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Effects of denervation of sympathetic nerve on liver function in rats
XIA Feng, DONG Jia-hong, HE Zhen-ping, 1I Kun, CHEN Li, WANG Xiao-li (Institute of Hepatobiliary Surgery, Southwest Hospi-
tal, Third Military Medical Univesity, Chongqing 400038, China)

Abstract. Objective To observe the effects of sympathetic denewation of the liver on liver function in the nor-
mal and chemically injured liver. Methods Eighty healthy male Wistar rats were divided randomly into four groups:
contol, carbon tetrachloride group (CCL ), 6-hydroxydopamine group (6-OHDA), and CCl;+6-OHDA group. Chemi-
cal denervation model was prepared by injection of 6-OHDA (2 ml, 100 mg ) through the mesenteric vein of jejunum
loop. Aaute liver injuty model was established by using CCls. Blood chemistry, ATP, arterial ketone body ratio (AK-
BR) and indocyanine green (ICG15) in each group were detemined after treatment of sympathetic denervation and
acute liver injury. Results Chemical denervation resulted in significant changes of parameters under acute liver inju-
ry, and has bereficial effects on pwtein anabolism, metabolism of bilirubin and energy, ICG excretion, and alleviation
of low-potassium in serum. However, simple sympathetic denervation had no effect on liver function. Conclusion
Sympathetic denervation can alleviate liver injury due to CCL, and has beneficial effects on liver function.
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