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[ Abstract] Objective: To investigate the therapeutic effect of reduced Glutathione (GSH) on myo-
cardial damage caused by acute carbon monoxide poisoning ( ACOP). Methods: 98 patients with
ACOP were randomly divided into observation group and control group. The control group was given
oxygen therapy, dehydration therapy on intracranial pressure, and nutritional therapy for brain recover-
y, while the observation group was additionally given GSH IV Therapy (2400 mg/d). The changes of
myocardial enzyme spectrum, cardiac troponin I ( ¢Tnl) , neutrophil to lymphocyte ratio (NLR) and e-
lectrocardiogram (ECG) were analyzed and compared between the two groups during the 7-day treat-
ment. Results: Before treatment, there were no statistically significant differences in NLR, cardiac
cTnl, creatine kinase MB (CK-MB) and ECG abnormality between two groups (P >0.05). After the
treatment, levels of cardiac ¢Tnl and CK-MB in the observation group were significantly lower than
those in the control group (P <0.05) and the abnormal rate of ECG in the control group were signifi-
cantly higher than those in the observation group (P <0.05). The difference was statistically signifi-
cant (P <0.05). Conclusion; Reduced GSH can effectively treat myocardial damage caused by
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ACOP, which can be the result of NLR reduction.

[ Key words | reduced glutathione; carbon monoxide ; poisoning; neutrophil to lymphocyte ratio; myo-

cardial damage; serum; troponin; creatine kinase isoenzyme
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Tab.1 Comparison of general information and

complications of two patients with severe

ACOP and myocardial damage

S WEL 2 xif B ] P

k] (h) 3.83£4.20  5.24%4.60 0.051
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2.2 NLR A &I ¢Tnl (CK-MB /KF-
IRITHT,2 4838 NLR F(E S I ¢Tol (CK-
MB KA, 2257 TS (P > 0. 05) 5 3RT
JE WSS 838 NLR HEfEL R ML ¢Tnl \CK-MB /K-
WAEMTX (P <0.05), WAk 2,
959



vtoM OB B R A e Rk 43 %
k2 WHAEE ACOP 0 LR F &4 697 7l /& NLR (B K iF ¢Tnl (CK-MB & -F
Tab.2 NLR, cardiac ¢Tnl and CK-MB of two group of patients with severe
ACOP and myocardial damage before and after treatment
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