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The preemptive role of C and E vitamin against deleterious
role of bisphenol A on reproductive hormones in rats rats
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Abstract
This study was carried out at the college of Veterinary Medicine, Kerbala University to
determine the effect of pre- and postnatal exposure to Bisphenol A (BPA) on reproductive
hormones levels (Luteinizing hormone LH , Follicle stimulating hormone FSH , Estrogen ,
activin, testosterone) Thirty pregnant female rats (FO) were divided to six groups The first group
gived only corn oil as control group and 2 positive control groups the first group treated with
vitamin C concentration 500 mg and another group treated with vitamin E concentration 200
mg . The fourth group treated one dose of BPA suspended in corn oil concentration 200
mg/kg/BW ,The fifth group treated with BPA and vit. E And the sixth group treated with BPA
and vit. C from gestational day (GD) 6 through postnatal day (PND) 21. The weanlings (F1)
from all treated groups(6 of each group) then were subjected to necropsy 3 months of age. The
results of effects of Bisphenol A on hormones levels of male rats showed that the treatment with
BPA or BPA with antioxidant (C+E) resulted in deleterious effects in hormones levels .From the
present study it has been revealed that the antioxidant vitamins (C and E) don’t have preemptive
role against deleterious role of bisphenol A .
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Parameters LH FSH Estrogen | Testosterone Activin
Groups miU/mi miU/mi pg/mi ng/ml pg/mi
Control Control | 0.41+£0.062 | 0.3+0.07 | 52.1+11.34 2.57+0.81 1294.5+582.7
groups A AF A A AC
Evit | 0.38+£0.06 | 0.31+0.07 | 30.05+5.80 1.73£1.08 | 1869.84+658.93
A AF AE AEFG C
Cvit | 0.33+0.06 | 0.33+0.06 | 30.68+11.77 | 1.96+0.94 718.5+£147.96
ADC F AE AG AD
BPA 200 mg | BPA 0.05 0.1+0 36.96 092 +0.42 644.5
/Kkgb.w. + 0.01 BC + 6.66 AC + 224.89
E AC AD
BPA + | 0.09+0.04 | 0.134£0.05 | 50.51+21.95 | 1.91+0.52 | 446.3+228.31
Evit BCE BC A AD AD
BPA + 0.1+0 0.11+0.01 | 45.33+10.64 0.1+0 369.7+£187.83
Cvit BDE BC AD BCE AD

(P < 0.05) Llias (5 sina (B8 35 5 Ao Jai Adliaall oy jal)
(mean + SE) Jiai 2l
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