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Abstract: Objective To analyze the changes of glutathione catalytic reaction system in patients with type 2 diabetes
(T2DM) and evaluate the effect of reduced glutathione (GSH) for the treatment of T2DM. Methods A total of 86 T2DM
patients definitely diagnosed between October 2014 and June 2015 were selected as T2DM group,and 86 healthy subjects
were selected as control group. The serum contents of hydrogen dioxide(H,0, ) and lipid peroxidation ( LPO) ,and the ac-
tivities of superoxide dismutase (SOD) ,GSH, GSH-peroxidase ( GSH-Px) and glutathione reductase (GR) were detected.
The T2DM patients were randomly divided into two groups (n =43 each) according to treatment method ; GSH group ( treat-
ment with reduced glutathione ) and non-GSH group ( treatment with Vitamin B Complex ). Two weeks after treatment, the ac-
tivity of SOD, the glycosylated hemoglobin( HbAlc) level , the sensory nerve conduction velocity (SCV) and urinary albumin
excretion rate (UAER) in two groups were compared. Results Before treatment,the serum contents of H,0, and LPO
[(3.66 +£0.81)nmol/L, (6.35 £ 1.43) nmol/L] in T2DM group were significantly higher than those in control group
[(2.23 +£0.24) nmol/L, (4.14 + 0.86) nmol/L | (all P < 0.01); the activities of SOD, GSH, GSH-Px and GR
[(41.36 £4.72)nu/ml, (3. 87 £1.56) ug/L, (0. 28 £0. 05 ) ng/L and(0. 19 £0. 06 ) ng/L] in T2DM group were signifi-
cantly lower than those in control group [ (81.47 £9.73)nu/ml, (4.46 £1.93) pg/L, (0.36 £0.09) ng/L and (0. 27 =
0.09)ng/L] (all P<0.01). Two weeks after treatment , the activity of SOD,the HbAlc level ,the SCV and UAER in GSH
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group were all significantly better than those in non-GSH group(all P <0.05). Conclusion The glutathione catalytic re-

action system in T2DM patients has obvious changes, and the therapy of reduced GSH can effectively raise the activity of

SOD and improve SCV and UAER level.

Key words: Type 2 diabetes; Catalytic reaction system; Reduced glutathione; Superoxide dismutase; Glycosylated he-

moglobin; Sensory nerve conduction velocity; Urinary albumin excretion rate
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