WARE S 2022 %3 A % 34 % 34 Med ] West China, March 2022, Vol. 34,No. 3 + 381 -

EEEFAENLBATEI RIS
KR RERPk M F R BIMLH

B FH T
(L =Wl ERE P25 5 R = 572000;2. =W i 1 E BE 252435 . MR =3 572000
3. VM R IR 2 g SR Ak 5 2 5 AR A B 2 B L MRS D 571199)

[HE] BY HiT2FEFACAAXELBAFTEG(TM) REdpH K RRH R 2% DVDHRGILEH ., Fik
45 R10 JA# SPF & SD #b XK R A5 A 2828 DVT A& ICA 28,5 15 R, 25 DVT B AR ICAA KR TEH
PR, R R AL AT RS AR SRBARMEILLE, 285 ICAHKXAL TE T #HMk 40 mg/kg ICA 4

BT A M TEE AR LK, W B IR %m%%mxﬁkm,tﬁh@m%%ﬁmmmﬁ)@m%

Joatia (PT) . % e dgnt ] (TT) 4 %% & & (FIB) 4% & TM . MCP-1,ICAM-1 & & £k ¥, 4 B &% T E#k HE
FEIRE MR R TIEH Ik AR L, qQRT-PCR 2 A28 22 5 TM,MCP-1,ICAM-1 mRNA £ % £ %, &8
ICAXRA b FERAZEHNEFITFDVTARR(P<0.05) ,HE £ & 4227 ICAAX KA FTESKRABEHDVT
Mm%, ICAM kR APTT.PT. TT 884 DVT 403 %, k3 A FIB,TM,MCP-1.ICAM-1 4 & &, v, b0 22 K F
TM.MCP-1,ICAM-1 mRNA & k% DVT 48 8 F KAk (3§ P<0.05), &it ZFEFFTaA FHREHR LA KK 24
P R G A I IR H R A TR .

[EEIAY X EH Rkl aBATEI ;KRR

[hEHZEE] R543.6 [xEiREB] A DOI:10. 3969/j. issn. 1672-3511. 2022. 03. 012

Effects of icariin on venous thrombosis by regulating thrombomodulin
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[Abstract] Objective To investigate the effects of icariin (ICA) on venous thrombosis (TM) by regulating throm-
bomodulin expression on deep venous thrombosis (DVT) model of rats. Methods 45 adult SD rats were randomly divid-
ed into control group, DVT group and ICA group, withl5 rats in each. The DVT model was established by complete
ligation in DVT group and ICA group while the control group was not treated with ligation. After modeling, the rats in
ICA group were treated with 40mg/kg ICA for sublingual vein for 7 days, continuously. The carotid blood was extracted
to measure activated partial thromboplastin time (APTT), prothrombin time (PT), thrombin time (TT) and the content
of fibrinogen (FIB), TM., MCP-1 and ICAM-1 in plasma were detected by ELISA. The inferior vena cava thrombosis
was observed by HE staining in each group. The expression of TM, MCP-1, ICAM-1 mRNA in thrombus were detected
by qRT-PCR. Results The dry weight and wet weight of rats in ICA group were significantly lower than in DVT group.
HE staining showed that the lesions in the inferior vena cava of the ICA group were less than in DVT group. The APTT,
PT and TT in ICA group were longer than in DVT group. Moreover, both protein and mRNA expression levels of TM,
MCP-1 and ICAM-1 in ICA group were lower than those in DVT group. Conclusion ICA inhibits inferior vena cava
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thrombosis by interfering TM expression on DVT model rats.
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GAPDH Forward: CGAGAAATATGACAACTCCCTCA 23
Reverse: CAGCCCCAGCATCAAAGGTAGGA 23

™ Forward: GATTTTCAGACGCTGCCGATAG 22
Reverse: CAGAGTTCGTTGCACAATTGAG 22

MCP-1  Forward: CCAGTTACCACGAGCGACGGAA 22
Reverse: GATTATTCGCCACAGGATTGCC 21

ICAM-1  Forward: ATCTTGGAGTCGACGCTTTCT 21
Reverse: TTGGGACCCTATCGGGAGG 19
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Table 2 The weight of thrombus in DVT group and ICA group
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Figure 1 HE staining of inferior vena cava of rats in each group
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Table 3 The effect of ICA on coagulation parameters of model rats

M n APTT(s) PT(s) TT(s) FIB(g/L)
XUE4] 15 22.0341.37 11.58+0.86 33.84+2.26 2.13-40.63
DVT 4l 15 18.85+1.419 9,741, 00027, 3141, 489 2,9740. 919
ICA4] 15 21.3441.10913.2041.12931.96+1.65% 2. 0541, 119

S A, OP<<0. 05; 5 DVT 4147 L , @ P<<0. 05

F4 ICAW#EBEARIME TM . MCP-1,ICAM-1 EHRIZEFIM (x*s)
Table 4 The effect of ICA on the expression of TM, MCP-1 and ICAM-

1 protein in plasma of model rats

A5 " ™ MCP-1 ICAM-1
(ng/mL) (pg/mlL) (ng/mL)
X4 15 16.27+1.41 121.49410.75 183.64412.73
DVT 4] 15 25.8842.099  256.64+19.81% 571,35+44, 269
ICA 4 15 18.4941.739 155. 74+11. 609 222.60+19.03%

I SXHRA A, O P<0. 05; 5 DVT Mt . @ P<C0. 05
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Figure 2 The effect of ICA on the expression of TM, MCP-1 and ICAM-
1 mRNA in thrombus of model rats
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