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(Abstract] Objective To investigate the influence of Ziyin Huoxue Jiedu decoction on the expression of adhe-
sion molecules and blood coagulation related factors in the vascular endothelial cells (VEC) induced by advanced glycation
end—products (AGEs). Methods The human umbilical vein endothelial cell as the subjects, the human umbilical vein endothe-
lial cells (HUVEC) damage were induced by AGEs with the final concentration (100 mg/L), and the cells were continually
cultured for 12, 24, 48 h. The cell morphological changes were observed, the dhesion molecule VCAM-1 and ICAM-1 ex-
pression were determined by western—blot. The TF and TM mRNA expression were detected by RT-PCR method. Results
Compared with the blank group, the model group cell was abnormal proliferation, cell number increased obviously, most of the
cell deformation shrinkage, cell membrane hazy outline, a rough sample are observed in the cell. The VCAM 1, ICAM-1, TF
expression significantly raised, TM expression reduced. There was significant diffrence after 24 h (P<0.01). Compared with
the model group, the VCAM-1, ICAM-1, TF expression in medicine group down-regulated, TM expression up-regulated, the

effect was stronger along with time(P<0.01). Conclusion Ziyin Huoxue Jiedu decocotion could inhibit the damage of VEC in-
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duced by AGEs, reduce the expression of adhesion molecules, down-regulate the expression of tissue factor mRNA transcrip-

tion, up-regulate thrombomodulin mRNA transcription.

(Keywords) Ziyin Huoxue Jiedu decocotion; advanced glycation end—products; human umbilical vein endothelial cells;

VCAM-1; ICAM-1; TF; T™
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suefactor, TF) | Il # ] 15 & (thrombomodulin, TM) }%
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AGEs i 5119 N 2 I8 (vascular endothelial cell,
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4 0.02% EDTA ¥ fifk B RE 4 i, 75 1772 240 M 32 ¥ 4
N ST BT AR A A 2 10% 16 2R 1l
HHEaR RS, BREWRITH R, JFLL PBS
VR B0 2Bk EDTA, BRES =R H, A
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A, 1RV S Gl 0L 2% 40 T 25 A8 Ak, 24 s B 40 e
W A B B AR AR /N | S7 B A 2R FE R 50 mg/mlLL
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o, BRI 12 h KEIAI4 48 h
VCAM-1 . ICAM-1 3k i (P<0.05), HFERIZ 24 h
P54 B R X (P<O.01) ; T 7EAH R R st 18] 05, 5
RERUZ oA 252540 12 h 225 a1 248 L (P50.05),
Y2540 24 h ICAM-1 . VCAM-1 ik T (P<0.05),
HZZ54 48 h 253 A B EMWE X (P <001), Wik 1,
Kl 2-3,

3.3 TF.TM mRNA %k H %

523 4L Heie 4 TF 2235 F3H, TM 265 F
(P<0.05), HAERIZ 24 h 22 547 o 3 2 L (P<0.01);
T FE A [ AE FH B ) o, SRS LA, 45 2541 12 h
ER TG X (P>0.05), 442540 24 h TF ik
T, TM %35 B (P<0.05), H44 2541 48 h 257 H
BEME X (P<0.01), WE2,

* 1 &4 HUVEC @R FRi&E+ VCAM-1 #1 ICAM-1

REHE (x%s,n=5)
41531 VCAM-1 ICAM-1
ISk 15.75+1.39 9.89+0.86
T 12 h 42.93+1.91% 48.45+1.71%
HERAL 24 h 47.66+1.50% 50.99+1.79%+
KL 48 h 40.68+1.30* 45.08+1.43*
4254112 h 42.06+1.50 44.53+1.37
42541 24 h 21.92+1.03* 23.82+1.05"
Y5541 48 h 9.31:+0.65" 12.83+0.96"
FAH 15.34 19.56
PAH 0.00 0.00
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25 14l 1.0£0.00 1.0£0.00
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