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Abstract: Determination of Glutathione Level in Red Blood Cell with Dithio-

bis-nitrobenzoic Acid Method in Normal and Cerebrovascular Disease
Patients

Ratthanapanon V¥, Banjerdpongchai R* Leelarungrayub N** Suparsa S***

Rationale: Glutathione (GSH) is an important antioxidant and a biochemical marker of oxidative
stress organisms.

Objective: To study the leve! of glutathione in red blood cell determined by dithio-bis-nitrobenzoic
acid (DTNB) method in Thai normal adult males, in 3 aging groups (n=20 each), 21-40, 41-60, and
>60 year compared with cardiovascular disease (CVD) patients.

Results: It was found that the glutathione levels in Thai normal males were 72.2110.2, 70.8%7.8,
and 65.817.3 mg/dL erythrocyte, respectively which were not significant different among the groups
(p>0.05), whereas that of CVD patients was 61.9+15.8 mg/dL erythrocyte. Mean of GSH levels in
all normal Thai males was 69.618.8 mg/dL erythroyte which was significantly different (p<0.05) to
the mean GSH level of CVD patients.

Conclusion: Simple DTNB-method can be used to determine and detect the different GSH levels

between CVD and normal subjects. Bull Chiang Mai Assoc Med S 2001; 34 12-21.

Key words: GSH, DTNB, CVD

* Biochemistry Department, Faculty of Medicine, Chiang Mai University
** Physical Therapy Department, Faculty of Associated Medical Sciences, Chiang Mai University
*** 4th Year Student, Faculty of Associated Madical Sciences, Chiang Mai University, 2000-2001.
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