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Abstract: 
Background: Bisphenol-A (BPA) is an environmental xenoestrogen that has been studied for its impact on 

fertility in animals and humans. Growing evidence showed that Bisphenol-A can disrupt the cytochrome P450 

enzymes activities, leading to generation of reactive oxygen species with endocrine Interference effect, and can 

affect multiple organs. The objective of the study was to investigate the effects of varying concentrations of BPA 

(0.05 - 1μM for 13 weeks) on glutathione reductase and on glutathione peroxidase in female rats. Method: The 

eleven experimental groups rats were administered; 0.05, 0.1, 0.2, 0.3, 0.4, 0.5, 0.6, 0.7, 0.8, 0.9, and 1 mg of 

BPA/kg bw/day for 13weeks respectively and blood samples collected weekly. The glutathione reductase and 

glutathione peroxidase were assayed using ready-to-use reagent kits and autochemicalanalyser. Individual tests 

were carried out according to the kit specifications. Results: the results showed significant increase in 

glutathione reductase, but glutathione peroxidase and were decreases after BPA exposure. The findings suggest 

that BPA induce oxidative stress. Conclusion: BPA-induced changes in the oxidative state in rats and may be a 

potential cue of BPA-mediated disease conditions. 
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I. Introduction 
Bisphenol A (BPA) is a monomer used primarily in the production of polycarbonate (PC) resins and 

epoxy resin widely used in consumer products[1]. Mourad and Khadrawy[2] reported increased urinary BPA 

(total BPA) levels in epoxy resin sprayers. other uses that include the synthesis of flame retardant, unsaturated 

polyester resin, polysulfone resin and polyetherimides[3]. BPA absorption from the gastrointestinal tract and 

dermal absorption is relatively high. Zalkoet al [4], on the other hand, observed absorption of 46 % via the 

human skin. A penetration of 8.6 % with a maximum penetration rate of 0.022 μg/cm2/hour was measured[5]. 

BPA accumulates in adipose tissue[6], body fluids, human placenta[7], cord blood[8], amniotic fluid[9,10], fetal 

liver[11] and breast milk[12,13], and in fetus[10]. BPA is well distributed in a wide range of organs, 

predominantly, the lung, kidneys, thyroid, stomach, heart, spleen, testes, liver, and brain[14].  

There are evidences indicating that developmental exposure to BPA perturb the neurotransmitter; BPA 

alter the dopaminergic system at presynaptic and post synaptic level[15], changes the gene expression of 

dopamine transporter[16], altered dopamine metabolism[17], and activation of dopamine receptor mediated G-

proteins[18]. BPA affect gamma-amino butyric acid type A receptor[19], inhibits the expression of ERβ protein 

and increases aromatase activity[20], suggesting BPA exposure perturb the neurotransmitter system[21] 

Another use for bisphenol A is in the plastic and rubber industries. it is used as a colour developer in 

thermal paper[22], in foundry casting and for lining water pipes[23]. It was reported that female and male health 

has been seriously threatened, and the environmental pollution was thought to be the main reason of this 

phenomenon[24]. BPA has been in use commercially for over 50 years, and workers producing this compound 

and its products have been exposed to time-weighted average air levels to about 10 mg/m3 over decades[13]. it 
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has been found that continous exposures to BPA are irritating to the eye and respiratory tract, and may cause 

skin lesions and photosensitization of the skin[13]. BPA has the potential to cause Slight and transient nasal 

tract epithelial damage[25]. BPA appears to have a respiratory irritation potential. 

Also, BPA exposure has been associated with autoimmune pathophysiology. BPA disruption of 

cytochrome P450 enzymes by downregulation, and alterations in immune function, is a potential mechanism for 

autoimmune pathophysiology induced by BPA exposure[26]. BPA is a common environmental estrogen with 

endocrine Interference effect, and can affect multiple organs of human[27,28,29]. research revealed that BPA 

can affect the function of thyroid gland and disrupt the function of nuclear hormone receptors and their cofactors 

to disturb the internal hormonal environment[30].  Braun et al.[ 31], suggested that prenatal exposure of BPA is 

associated with externalizing behaviors in children. Gestational BPA exposure affects behavioral and emotional 

regulation domains in children[32]. BPA exposure promotes a podocytopathy with proteinuria, glomerular 

hyperfiltration and podocytopenia[33], raises the levels of cytokines and induce developmental 

immunotoxicity[29]. As an environmental estrogen, BPA can affect the functions of reproductive system and 

lead to infertility. Fujimoto et al. [34], suggested that BPA exposure interfere with oocyte quality, influence 

semen quality parameters[35], decrease sperm count and quality, and DNA damage in somatic and germ 

cells[36]. BPA up regulated cluster in expression in atrophic prostate epithelial cells and induced lipid 

peroxidation and DNA fragmentation in spermatozoa[37]. The aim of this study is to unveil/establish the 

possible effects and physiological disposition of Bisphenol A on oxidative stress markers in female wistar albino 

rats by carryingout analysis of  glutathione enzymes. 

