M Myc EEHMEE R HFRIEKFEEX, ¥
HiEsE Mye EHBSFHARETAHTIREX SR
sEapuEs Ak . B SIS LA K3 40 B o fh v o
REXFER —Z5M3]. Y. Shi F"H c-myc X
NEREGHERERT T KE R4,
4E RN A M £ AR ER. 55 Bis-
sonnette ZEUSE A c-myc EH F S 40 A
TZAT LA bel-2 . X S AR /R c-myc 2K
AT R EEEENER, 2HKR0E
TR —MNBEAIA A (inducer). HEBEBH
& At 4 c-myce FE[H [F B B A 12 3 40 M %1k .
We 7 55 0 3 40 B O T X B R ECAR AR S o R 2
HATA KB F Myc & B 02 BE 4 LA T8
EHEK, XD EESRTERR XS,
B RE R — B WM S el

HHRRATHES, REES-MEREBESHH
Ja A BRI 40 MU, {24 M HE AN B AR
D, HRAFEAGSHER N A G E T
2. Al REIT 1990 £R B DIKSH HE
R (retinoic acid) ZEEIMERA FARER
EC8712 4fi By 78 B % B4 WA 2 157 & 40 g c-myc
HRNREHE TR, RoHIALEKMER
2. FHASED—EAMH g BEtk,
RFEHTLZIEEW DNA HE, BN
RA538M. RIEHRIFALAEFREARE
#E EC109 M A MBWAN M FERHEER, H X
RAERRITLULBRAREAT (FRERTED. |
Sb, 3= B AT A i R o 8 8E pA-BD9
PEHF — 4~ 1.53kb #J c-myc &L X RNA F Bt ®
A c-myc BHFFHREHUAREE EC8712 A
., KRAEMB A RAEKAER, EafiEFH
R, HRERILS A BB E L KR
REEFHM (c-mye RBKFRE F, MEE
RUIBN FFREITED. 1992 4 Evan F'E
PR LA AR [R] 77 =X e 4 A JE A B AS (5] B B 2 R e A1
B4 Myc EEM K FESBSFABRNALT,
7E K ML 75 55 3% & 14 T 3% £ RIBE AR KF Myc
FEOMMRIETE, A Myc EHHM & ER
o X IS L3 3% R b ik, AT R, 2
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B EH. RLEFZFFPELRETHED,
] fE 4 AR c-myce FRAAFEAR. B, RITEA
SBIFEAR c-myc KPR c-myc 5 R E K MR A
MR RBARYERY » MR c-myc RIARRIKA
IEH 40 WA= A B0 B B R H R R Mye
HERT AR . Fe b R
JREELUEMBERAES, TRERAN
WSS, BRI LAE c-myc 583 K 76 de e 40 i A
A AET B, BN, (R, ML ST R
PR E EEAEA.

3 MEEEAE ps3 S5H4RAT

Harsrssk o, M8 2 E o] LUK E fi 40
K4 T 9 {5 5 R B 25 P 7 A FTAR 8 AR K R
{§%5, X —id £ 7] RE 2% 38 1 40 A 49 AT 0P 5 A
AR AR R AERTOR B, AN AER
T SRR e ARl
Lo BBl PUA A RS R R 2 S 4 R T
. B BFRABEF AR p53 HEEH P
Z—.

Hajt p53 B FHEREE I RPAEHBE
B LTRER p53 BH LG {RHE AKL
Bl #9 & A= 5 p53 FE HH T fE RO P40 B 7R
fE AT E S EE R AEGLE]. 19914
E. Yonish-Rouach U5 ] BB ¥ 5 7 2% — F
i ORI A p53 KT N B BRI A M AR
Ml Aifad. EHRERL FRAME
32.5CHTHF A= &) p53 RIBWFH WX AR
L M7E 37 CAYRAL K p53 iKW A KA. 1
HhiX P A A A SO AM AT AR =R EE TS
T M1 41535y i7% T 50 IL-6 B B &K
B 7E TG L5 35 77 i 2% (44 IL-6 & A R IhaE.
J 2 3 5 BR 22958 5 IR Ak i) 40 g of B A2 ) pS3
ERBURET LIERIARSHE. B
UV, ¥ 52 R H e Hi b & B -1 1F A i s 40 i
R DNA 2461, ZBMMA ps3 HEE
R, EH pS3 BHREHERER. Bl
WA p53 TEHRAE R B ATREF I —F 0T
% 3% 2% (molecular sensor) PA—Fp “/p %
#£” (molecular policeman) B &3 Yi¥L 4 A

