e FH e

Tie-2 T Ang-1. Ang-2 HTI KRR KM MR M E &R ENHET LAY
{ER#R

W, MEI, BE, R BTG ke AR IOV %, G5, Kl o bR T A, B 400042)

WE: BB WL Tie-2 £ &% % s % -1(angiopoietin-1, Ang-1). f2% % % % -2(angiopoietin-2, Ang-2)if% %k ik % fo
EREMESATEAFRAER , FiE KRR B R IRIR Sl € K Fe Western blot 3 K, LI % fn MK TG TR ) B ] &
# % R LB BRk(superior mesenteric artery, SMA)Y Tie-2 %& & & ik feBfdi /L T AL . 474) Tie-2 #F Ang-1 #= Ang-2 #% se&
A Fa bt e RO AR R 69 Rve, AR T Ang-1 F= Ang-2 JE B A6 S & A K 48 e (vascular endothelial cell, VEC)Fe 2
& - 7 WL2m i (vascular smooth muscle cell, VSMC)#t4A-%a itL P Tie-2 & & & A FeB AL T AL, UL 74 Tie-2 5+ H 8.
A esRAmie NO A2 ¥vw, R DM AR L3Ik Tie-2 & & KA Ao 85 ZUBR B B AL A8 B8 iPARAK, & ik &
JER LS, ARATFHOERL 10 min), Tie-2 F& KA THRK, (28R BRI T B ZH(P<0.01); FAEKERH
# %, Tie-2 & & & ik Ao B R AR AL 3 —F B 238 5 (P<0.01), @Tie-2 47 A 7T Ak R, 10 min %) 2% % K2 NE
# Emax B 13.479 mN B4& £ 10.122 mN, P<0.05), 5+ 2 Z47%] Ang-1 34k 2. 10 min 28 BB P 69 285 4E A (Bpee 9 15.283
mN B8 £ 10.253 mN, P<0.01); Tie-2 #p#) F) T2 &4 £ 4 h 89 o B4R R B (NE 49 B,y B 5.875mN 3% & £ 8.003 mN,
P<0.05), 52 ¥4t Ang-2 it —F BB A 4 h 2% B R M 94 A (B B 3.444 mN 3 3 £ 7.643 mN, P<0.01), @# 4
10 min B, BAKf % & R 8 Ang-2 7T 4K Tie-2 #ag L, {22 ¥ 0.040 3 K48 Z 0.012 3(P<0.01); %A 4 h &, kA
S AR R MG Ang-1 T AR Tie-2 & & &3k, £ d 0.227 6 B4 E 0.085 1(P<0.01), L7 vAMAK Tie-2 Bhdiit, {£ 1
W 0.143 7 %A% £ 0.035 9(P<0.01), @NO & Z E&# AT EEE 5, Ang-2 F» Tie-2 374 7 B & 74 3138 5 (P<0.01); #
AW A NO A28 B AT RIS 513 9 4 8%, Ang-1 Fo Tie-2 49 #) 7T 494 £ 3% 3 (P<0.01), £5i® Ang-1. Ang-2 it
Tie-2 ZARAF K R & stk & b B R M A E AL,

KEIR: chbikh; wFR B, MMEL; oF 2 RE-1; 2F4RE-2; Tie-2

FESES: RIS XHKIREED: A XEHS: 1007-7693(2013)04-0343-06

Tie-2 Receptor Mediates the Regulation of Ang-1 and Ang-2 on the Biphasic Change of Vascular
Reactivity after Hemorrhagic Shock in Rats

XU Jing, YANG Guangming, LI Tao, LIU Liangming*(State Key Laboratory of Trauma, Burns and Combined Injury,
Department 2, Institute of Surgery Research, Daping Hospital, Third Military medical University, Chongging 400042, China)

