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The relationship between glucose-6-phosphate dehydrogenase deficiency and type 2 diabetes”
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Abstract : Objective To explore the relationship between glucose-6-phosphate dehydrogenase deficiency and type 2 diabetes and
to provide reference for clinical diagnosis, monitoring and treatment of Type 2 diabetes. Methods Subjects were selected from our
hospital,including 173 cases of healthy volunteers assigned to the control group; 195 cases with type 2 diabetes conforming to the
diagnostic criteria of WHO were assigned to the diabetic group. 97 cases were diagnosed with glucose-6-phosphate dehydrogenase
deficiency in our hospital,of whom 82 cases were assigned to simple glucose-6-phosphate dehydrogenase deficiency group,and 17
cases were assigned to the diabetes with glucose-6-phosphate dehydrogenase deficiency group. The correlation of glucose-6-phos-
phate dehydrogenase activity and diabetes was measured by each detected value. Results Compared with the control group, the glu-
cose-6-phosphate dehydrogenase activity and RBC count in diabetic group were higher(P<C0. 05). Positive correlations between glu-
cose-6-phosphate dehydrogenase activity and RBC count in the two groups were significant(P<C0. 05). HbAlc and FBG showed a
significant positive correlation in the control group,diabetic group and diabeties with glucose-6-phosphate dehydrogenase deficiency
group(P<C0. 05). But there was no significant correlation in the glucose-6-phosphate dehydrogenase deficiency group. The rate of
screening for glucose-6-phosphate dehydrogenase deficiency in diabetes group was 3. 6% ,and the rate in the control group was 1.
1%. When HbAlc==6. 5% ,the rate of screening for glucose-6-phosphate dehydrogenase deficiency in the diabetes group was signifi-
cantly higher than that in the control group (y* =4. 239, P=0.039). Conclusion The level of HbAlc is discordant with that of
blood glucose in diabetic patients with glucose-6-phosphate dehydrogenase deficiency group. Diabetes leads to the increasement of
the rate of glucose-6-phosphate dehydrogenase deficiency. The glucose-6-phosphate dehydrogenase activity of diabetic patients with
non-glucose-6-phosphate dehydrogenase dificiency is higher than that of the normal group. It may be associated with the level of
RBC or increase of compensatory. Further more, glucose-6-phosphate dehydrogenase activity may be a good indicator for controlling
diabetes, which remains to be further studied.
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