55 17 %55 20 rh ] S B 7 ) AR A AR Vol. 17, No. 20
2011 4F 10 H Chinese Journal of Experimental Traditional Medical Formulae Oct. ,2011

TF e A i SR X R e IO AL A T R RS R IO
NF-«kB, IkB 323 ) 52 i)

U QU 7 I B L S
(LWAFTESXRFWEERERRE A, Fd  250011)

[fZE] EE’a-%‘“iﬂ‘ﬂfﬂ%?ﬁﬁﬁHﬁﬁ*jiﬁf?%ﬁ%%m&%ﬁimm%ﬂ Fik 72 H Wistar KRB0 4 A ARFARA
MBIRIE ZI S 20 (0.23 ¢ ig) JH A DK RURLZ (32 g-kg ™', ig) o HELLAAZN S d S5 R T I H DK 45 Lk i A i A
MR R 4 h LA 2y, zﬁ*ﬂﬁ«lﬂl £ 41 K BUAR 7 A T B 18] 5 Bk BE 4% I F kB mRNA (NF-«B p50 mRNA, NF-«B p65
mRNA) #1418 T «B mRNA (IkBa mRNA) ik K. 458 [6— i (6 &, o 2536 77 40 & ik B NF-«B p50 mRNA, NF-kB p65
mRNA %35 7K 50 2 (% TR 4] (P <0.01) , i IxkBa mRNA B 3 3 (P <0.01) ;4% 41 % Jik B2 NF-kB p50 mRNA, NF-xB p65
mRNA &35k ff A R EU000 AE 4 52 80 58 3800 5 e 35 1 a3, RIS 3 d 3K B0, 1T TkBa mRNA [ 835 BT RS THim LA A
Ji 3 dBEBEURA ; 5 PHS R AL, 78 [/l — B 8] 51, 3 4% 38 ik UKL 5 41 NF-«B p50 mRNA, NF-kB p65 mRNA 2 ik B i [ A%
(P<0.01),7fi IxBo mRNA ik i 1 &5 (P <0.01) o 4538 7 42 3 bk UKL 7T B8 i I8 2 NF-kB / kB {5 5 1% 33 %, i
HA S 00 0 JDKOBE 0T BNE , PR 4P IS P9 R A0 TR B R R HET A VR

[ER] WAL ;2 F B W6 F B 9 5E K0 5 1 1 38 Bk UkL

[FEH%EE] R283.6 [TEkkRiIRAD] A [XEHES]  1005-9903 (2011)20-0210-04

Effect of Xiaoshuan Tongmai Granules on Level of NF-kB and IxB
in Vein Wall in Rats with in Deep Venous Thrombosis

LIU Zheng™ , ZHANG Yue, HAO Qing-zhi ,HOU Yu-feng
( Department of Vascular Surgery, Affiliated Hospital of Shandong University of Traditional
Chinese Medicine, Jinan 250011, China)

[ Abstract ]  Objective; To explore the interventional mechanism of Chinese herbs Xiaoshuan Tongmai
Granules( XSTM ) on deep venous thrombosis ( DVT) in rats. Method: Seventy two Wistar rats were randomly
divided into 4 groups: sham group, DVT model group, XSTM group, Fufang Danshen tablets( DS) group. Venous
thrombosis was induced by inferior vena caval occlusion by ligature just below the level of the renal veins. The levels

of NF-kB p50 mRNA, NF-kB p65 mRNA and IkBa mRNA in vein wall of all rats were dynamic detected at 1, 3,
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6 days after model built. Result: At the same time, the levels of NF-kB p50 mRNA and NF-kB p65 mRNA in
Chinese herbs treatment groups were significant lower than those in model group (P <0.01), while the level of
IkBa mRNA was significantly higher( P <0.01). The levels of NF-kB p5SO mRNA and NF-kB p65 mRNA were
increased the decreasing trend after model induced, and reached the peak at 3rd day after ligature (P <0.01) in all
groups. But the levels of IkBa mRNA were decreased the increasing trend after model induced, and reached the low
at 3rd day after ligature( P <0.01) in all groups. At the same time, the levels of NF-kB p50 mRNA and NF-«B
p65 mRNA in XSTM group were significantly lower than those in DS group (P <0.01), while the level of IkBa
mRNA in XSTM group was significantly higher( P <0.01). Conclusion: It suggested that XSTM could intervene

the system of NF-kB p / IkB to supress inflammatory reaction and thrombosis.
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