 

II. Materials And Methods 
Study area: The study was carried out at Applied Biochemistry Lab, NnamdiAzikiwe University, Awka, 

Nigeria and Biochemistry Lab, Gregory University Uturu, Abia state, Nigeria from January 2018 to April, 2018. 

Methodology: 

Total 60 non-pregnant female rats of age 5 weeks were acclimatized in the laboratory for 7 days and 

randomly divided into 11 experimental groups of 5 rats each and respectively administered; 0.05, 0.1, 0.2, 0.3, 

0.4, 0.5, 0.6, 0.7, 0.8, 0.9, and 1 mg of BPA/kg bw/day. The first group which served as control did not receive 

any treatment but distilled water instead. The graded doses of BPA were dissolved in distilled water and 

administered by oral gavage using intubation cannula (Lars Medicare Pvt. Ltd, new delhi, india). Blood were 

obtained from the tail of the various groups by capillary action weekly, after BPA administration for 13 weeks.  

Blood samples were processed for clinical assay. 

Animals were housed in aluminum wire-mesh cages in a well-ventilated animal house with a 12 h 

dark/light cycle and at room temperature and were provided commercial rat pellets (Vital feed from Vital group 

of Company, Nigeria) and water ad libitum.  

At the end of the experiments serum glutathione reductase and glutathione peroxidase were assayed 

using Autochemicalanalyser (Lx 20 pro Autoanalyser, Beckman Coulter, Woerden, Netherland andChemwell 

chemical Analyzer, Manufacturer: Roche Hitachi, GMI.). All reagents were commercially obtained as already 

prepared kits. The kits for  glutathionereductase and glutathione peroxidase were purchased from Sigma- 

Aldrich, St. Louis, USA. Individual tests were carried out according to the kit specifications. 

 

Statistical analysis: 

Differences between obtained values (mean±SD) were carried out by one-way analysis of variance 

(ANOVA) using SPSS software version 20.0 followed by the Tukey-Kramer multiple comparison test. At 

p≤0.05 was taken as a criterion for a statistically significant difference. 

 

III. Results 

 GLUTATHIONE REDUCTASE 

During the first four weeks of exposure to BPA (fig 1a), it was observed there was no significant 

difference between the glutathione reductase level of the control (CONT.) and the baseline (0). In fig 1a, the 

groups that received 0.2 – 0.7mg/kg BPA and 0.9 mg/kg BPA, when compared with the control group, showed 

significant increase in glutathione reductase level which decrease over time. The 0.1mg/kg BPA test group 

showed an increase in glutathione reductase level which was relatively constant over time. A relatively slight 

nonsignificant increase in glutathione reductase was observed in the experimental group that were administered 

0.05 and 0.8 mg/kg BPA. Only 0.1 mg/kg BPA test group showed a nonsignificant decrease in glutathione 

reductase level when compared with the control group. 

As the orally administration of BPA continued to the second month (week 5-8) in fig 1b, it was 

observed that there was a significant increase in the level of glutathione reductase when compared with the 

control group, for the groups that were exposed to 0.05, 0.6, 0.9 and 1 mg/kg BPA. The glutathione reductase 

level for 0.05mg/kg BPA test group tends to increase over time, those of 0.6 and 0.9 mg/kg BPA tend to 
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decrease with time, while that of 1 mg/kg BPA was relatively constant. Interestingly, the test group that were 

administered with 0.3 mg/kg BPA showed a decreased level of the enzyme over time. A characteristic behaviour 

was observed in the experimental group that were given 0.5 and 0.7 mg/kg BPA where the enzyme level were 

high at weeks 5 and 6 but decreased in weeks 7 and 8. The groups that were exposed to 0.1 and 0.8 mg/kg BPA 

showed a slight nonsignificant increase in the enzyme level over time, while 0.2 mg/kg BPA experimental group 

showed a noncharasteristic fluntuation in the enzyme level during the time of exposure.  

In fig 1c,the eefect of continued BPA exposure for the third month was monitored. There is a 

significant decrease in glutathione reductaes for the test groups that were administered 0.2, 0.4-0.7 mg/kg BPA 

over time of exposure but a charasteristic significant increase in the enzyme level was observed in week 13 for 

0.4 and 0.6 mg/kg BPA test group. The 0.3 mg/kg BPA experimental group showed a noncharacteristic decrease 

in the enzyme level. The test group of 0.05, 0.1, 0.8, 0.9 and 1 mg/kg BPA showed an increase in the enzyme 

level; 0.05 mg/kg BPA test group showed a significant increase over time, those of 0.1 and 0.8 mg/kg BPA test 

group showed a slight nonsignificant increase in the enzyme level over time, while 0.9 mg/kg BPA test group 

tends to decrease over the period of exposure but 1 mg/kg BPA test group remained relatively constant 

throughout the last five weeks of exposure. 

