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Clinical Study on the Efficacy of Reduced Glutathione in the Treatment of
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ABSTRACT Objective: To investigate the therapeutic effect of reduced glutathione(GSH) on the children with Glucose-6-phosphate
dehydrogenase deficiency (G6PD) complicated by acute hemolysis. Methods: 78 cases of children with G6PD deficiency complicated
with acute hemolysis were recruited into this study over a period of two years (2015.7-2017.7). We randomly assigned the patients in a 1:
1 ratio to receive routine treatment combined of reduced glutathione per day (GSH group) or routine treatment alone as the control. Rou-
tine therapy included discontinued usage of oxidative drugs, bed rest, hydration, and alkalization of urine, and patients with severe anemia
were given transfusion of leukocyte-depleted red blood cells. On the first day, second day, and the third day, we record the rate of patients
who attain normal urine output. On the third day and fifth day, the rate of patients who attain normal serum total bilirubin(STB) level was
recorded. In addition, the average time it takes for urine output and STB level returned to normal and the average duration of hospital stay
was compared between the GSH group and the control. Results: In the GSH group, the urine recovery rates on the first day, the second
day and the third day were 51.3%, 92.3% and 100% respectively, which were 25.6%, 64.1% and 89.7% respectively in the control group
and were significantly lower than those of the GSH group (P<0.05). The average urine recovery time was 1.8+ 0.7 days and 2.6% 0.9
days in the observation group and control group, which was significantly shorter in the observation group than that of the control group
(P<0.05). The STB recovery rate of observation group was 71.8% and 100% on the third and fifth days respectively, which was 46.2%
and 97.4% in the control croup and significantly lower than those of the GSH group. In the observation group, the average bilirubin re-
covery time was 3.6 0.9 days, which was 4.1 1.0 days in the control group. The average duration of hospital stay was 2.3+ 0.6 days
and 2.8+ 0.6 days respectively. The average recovery time of urine and serum total bilirubin and average hospitalization in the observa-
tion group(P<0.05) were significantly shorter than those of the control group (P<0.05). Conclusion: Among children with G6PD compli-
cated by acute hemolysis, reduced glutathione combined with routine therapy could shorten the treatment duration, and it is more effec-

tive than the routine therapy alone.
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Table 1 Comparison of the urinary recovery rate between two groups

Observation Group

Control Group

Days n%) n%) x? P
1d 20(51.3) 10(25.6) 5.417 0.020
2d 36(92.3) 25(64.1) 9.101 0.003
3d 39(100.0) 35(89.7) 4216 0.124
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Table 2 Comparison of the total bilirubin recovery rate between two groups

Days Observation Group n(%) Control Groupn(%) x? P
3d 28(71.8) 18(46.2) 5.299 0.021
5d 39(100.0) 38(97.4) 1.013 0.314
% 3 MAFHWHERBRFHEBRREMLE
Table 3 Comparison of the average recovery Time and duration of hospital stay between two groups
Observation Group Control Group
Index t P
n n
Average urinary recovery Time (d) 1.8+ 0.7 2.6 0.9 5.466 <0.001
Average total bilirubin bilirubin recovery Time(d) 3.6+ 09 4.1+ 1.0 2227 0.029

Average duration of hospital stay(d) 2.3+ 0.6 2.8+ 0.6 4.768 <0.001
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