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Clinical research and mechanism of local mild hypothermia in treatment of acute cerebral
Hu Xiao ,Dai Yongqing -Chen Shixin , Zhou Linyu
(Department o f Neurosurgery , Hanzhong Three Two Zero one Hospital , Hanzhong , Shaanzi 723000, China)

[Abstract] Objective To compare the levels of serum hs-CRP,NSE,IL-18,1L-6,1L.-10 and TNF-q in patients with acute cer-
ebral infarction treated with local mild hypothermia therapy and conventional drugs. And to observe the therapeutic effect of local
mild hypothermia on acute cerebral infarction and to explore the protective mechanism of mild hypothermia on cerebral ischemia.
Methods 90 patients with acute cerebral infarction were randomly divided into 45 cases of mild hypothermia treatment group and
45 cases of conventional treatment group. The contents of hs-CRP,1L-13,1L-6 , TNF-q,1.-10 and NSE were measured in two groups
of patients with before treatment and after treatment 3,7,14 days respectively. Results (1) The clinical effect of two groups of pa-
tients treated with mild hypothermia for 14 days was significantly better than that of the conventional treatment group (P<C0. 05).
(2)Before treatment, the levels of serum hs-CRP,NSE,IL-183,11.-6,1L.-10 and TNF-« in acute cerebral infarction patients were sig-
nificantly higher than those in normal group (P<C0. 05). Before treatment, there was no significant difference in the level of serum
hs-CRP,NSE,IL-13,1L-6,1L.-10 and TNF-qa in the conventional treatment group and mild hypothermia group (P>>0. 05). (3) After
treatment , the levels of NSE,IL-18, TNF-q,IL-6 and hs-CRP were decreased in the two groups;Levels of IL-10 and hs-CRP rose af-
ter a fall. Compared with the conventional treatment group,the serum levels of hs-CRP, NSE,IL-18,1L-6 and TNF-o were signifi-
cantly decreased in the treatment group for 7 days and 14 days (P<C0. 05) ; The serum level of 11.-10 in the treatment group was sig-
nificantly higher than that in the conventional treatment group for 3 days and 7 days(P<C0. 05). Conclusion ILocal mild hypother-
mia therapy can significantly reduce the inflammatory response after cerebral infarction, play a protective role in the brain.
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