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Oxidative stress damage in different phases of bipolar disorder in Chinese Han population
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[Abstract] Objective To explore differences of oxidative stress damage among different phases in patients with bipolar
disorder. Methods Fifty — three patients with bipolar I disorder and 59 healthy controls( HC) were recruited in Guangzhou Huiai
Hospital. Hamilton Depression Scale —17 item ( HAMD - 17) and Bech — Rafaelsen Mania Rating Scale( BRMS) were used to assess
the clinical symptoms. Peripheral blood were collected in the early morning and used to test the contents of superoxide dismutase
(SOD)  glutathione peroxidase( GPx) and Malonaldehyde( MDA) in all participants. Results (DThe contents of MDA( F = 8. 362
P <0.01) and GPx( F =4.550 P =0.013) in patients were higher than HC. (2)Patients were divided into manic group ( MA) and
depressive group ( DP) according to the clinical symptoms. There were significant differences in MDA among the MA DP and HC
(F=6.079 P<0.01). MDA in MA and DP were higher than HC respectively( P <0.01) . The differences of GPx were significant
among the three groups ( F =3.355 P =0.022) . GPx in DP was higher than HC ( P =0.012) . ®Patients were divided into psychotic
group ( Ps) and non — psychotic group ( NPs) according to the psychotic symptoms. There were significant differences in MDA among
the Ps NPs and HC ( F=5.646 P =0.001). MDA in Ps and NPs were higher than HC respectively( P <0.05  0.01) . The
differences of GPx were significant among the three groups ( F =4.356 P <0.01). GPx in Ps was higher than HC ( P <0.01) . @
There were no significant association between age of episode counts of inpatient duration of illness HAMD and BRMS with SOD
GPx and MDA respectively( P >0.05) . Conclusion There is oxidative stress system disturbance in the episode phrase of patients
with bipolar disorder which may be associates with the clinical characters.
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