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ME F PCR FIEMAZEA DNA R HEBRRAREHLEREF (GDNF) W, HE

T E. coli PFRiEFI 4k T HA GDNF.
X@iE KENREMLERET, PCR FE,

B 1993 4E Lin 261K B2 5% 40 B 0 1 22 %
BT+ (GDNF) #ifb R EFE TR LI, X H
e TR R A — A&, BFREH, GDNF
AALRT B £ 2R O BUE 1k 4w g B 5 B2 JR i
MeTTABFE, Bk, EHEARBMIEESED
gk, RIBTXT5Z 6-OHDA R M2 % MPTP # 5
HRROREH L ERERSTERPAEE
BAMERDY, EERREEKERSITE
MECREBAER (NMRRR) BUWSE,
BN GDNF BE# 41 K 2 80% K & 50 6 F 5
=04, GDNF 3t 2B R % B EENZTHEGNE
EFAZEHANEE. FeT, GDNF iz 3]
METINE B, RO X EHARBMEEY
hiaE. oW RERRAE AR M iEsh e
THAEBENEEER. WREZHNETE
FFHESET-BAE], i GDNF A] LAPH 1k £ %7 #
LIUUMIET. VARV LEMSE, ZMA
GDNF Rl R B HE s e Tt K_]IET.
GDNF % B B Bt M  50 B 55 3 M1 8 ST 0 8
ERETRAENEMmMEERE T,
HZ GDNF pla it fE B LM 5 EM R
BAFRE, EAR A RITH SR IR B 16T
¥AHE, RIEEAE AL EZGETRE
B2 ARG RHEEEDEFHAIAR.

hitt, EFERERMNEREE T A GDNF
M Ty, HFEMLL T EH GDNF. ¥ H
PCR T A B e ik B 40 ¥ ¥ GDNF %

mISFY, ik, difk

BF. 3%+ A GDNF 2H B 11 #9755
Wwit, HESFIPERHMA Nde I 5, 3’5l
YA A BamH I i 5. ¥ ™2 BamH
I 81, 5fE% BamH I -Sma [ B§YIHY pUCIS
t, WMFHEIAEARBFFIER. A Ndel
BamH I &8 M E 4 5w Y] i GDNF % 5 57
5|, 33K Nde | -BamH [ B§YIH pET3a &
EBAEH. FE. coli BL21 (DE3) BEH% T7
B FEHRERANY GDNF EH. £iEFE
WUEREEREFE. NEAdEPHEER
K, HBEBRTE 8 mo/L REMBERENH
t, GRERTRIEEN R, SRR
GDNF, ERH _HBEEERHH N HE,
SFHREN 30 ku, 2 15% SDS-PAG #il &
ko, BFP4i%E thGDNF. S EHEW
Al i &4 118 10 mg rhGDNF.

rhGDNF 4f {k, 5% o 24 3 45 8 55 Th 6 i BF
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Abstract
derived neurotrophic factor (GDNF) was ampli-
fied from human genomic DNA by PCR method.

Recombinant GDNF was expressed in E. coli

The coding sequence of glial cell line-

and purified.
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Abstract
(SMC) are the predominant type of cells within

Liu Bingwen, Fu

The arterial smooth muscle cells

atherosclerotic (As) lesions, and their prolifera-

tion plays an important role in the process of As

genesis. On the basis of the establishment of pri-
mary culture and sub-culture method for human
arterial SMC, the effects of LDL, VLDL,
HDL, OX-LDL, OX-VLDL, OX-HDL on DNA
synthesis of cultured human arterial SMC were
observed. Results are as follows: (1) HDL had
no stimulating effect on *H-TdR incorporation
into DNA of SMC (P >0.05); (2) LDL and
VLDL showed the obvious stimulating effects
(P<0.05); (3) OX-LDL, OX-VLDL and OX-
HDL increased siginificantly *H-TdR incorpora-
tion into SMC DNA, respectively ( P<0.01).
These results suggest that the atherogenic roles
of LDL, VLDL, OX-LDL, OX-VLDL, OX-
HDL are closely related to their stimulating
effects on DNA synthesis and the proliferation of
the arterial SMCs.
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