FEEERANEY 20064 9 A% 18 %W 9 ¥  Chin Crit Care Med, September 2006, Vol. 18,No. 9

g NRH FE BN HE

CRE] B8 BRI KRERESE MEG)H) R 5 i 4 4k 52 K Bl P9 B AR #E F fE 4K o o i B W0 48 1 Br
KEM ., K% 56 ASD KREEILRFEENNEFE LRENEAMGEEEA;NE 44 % E% R
PR 0.0.5.1 M 2h S AT B RMASHERTBUKIKFK 0.0.5.1.2.3 M 4h 7 MEH, FHR
HBEEBESKCMA BRI ER, R BE 18« —HERE (8« -GAEARIJS I &35 % NE iz i K
MRMENEL, FR SMAMERXM NEHENERRAN KR OhMO.5 h AP B & FEX¥X RAMK
kR EAA. AR I h M 2h APBKEFEFSTRAMKF Oh 1 0.5h 18« -GA X NE i F K SMA
MEFKFREELABEH. SMA I BEF S HBEROEEEEEZRR AR O0.0.5.1 M2h AHEHTF
EXMEA TR 2hEZBEAKRIb M4 h AP BRKTFEXXBA,EA 18« -GA [ MEG] J5.%&
AMBFROUBEUHER 18« -CGAERMBETRE, XPUKR 123 ATREEHERTHMA. &
# EmHEAREES. AEABEEREEN D SRERESEARBERSEEM AR 1hM2hE
B A 9 P B A0 Atk I 4 e 48 S T RE L PR T 3 h I 4 h SRR N Py R A i 4 W 4B R B B B REMIE s MEEGT ZE 4K
HEARKBELERERNNELPEEERSER.

(@A) th5, kb, REKEME; mMERBRL; DAKERER

Role of arterial myo-endothelial gap junction on the vascular contractile reactivity following hemorrhagic
shock in rats MING Jia, LIU Liang-ming, LI Tao, YANG Guang-ming, XU Jing. State Key Laboratory
of Trauma, Burns and Combined Injury, Research Institute of Surgery, Daping Hospital, The Third
Military Medical University, Chongqing 400042, China

Corresponding author; LIU Liang-ming (Email; liuliangming 2002 @ yahoo. com)

[ Abstract] Objective To observe the role of arterial myo-endothelial gap junction (MEGJ) on
endothelium-dependent and independent vascular contractile reactivity following hemorrhagic shock in rats.
Methods Fifty-six SD rats were randomly divided into noradrenaline (NE) group and myricetin group. NE
group was further divided into 5 subgroups: normal control group, 0, 0.5, 1 and 2 hours after hemorrhagic
shock groups. Myricetin group was further divided into 7 subgroups: normal control group, 0, 0.5, 1, 2,
3 and 4 hours after hemorrhagic shock groups. Superior messenteric artery (SMA) was used to compare the
changes in vascular responsing to NE or myricetin with or without 18a - glycyrrhetinic acid (18¢ - GA).
Results Compared with normal control group, the reactivity of SMA rings to NE was significantly increased
at 0 and 0. 5 hour after shock and then decreased at 1 hour and 2 hours after shock. 18« —~GA had no effect on
SMA constriction induced by NE. The reactivity of SMA rings to myricetin was increased at 0, 0.5, 1 hour
and 2 hours after shock, and it reached the peak at 2 hours, then it significantly decreased at 3 hours and
4 hours after shock. 18¢ - GA antagonized SMA constriction induced by myricetin. The antagonizing effect
on myricetin in shock 1, 2 and 3 hours groups was more obvious than that in the other groups. Ceonclusion
At the early stage after hemorrhagic shock, the endothelium-dependent and independent vascular contractile
response show a compensatory increase. The endothelium-independent contractile response is significantly
decreased at 1 hour and 2 hours after shock, and the endothelium-dependent contractile response is
significantly decreased at 3 hours and 4 hours after shock. MEG] plays an important role in
endothelium-dependent vascular contractile reactivity following hemorrhagic shock.
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Figure 1 Vascular contractile reactivity of SMA before
18x - GA treatment in NE group
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Figure 2 Vascular contractile reactivity of SMA after
18a - GA treatment in NE group
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Figure 3 Changes of maximal vascular contractile reactivity

of SMA before and after 18 — GA treatment in NE group
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Figure 4 Changes of maximal vascular contractile reactivity of

SMA before and after 18c — GA treatment in myricetin group
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