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Effect of the Combination of HSYA and f-boswellic Acid on Coagulation Function, NO and ¢cGMP in Blood-
stasis Model Rats

WANG Ming-ming"?, CHEN Min-chun’, LI Yu-wen’, DING Yi’, ZHANG Yi-kai’, WEI Pei-feng', WEN Ai-dong’
(1.Shaanxi University of TCM, Shaanxi Xianyang 712046, China;2.Xijing Hospital of Fourth Military Medical
University, Xi’an 710032, China)

ABSTRACT OBJECTIVE: To study the effect of HSYA (HSYA) and B-boswellic acid (BA) on blood coagulation, nitric oxide
(NO) and cyclic guanosine monophosphate (cGMP) in blood-stasis model rats. METHODS: 48 SD rats were randomly divided in-
to normal control group (constant volume of normal saline), model group (constant volume of normal saline), aspirin group (100
mg/kg) , HSYA group (100 mg/kg), B-BA group (200 mg/kg), drug combination group (HSYA 50 mg/kg+p-BA 100 mg/kg).
They were given relevant medicine intragastrically every 12 h for consecutive 7 times. After the fifth administration, the model rats
were given adrenalin hydrochloride(0.8 mg/kg) subcutanecously twice with an interval of 4 h. During the interval between two injec-
tions, ice-cold water was used to induce acute blood stasis model. Blood samples were collected within 30 min after the last admin-
istration to detect the coagulation parameters, NO and cGMP concentration; the pathological changes of carotid artery were ob-
served. RESULTS: Compared with normal control group, the thrombin time (TT), prothrombin time (PT) and activated partial
thromboplastin time (APTT) were all shortened in model group; the content of fibrinogen content (FIB) increased while the con-
centration of NO and ¢cGMP decreased; there was statistical significance (P<<0.01). Rats’ vascular endothelium was impaired, and
part of their vascular endothelial cell fell off from vascular wall. Compared with model group, TT and APTT were prolonged and
the content of FIB decreased in HSYA group, S-BA group and drug combination group; there was statistical significance (P<<
0.01).Vascular endothelium injury were improved, and the effect of drug combination was more obvious than single drug. CONCLU-
SIONS: HSYA and f-boswellic acid can significantly improve coagulation function and increase NO and cGMP concentrations in
blood-stasis model rats.
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Tab 1 Effect of drug combination on blood coagulation

parameters of model rats(X+s, n=8)

v e
TT.s PT,s APTT,s FIB,g/L
TR 4626+2.17 13101044 24064063 1.79+0.08
fAg 2441518 8.60£029° 17474083 40510407
HSYAZ 37.94+2.98" 921+026% 19314073 34940207
f-BAY 36.13£2427 9.17+035° 19064087 3450497
ka4l 42734196 10.07+0.64* 2791076% 2471043
W] AR 4274299 11.99+0.56" B.081066"  240%042%
5 IEH TR LA < P<<0.01; SBIAIZH [ . "P<<0.05,7P<<0.01

vs. normal control group: “ P<<0.01; vs. model group: "P<<0.05,
#P<<0.01
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Tab 2 Effect of drug combination on the concent of NO and
¢GMP in model rats(¥+s, n=8)

415 NO, pmol/L ¢GMP, nmol/L
ERwRA 10.98£0.58 1650£038

fAH 427£0.18° 988031
HSYA4 737£0.78° 1265£031°
f-BA4L 6.80£0.94° 11851057
Az 9934027 15.58+036°
W EARAL 10.7540.78° 15994052

IE R IR FL# . * P<<0.01; SRR oA . #P<<0.01

vs. normal control group: *P<<0.01; vs. model group:“P<<0.01
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Fig 1 Pathological section of rats’ carotid artery (40x)
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