DNA BRA, WM DNA 323 p53 EHK
ke, LRI, EXmAREEBE
DNA fyBF/E]; MR DNA M EEBEE,
W p53 EHFFEWE, 5 EMMRMAT; 4 p53
KA AR, AR p53 EEAEET 40
PSR BT, 40 2 FE B AL A9 DNA
AR BT ER, NS IRPEE AR
W, WA K RIS AN B AT AT &1

G LR, BiFEZEEUREERRNS
EEE TR ARERF ST EER
HEMIEM, [F8U8RA 40 M o8 T 44 Bk B 38 52 FHL
oRERME A ENEMZ — HREENEL
TR R E S AT n {2 i 41 M e
W, HAalH — S RiEEE RN Ea R
TCHFRENZE AN EM. SRR R
HiFEMBEANER, afAEBRNFENELR
ERVLE, MR BRI ETNER.
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8-hydroxyguanine.  fluorescence products,

lipid. DNA

Apoptosis and Oncogenes. Yan Shuizhong,
Zhao Xiaohang. Wu Min. (National Lab of
Molecular Oncology, Cancer Institute Chinese
Academy of Medical Sciences (CAMS );
Peking Union Medical College (PUMC). Bei-
jing 100021). Prog. Biochem. Biophys. (Chi-
1994:21(3) : 222

Apoptosis. programmed cell death. is a natu-

na).

ral form of cell death characterized by active
participated of a cell in the process leading to
its own decrepit and death. Recently. studies
suggested that apoptosis is a result from a set
of discrete cellular events that are regulated by
a cascade gene expression. Oncogenes and tu-
mor suppressor genes are involved in this regu-
lation. Apoptosis is closely related to cancer.
Failure and bolckage of apoptosis in tumor
cells could therefore be the fundamental impor-
tance in contributing not only to the evasion of
physiological countrols on cell numbers. but
also to the resistance both to natural defenses
and to clinical therapy.

bel-2 gene. c-myc

Key words  apoptosis.

gene. pb3 gene

Construction of a Novel Human TNF Expres-

sion Plasmid and its High Expression in
E. Coli. He Xiaolong. Chang Jinli. Cai
Wucheng. Yu Hong. Lu Qun. Zhao

Shouyuan., Wang Chenghai. Lin Baocheng.
Zhu Henian. (Unstitute of Genetics, Fudan Uni-
versity, Shanghai 200433). Prog. Biochem.
Biophys. (China). 1994:21(3): 225

On the basis of analysis of TNF structure and

the relationship betwcen structure and func-*

tion., a novel TNF coding sequence was syn-

thesized by PCR technique and inserted into an

expression plasmid. By temperature induction
the transformed E. Coli with the novel TNF
expression plasmid produced high yield of nov-

el TNF. whose cytotoxic activity to L929 cell

was 10° higher than recombinant human TNF.
Key words

chain reaction. gene mutagenesis

Activation of N-ras Gene is Associated With Y-

Radiation-Induced Transformation of Rat Em-

bryo Cells. Chen Changhu. Yao Kaitai. C. C.
LING.
Medical University. Changsha 410078). Prog.
Biochem. Biophys. (China), 1994:21(3): 228

A cosmid library. constructed from DNA of
the 7Y-radiation-transformed REC: myc cell
line. designated REC: myc: ¥Y33. was trans-

fected into NIH/3T3 cells. yielding foci. An-

other round transfection of DNA from the first
round focus into fresh NIH/3T3 cells produced

second round foci. An active N-ras gene which

originated from rat REC: myc: Y33 cells was
detected in the NIH/3T3 secondary transfor-
mants. With PCR and direct DNA sequencing
techniques, rat N-ras gene was found activated
in the REC: myc: Y33 cells by CAA - CGA
point mutation at codon 61.

REC: myc cells. Also rat N-ras gene was iden-

tified as a point mutated gene in the NIH/3T3
transformants. and the endogenous N-ras gene
in the NIH/3T3 recipient cells remains nor-
mal. What was found to be more interesting is
that five out of six 7-radiation transformed

REC: myc cell lines bear the same point muta-

tion (CAA—CGA) indicating association of ¥-
radiation-induced
mutation in the N-ras gene.
Key words

embryo cells, activation of N-ras gene

tumor necrosis factor. polymerase

(Cancer Research Institute of Hunan

but not in the

transformation with point

Y-radiation. transformation of rat



