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[ ABSTRACT ] Aim To detect the serum levels of hepatocyte growth factor (HGF) and transforming growth factor
beta one (TGF-B1) in cerebral atherosclerosis( CAs) patients, explore the relationship between CAs degree and the extent
of HGF, TGF-B1, hope to provide the basis for the intervention of exogenous HGF. Methods 71 CAs patients and 33
normal control ones were enrolled, using the double antibody sandwich enzyme linked immunosorbent assay( ELISA) to de-
tect the serum level of HGF, TGF-B1. Results The patients’ serum levels of HGF in CAs group were significantly
lower than the control group (P <0.05). Levels of serum HGF was different compared with each other in CAs groups (P
<0.05), HGF levels in the CAs groups gradually increased with the CAs degree.  The patients’ serum levels of TGF-B1
in CAs group were significantly higher than the control group (P <0.001). Levels of serum TGF-B1 was different com-
pared with each other in CAs groups (P <0.005), TGF-B1 levels in the CAs groups gradually decreased with the CAs de-
gree. Conclusion There has been a dynamically reciprocal balanced relationship between HGF and TGF-B1, consid-
ering viability existing in the administration of exogenous HGF treatment for ischemic cerebrovascular disease caused by CAs

in the future.
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Table 1. Judging standard of cerebral atherosclerosis
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Table 2. Comparison of age and sex in the two groups
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Table 3. The serum level of HGF and TGF-beta 1 of the two groups

| n HGF (ng/L) TGF-B1 (ng/L)
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¢ -2.596 4.562

P 0.011 0. 000
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Table 4. The serum levels of HGF and TGF-beta 1 in different degree of CAs patients

I 20 fk A5G A AR n HGF (ng/L) TGF-B1 (ng/L)

T (R R4 ) 33 1207. 5(708. 80 ~1926.20) 2889. 80(1263. 50 ~3458.30)
B 22 396.61(159.2 ~828.80)" 3246. 10(3011. 30 ~3664.90)"
s 12 815.38(524.50 ~1315.80)™ 3220. 60(2914. 00 ~3846.20) "
B 37 898. 58(281.77 ~ 1446. 80) ™ 3196. 90(2898. 30 ~3773.00)""
F 3. 663 5. 887

P 0.015 0. 001

a N P<0.05,b K P<0.005, 5%HBH A ¢ A P<0.05,d K P <0.005, 555 CAs 44 e I P <0.05,f 1 P <0.005, 5% CAs 1 AL,

2.3 IMi& HGF #1 TGF-Bl €85 CAs BEWEZE

HGF &8 7E R CAs 450} R ZH UH 5 BRAIG, 76
H EEFE CAs 2 HGF S i pimg A i B SR & i
BT FRAL I B R, HGF /KSFFf CAs F2EE B,
T —E BT LT TCF-B1 R CAs

AN FRAT WY o fErh L CAs 2 TGF-BL &%
BT A TR, TGF-B1 /KRBl CAs T2 3 W7 hn &
T —E R TR (K 1), AT ILTE CAs B3
&N HGF M1 TGF-B1 0] 1E ¥ -5 9% T8 , 7 TGF-B1
R iR B B iy SR 1230 NS L)) | L ABO NS M



272

ISSN 1007-3949 Chin J Arterioscler, Vol 22 ,No 3,2014

Hh BT S A Sh KRR AL R IR

HGF
3500.001 =

-o- TGF-B1
3000.00
— 2500.001
-
>
c
— 2000.00-
i
B’
1500.001
1000.00 \/———‘
500.00
% BE  hE  EE
wiRE

B 1. HGF . TGF-B1 & 2 B/ sh AR HERE (L 12 B 1E 5
Figure 1. The changes of HGF and TGF-beta 1 content

with the degree of cerebral atherosclerosis
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