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plasm. activates the special transcription fac-
tors to attach the czs-elements existing on the
upstream of ISGs in nucleus and then induces
gene expression. The paper reviewed mainly
on the signalling pathway and the products
which play antiproliferative action of ISGs ex-
pression.

interferon (IFN). IFN-stimulat-
ed genes (ISGs), IFN-stimulated response el-

Key words

ements (ISRE), antiproliferation

¢DNA Cioning of Dopamine Receptors. Xing
Cheng. (Institute of Basic Medical Sciences,
Academy of Military Medical Sciences, Beijing
100850). Prog. Biochem. Biophys. (China).
19G4;21(5) : 418—421

Molecular cloning studies on five types of
dopamine receptors were summarized. The
five types of dopamine receptors are members
of family of the G prorein-coupled receptors.
and divided into two classes by pharmacologic
(a) DR and DR
mediating the activation of adenylyl cyclase
through G protein (G,) and (b) D;R. D;R,
D,R. inhibiting the activation of adenylyl cy-

and biochemical criteria:

clase through the G protein (G;). The gene
structure. distribution of their mRNA in the
brain and location on chromosomes between
the two classes of dopamine receptors were
compared.

cDNA

cloning of dopamine receptors, dopamine re-

Key words dopamine receptors.

CEPTOr genes

Fluorescence Digital Imaging Using a Charge-
Coupled Device Camera and Its Biological Ap-
plications. Hu Kunsheng. (Institute of Bio-
physics, The Chinese Academy of Sciences,
Beijing 100101). Prog. Biochem. Biophys.

(China). 1994:21(5): 421—425

A system, using a cooled slow-scan charge
coupled device camera attached to a fluores-
cence microscope. allows a series of images to
be stored. up to 500 fluorescent spots (la-
belling particles) per image can be identified
by position and intensity. The movement of
the spots can be traced. The tracking method
allows the mobility to be analysed. The recep-
tors of influenza virus and low density lipopro-
tein on fibroblast have three different types of
motion: random motion. directed motion and
motion limited to a domain. The high sensitiv-
ity of the system leads to short exposures and
little photobleaching during the observations.
The measurement principle of this system and
its biological applications were described.

Key words charge-coupled device., fluores-

cence imaging. lateral diffusion. motion

track. cell fussion

Vascular Endothelial Growth Factor Gene Ex-
pression in Some Tumors. Xiu Bo. Yu Xin, Li
Huifang, Zhou Airu. (Department of Bio-
chemistry, Beijing Medical University , Beijing
100083). Prog. Biochem. Biophys. (China),
1994:21(5): 426—429

Vascular endothelial growth factor (VEGF) is
a specific mitogen on endothelial cells and pro-
motes angiogenesis. It has been identified that
VEGEF is very closely linked to the growth of
solid tumors. With Dot blot technique, ex-
pression of the VEGF mRNA in cancers of
stomach, kidney, bladder and colon are inves-
tigated. The results showed that the expres-
sion of the VEGF mRNA is higher in tumors
than in peritumors. There is significant ex-
pression of VEGF mRNA in SGC-7901 cells
after adding TPA 4h. Human bladder carcino-
ma cell line BIU-87 transfected with antisense
N-ras exon 1 DNA fragment inhibit VEGF
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mRNA expression.

vascular endothelial growth fac-
SGC-7901 cell line.

Key words
tor. Dot blot, tumor,

mRNA expression

The Inhibition of BIU87 Cell Proliferation and
TGFax mRNA Expression by an TGFa Anti-
sense Oligodeoxynucleotide. Sun Congmei.
Wang Dong. Zhou Airu. (Department of Bio-
chemistry, Beijing Medical [University, Beijing
100083). Prog. Biochem. Biophys. (China).
1994:21(5) : 429—432

Two 23-mer unmodified oligodeoxynucleotides
have been synthesized. one to hybridize with
the region across the transcription initiation
site of TGFa ¢cDNA called antisense. and the
second with an identical base composition, but
the nucleotide sequence randomized. The ran-
dom oligodeoxynucleotide was used to control
for any non-specific effects of the
oligodeoxynucleotides. TGFa antisense inhib-
ited cell proliferation and DNA synthesis from
31% to 44% and 25. 8% to 88. 0% respective-
lv. This effect 1s specific and dose-responded.
However. at the same condition. the inhibi-
tion by random is only 10% to 17% and 17%
to 27%. This effect i1s not dose-responded. By
RNA dot blot analysis, theadditionof 3 umol / L
TGFa antisense and random upon BIU87 cells
resulted in 61.4% and 42.5% inhibition in
TGFe mRNA expression respectively. These
results suggested that TGFa may play an im-
portant role in the proliferation of BIU87 cell
line and provide a rational basis for the devel-
opment of selective cancer therapeutical ap-
proaches.

TGFa
(transforming growth factora). BIUS87 cell.

Key words oligodeoxynucleotide.

antisense oligodeoxynucleotide

Purification and Renaturation of Recombinant
Fusion Protein IL6/1L2. Zhao Chunhua. Ling
Shigan. Mao Ning. Tang Peihsien. (Unstitute
of Basic Medical Science, AMMS, Beijing
100850). Prog. Biochem. Biophys. (China).
1994;21(5): 432—435

The expressed CH925 was aggregated into in-
clusion bodies (IB) in E. coli cytoplasm. The
IBs were isolated by centrifugation and sonica-
tion. CH925 were refolded and reoxidated in a
glutathione redox system following denatura-
tion of the IBs in 7mol/L guanidine hydrochlo-
ride. The specific activities of I1.2 and IL6 as-
sayed by CTLI.-2 and 7TD1 cell line were 2. 2
X 10°U/mg and 2. 3X10°U/mg. respectively.
following renaturation. The renatured CH?Z5
DEAE-

Sepharose 6B column and Sephacryl ecolumn.

was  chromatographed  through
The active fractions were pooled and applied
to HPLC with reversed-phase C-18 column.
while CH925 was eluted through 10%—70%4
acetonitrile gradient. It showed only one pro-
tein peak and SDS-PAGE confirmed that the
purified CH925 was almost homogeneous.

Key words fusion protein IL6/IL2. denatu-

ration. renaturation. protein purification

Effects of C-17 Deletion in the Spacer on the
Strength of B-Lactamase Gene Promoter. Sun
Naien, Wang Yan, Xie Wei. Zhu Dexu. (Na-
tional Laboratory of Medicine Biotechnology:.
Department of Biochemistry, Nanjing Univer-
sity, Nanjing 210008). Prog. Biochem. i
phys. (China). 1994:21(5): 436—439

The C : G base-pair at position — 17 in the
spacer of B-lactamase gene promoter was re-
moved by restriction with BspH 1. partial fill-
ing-in with Klenow fragment, and trimming
with mung bean nuclease. The B3-lactamase ac-

tivities of both bacteria harboring the wild-



