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 E: BH HHA AL NOX2.SOD AF 5 A MMERY X R, Hik K& 98 Hl &M WAEREH, XA ELISA &%
UE WST—1 & BEFEpHMELABWEREHERE 24 h.3d.7 d.14 d PLE A B 4 SOD.NOX2 £ 4+ A fu by & F, 3
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ANOX2 ELME 24 hHAEAF(P<0.0D),E3~7TdHEHZFHHE(P<0.0D,. 25X EZBTH.ZL4KE 14d#
HEF, #—FPHWERLS IR P EZH, KWL HE 7T dHEE P EREAELL NOX2.S0OD th K F 5 % F A 7t 4,
MHEALR.ZFHAFRTFEXLCP<0.05, GFit LZMEREREFHNE ML NOX2 5 SOD K FHFEEEFAL. 5
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Clinical significance of peripheral blood NOXZ,SOD changes in acute cerebral infarction
Zhu Jingfeng, Zhang Jiansheng, Li Zhiqiang, Li Tianbao, Zhang Jiaji, Xue Guanghua

(Department of Neurology . the Ninth People’s Hospital of
Nanhai District , Foshan 528203, Guangdong , China)

Abstract: Objective To explore the relationship of acute cerebral infarction and peripheral blood NOX2
and SOD levels.  Methods

servation group.and 91 cases of healthy individuals(in physical examination) were chosen as control group. The

Ninety —eight cases of acute cerebral infarction patients were selected as the ob-

peripheral blood NOX2 and SOD levels in patients with acute cerebral infarction and in objects of the control
group were measured 24 hours,3 days.7 days,14 days after disease attack were measured by using WST—1 re-
Results
significantly decreasing peripheral blood SOD expression than the control group within 24 hours( P <0. 01),
reached to the peak from day 3 to 7 ( P <C0.01), and elevated gradually on day 14 after disease attack,SOD lev-
el of the cerebral infarction group was still lower than the control group,but there was not statistically signifi-

duction method and ELISA method,respectively. Patients of the cerebral infarction group had more

cant difference ( P >>0. 05). The NOX2 value of cerebral infarction group increased significantly within 24
hours after disease attack ( P <C0. 01),while the value reached the peak from day 3 to 7 ( P <<0.01), and then
slowly declined, decreasing to near normal condition 14 days after disease attack. Cerebral infarction group was
further subdivided into moderate, medium,heavy three groups. We found on day 7 of disease attack, comparison
of the SOD and NOX2 levels between medium, heavy cerebral infarction groups and moderate, control groups
showed statistical differences ( P <{0. 05). There exists dynamic peripheral blood NOX2 and

SOD changes in patients with acute cerebral infarction,and it's correlated with the severity of cerebral infarc-

Conclusion

tion,its concentration plays an important role in predicting disease changes and treatment. 14 days

Key words: NOX2;SOD;cerebral infarction
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