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Influence of G6PD activity in banked blood on the therapeutic effects of exchange transfusion in neonatal hyperbilirubinemia
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Abstract: Objective To analyze the influence of glucose-6-phosphate dehydrogenase (G6PD) activity in banked blood on the
therapeutic effects of exchange transfusion in neonatal hyperbilirubinemia. Methods 190 neonates with hyperbilirubinemia were di-
vided into experiment group and control group according to the G6PD activity(reduced activity for experiment group and normal ac-
tivity for control group) of banked blood used for the exchange transfusion. Serum total bilirubin('TBiD) level and the drop of it at 24
hours after exchange, mean duration of phototherapy and repeated exchange neonates percentage were compared between the two
groups. Results TBil level of experiment group was significantly higher than that of control group(:=5. 74, P<C0. 05) at 24 hours
after exchange. TBil drop in experiment group was significantly lesser than that in control group(¢z=10. 93, P<0. 05). Compared
with control group,the duration of phototherapy in experiment group was significantly longer(z=7. 14, P<C0. 05). And the percent-

age of neonates who underwent repeated exchange transfusion in experiment group was also significantly higher (y* =5. 60, P<C

0. 05). Conclusion

In neonates with hyperbilirubinemia, exchange transfusion with reduced G6PD activity banked blood would have

a lesser drop of TBil,a significantly longer phototherapy time and an increase probability of repeated exchange transfusion.
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