ABSTRACT: OBJECTIVE To observe the role of Tie-2 in the regulation of angiopoietin-1(Ang-1) and angiopoietin-2(Ang-2)
on the biphasic change of vascular reactivity after hemorrhagic shock in rats. METHODS The protein expression and tyrosine
phosphorylation of Tie-2 in the superior mesenteric artery(SMA) after hemorrhagic shock were measured via Western blot
technique, the effect of Tie-2 inhibitor on the vascular reactivity of SMA in the early (hyperreactivity) and late (hyporeactivity)
period of hypoxia treated with Ang-1 and Ang-2 were observed via the isolated organ perfusion system, and the protein
expression and tyrosine phosphorylation of Tie-2 in the hypoxia mixture of vascular endothelial cell(VEC) and vascular smooth
muscle cell(VSMC) treated with Ang-1 and Ang-2 were measured via Western blot technique. Effect of Tie-2 on the NO
concentration of VSMC and VEC mixture in the early and late hypoxia was detected by the NO kit. RESULTS (DThe protein
expression and tyrosine phosphorylation of Tie-2 in the SMA were low in normal control group, and were increased after
hemorrhagic shock, the protein expression of Tie-2 was increased after 30 min shock (P<0.01), and the tyrosine phosphorylation
of Tie-2 was increased after 10 min shock (P<0.01), both protein expression and tyrosine phosphorylation of Tie-2 were further
increased as shock went on (P<0.01). @Tie-2 inhibitor could decrease the vascular hyperreactivity in 10 min hypoxia (the Epqy
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of NE was decreased from 13.479 mN to 10.122 mN, P<0.05), and repress the maintenance effect of Ang-1 on vascular reactivity
in 10 min hypoxia (the E.x of NE was decreased from 15.283 mN to 10.253 mN, P<0.01); Tie-2 inhibitor could improve the
vascular hyporeactivity in 4 h hypoxia (the E,,, of NE was increased from 5.875 mN to 8.003 mN, P<0.05), and inhibit the
decrease effect of Ang-2 on vascular reactivity in 4 h hypoxia (the E,,x of NE was increased from 3.444 mN to 7.643 mN,
P<0.01). @At 10 min hypoxia, Ang-2 could decrease the tyrosine phosphorylation of Tie-2 from 0.040 3 to 0.012 3(P<0.01),
and at 4 h hypoxia, Ang-1 could decrease the protein expression of Tie-2 from 0.227 6 to 0.085 1(P<0.01), and decrease the
tyrosine phosphorylation of Tie-2 from 0.143 7 to 0.035 9(P<0.01). @The NO concentration in the cells mixture was
significantly increased in the early hypoxia, and the increase could be inhibited by Ang-2 and Tie-2 inhibitor(P<0.01); in the late
hypoxia, the NO concentration was further increased, and could be inhibited by Ang-1 and Tie-2 inhibitor(P<0.01).
CONCLUSION Ang-1 and Ang-2 regulate the biphasic change of vascular reactivity after hemorrhagic shock in rats through

Tie-2 receptor.

KEY WORDS: hemorrhagic shock; vascular reactivity; biphasic change; angiopoietin-1; angiopoietin-2; Tie-2
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Fig 1 The protein expression and tyrosine phosphorylation
of Tie-2 after hemorrhagic shock(n=4)

A-results of Western blot; B—analysis of Western blot

Compared with normal control group of Tie-2 protein expression,

YP<0.01; compared with normal control group of Tie-2 phosphorylation,
P<0.01
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Fig 2 Effect of Tie-2 function blocking antibody on the
regulation of Ang-1 and Ang-2 on the vascular reactivity in
the early hypoxia(n=8)

Compared with 10 min hypoxia group, "P<0.05, ?P<0.01; compared
with Ang-1+10min hypoxia group, P<0.01
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Fig 3 Effect of Tie-2 function blocking antibody on the
regulation of Ang-1 and Ang-2 on the vascular reactivity in
the late hypoxia(n=8)
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Fig 4 The protein expression and tyrosine phosphorylation
of Tie-2 during the regulation of Ang-1 and Ang-2 on the
vascular reactivity in the early and late hypoxia(n=4)
A-results of Western blot; B—analysis of Western blot

Compared with normal control group of Tie-2 protein expression/
phosphorylation, "P<0.01; compared with 10 min hypoxia group of Tie-2
protein expression/phosphorylation; p<0.01, compared with 4 h hypoxia
group of Tie-2 protein expression/phosphorylation, ¥P<0.01
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External Curative Effect of Gardenia Powder with Vinegar in Rat Model of Blood Stasis

TANG Peipei, BAI Ming, YIN Juntao, MIAO Mingsan*(Henan University of Traditional Chinese Medicine, Zhengzhou
450008, China)

ABSTRACT: OBJECTIVE To explore the external curative effect of Gardenia powder vinegar paste in rat model of blood
stasis. METHODS Rat model of blood stasis was established by weight in the right lower limb soft tissue of rats, and then
treated with large and low-dose Gardenia powder vinegar paste. Symptom scores of damaged tissue, hemorheology and
pathological changes were observed. RESULTS High and low-dose Gardenia powder vinegar paste could reduce significantly
symptom scores of damaged tissue, significantly reduced the pain symptoms of sprain and obviously improved hemorheology, so
Gardenia powder vinegar paste could significantly reduce pain in lesions sprain. CONCLUSION Gardenia powder vinegar
paste has good local external curative effect on rat model of blood stasis.
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