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Inhibitive effects of electroacupuncture on pain response and c-fos ex-

pression in spinal cord induced by substance P in rats

Ruan Huaizhen, Li Xicheng, Li Haidi, Zhao Bangyun, Hao Yong, Yu Qiong ( Department of Physiology, Third Mili~
tary Medical University, Chongqing, 630038)

Abstract Objective: To observe the effects of electroacupuncture at the " Jaji" point on pain response
and c—os expression in spinal cord induced by intrath ecal injection of substance P (SP, 10/ g) in rats. Meth —
ods: Immunohistochemistry and measurement of pain were used- Results: The intrathecal injection of SP
produced pain response and evoked cfos expression in spinal cord. 1h after the injection of SP, the FLIneu-
rons were localizedin laminae I, II, V and VIof both sides of the spinal cord- Electroacupuncture at the " ia—
ji" point could inhibit pain response and c—fos expression, which culd be partially reversed by naloxone.
Conclusion: Electroacupuncture might exert its analgesic effects through stimulating the internal opiate pep—
tide to inhibit SP.
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Effects of benazepril on congestive heart failure and its neuro-humoral

mechanism

Ni Tingshu, Wei Linshu, Wang Minzhong, He Guoxiang (Department of Cardiology, Southwest Hospital, Third Mili-

tary Medical University, Chonggqing, 630038)

Abstract Objective: To investigate the effects of benazepril (BNZ) on congestive heart failure ( CHF)

and its neuro-humoral mechanism. Methods: Anti-CHF trratment (digoxin+ diuretic) was given to 32 cases
of CHF (NYHA class Il , n= 191l ,n= 10;IV, n= 3), but theB-adrenergic blooking agents and calcium
antagonist were withdrawn. Benazepril (BNZ) 10mg/d for 20~ 30 d were added- Plasma renin activity
(PRA), the coutents of angiotensinll (ATH ), ventricularfunctions (SV, CO, EF, and PEP/LVET) were

determined. Results: In all patients, the symptom of CHF was considerably alleviated and exercise time sig—

nificantly increased ( P < 0.01). Consequently, the left ventricular function was markedly improved- The

mean blood pressurein patients of the hypertensive heart disease group(n = 11) were decreased from 22. 7/

13 8 kPa to 18. 8/11 2k Pa. After the treatment with BNZ, PRA was significantly increased ( P <0. 05) and

the contents of ATH , NE, E, ET and ANP significantly decreased ( P <0. 01). Conclusion: BNZ definite—

ly exerts therapeutic effects on CHF through inhibiting the activation of sympathetic system, renin-an—

giotensin system and endothelial system.
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