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CREBRZR- BB RN TR BAEEIERE, LXK 10002
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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
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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.
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Yuping. (Institute of Botany, Academia Sini-
ca, Beijing 100093). Prog. Biochem. Bio-
phys. (China). 1994:21(3): 207

The proteins which bound with lipid layers
were named membrane proteins in biomem-
brane. Because of the large hydrophobic sur-
face in membrane proteins, and the am-
phiphilic (hydrophobic and hydrophilic) char-
acter. their purification and crystallization are
very difficult. Introducing small molecular de-
tergent and small amphiphil into crystallization
system of membrane protein. a great progress
have been made. So far. a few membrane pro-
teins have been crystallized. among them only
the reaction center of Rhodopseudomonas
viridis and Rhodopseudomonas sphaeroides have
produced crystals and been analysed with 3 A
resolution. Two-dimensional crystal can be
formed in a series of membrane proteins and
the information of three-dimensional structure
may be obtained by electronmicroscopy and im-
age reconstruction.

Key words membrane proteins. detergent
and amphiphil, three-dimensional crystal. im-

age reconstruction

Platelet Activating Factor Receptor and Its
Signal Transduction. Lu Xiaoyan. (The First
Teaching Hospital of Beijing Medical Univer-
sity, Beijing 100034). Prog. Biochem. Bio-
phys. (China), 1994:;21(3): 211
Platelet-activatng factor (PAF) is a potent
phospholipid mediator. It is widely accepted
that PAF effects through the reaction with its
specific membrane receptors. PAF membrane
receptor cDNA was cloned recently. The pre-
sent paper reviewed developments on research
concerning PAF receptor and its signal trans-
duction.

Key words PAF receptor. signal transduc-

tion. gene expression

Recent Advances on the Functions of the 3'-
Untranslated Regions of Eukaryotic mRNA's.
Liu Dinggan. (Shanghai Institute of Biochem-
istry, Academia Sinica, Shanghai 200031).
Prog. Biochem. Biophys. (China). 1994: 21
(3y: 215

Eukaryotic mRNA 3'-untranslated regions'’
function are much .complicated than it 1s
thought. Recent studies showed that the 3’-
untranslated regions determine not only-the
stability of mRNA. but also time, location and
products of translation of the mRNA. It is
noteworthy that mutations within 3’ -untrans-
lated regions can lead to tumorigenesis.

Key words mRNA. 3’-untranslated region.

function

DNA Damage Induced by Lipid Peroxidation.
Cao Enhua. (Institute of Bio-
physics., Academia Sinica, Beijing 100101).
Prog. Biochem. Biophys. (China). 1994: 21
(3): 218

Lipid peroxidation may lead to base modifica-

Liu Xiaoqi.

tion. DNA strand breaks and formation of var-
ious fluorescent products in model systems.
bacteria and eucaryotic cells. and the selective
destruction of the base guanine in DNA. The
transient metal ions can intensify the DNA
damage obviously. Antioxidants and free radi-
cal scavagers have the protective effect of vary-
ing degrees for DNA damage induced by lipid
peroxidation. 8-Hydroxyguanine. which is
strongly implicated in mutagenesis and carcino-
genesis. has been observed. The molecular
mechanism of mutagenesis and carcinogenesis
induced by lipid peroxidation aroused great
concerns in the field of free radical biology.

Key words lipid peroxidation. DNA damage,
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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