 

 
Fig. 1a; Glutathione reductase level after first month (week 1-4) of exposure to BPA. 

 
Fig. 1b;Glutathione reductase level after the second month (week 5-8) of exposure to BPA 

0

10

20

30

40

50

60

C
o

n
ce

n
tr

at
io

n
s 

(m
U

/m
l)

Dose (mg/kg)

A

0

1

2

3

4

0

5

10

15

20

25

30

35

40

C
o

n
ce

n
tr

at
io

n
s 

(m
U

/m
l)

Dose (mg/kg)

B

0

5

6

7

8



In Vitro Profiling Of The Glutathione Reductase And Glutathione Peroxidase  To Determine .. 

DOI: 10.9790/264X-06052532                            www.iosrjournals.org                                                     28 | Page 

 
Fig. 1c;Glutathione reductase level after the third month (week 9-13) of exposure to BPA 

 

 GLUTATHIONE PEROXIDASE 

Generally, there is a significant dose dependent decrease in the glutathione peroxidase  level when 

compared with the control and week 0 at p≤0.05. Fig. 2a to 2c showed the result for glutathione peroxidase after 

the 13 weeks (1 to 3 month) of exposure to graded doses of BPA. Glutathione peroxidase was significantly 

decrease in all the experimental groups over time, with 0.6, 0.8 and 0.9 mg/kg.BPA test groups showing a 

relatively constatnt glutathione peroxidase levels. Fig.2b, further revealed that the enzyme level was 

significantly decreased following the continued exposure to BPA. The last phase of the experiment (fig 2c), 

showed a more significant decrease in the glutathione peroxidase level in the experimental group. The 0.2mg/kg 

BPA test group showed a relatively high glutathione peroxidase level when compared with the past months 

results (fig 2a and 2b) 

 

 
Fig 2a; Glutathione peroxidase level after the first month (week 1- 4) of exposure to BPA 
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Fig 2b;Glutathione peroxidase level after the second month (week 5-8) of exposure to BPA 

 

 
Fig 2c;Glutathione peroxidase level after the third month (week 9-13) of exposure to BPA 

 

IV. Discussion 
The findings of these results showed an increase in glutathione reductase,  but glutathione peroxidase 

and were decreases after BPA exposure. In concordance with our results, Hassan et al, [38] shows a significant 

decreases in reduced glutathione (GSH), Wu et al [39], showed significant decrease in the levels of GSH in 

BPA group. Ansoumaneet al [40], showed that BPA administration causes a decrease in the activities of 

antioxidant enzymes, namely, glutathione peroxidase. Korkmazet al [41], reported the decrease in GSH. Hassan 

et al [38], showed decreased in glutathione peroxidase. Also, Chitraet al [42],, showed that the activities of 

glutathione peroxidase were decreased significantly, Eidet al [43],demonstrated that BPA caused decrease in the 

activities of antioxidant enzymes glutathione peroxidase. AboulEzzet al [44], revealed that BPA administration 

induced a state of oxidative stress by decrease in GSH levels.  

A growing body of evidence shows higher BPA concentrations were associated with increased 

abnormal liver function tests [45]. BPA has the ability to generate reactive oxygen species (ROS) and reduce 

antioxidant reserves and enzymes that are critical for hepatic phase I and II biotransformation, including 

glutathione peroxidase and glutathione reductaseactivity[38]. Similarly, others demonstrated that BPA generates 

ROS that causes oxidative damage in organs and tissues such as the brain, reproductive tract, and kidney of 

rats[41,46].The decrease in activities of the antioxidant enzymes might predispose the liver to increased free 

radical damage, because glutathione peroxidase have been considered the primary scavengers of H2O2[47]; 
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However, in absence of adequate glutathione peroxidase activity to degrade H2O2, more H2O2 could be 

converted to toxic hydroxyl radicals and may contribute to the oxidative stress of BPA.   

CONCLUSION 

Glutathione provides defence against reactive oxygen species, as it can scavenge free radicals. It acts 

directly as an antioxidant and also participates in catalytic cycles of antioxidant enzymes such as glutathione 

peroxidase and glutathione reductase. These enzymes (Glutathione peroxidase and reductase) protects cells and 

tissues against oxidative stress and damage by detoxifying various toxic substrates derived from cellular 

oxidative processes. Prolong exposure to BPA causes oxidative stress by disturbing the balance between ROS 

and antioxidant defenses system and significantly compromise the liver integrity. 

 

SIGNIFICANCE STATEMENT 
Studies show that BPA is toxic to laboratory animals at doses overlapping with or very near to human 

exposures, and that the chemical causes toxic effects that are on the rise and very common in people. These 

disturbing facts raise questions about the extent to which current, widespread exposures to BPA are contributing 

to the burden of human disease. This study will help the researcher to uncover the critical areas of prolonged 

Bisphenol A exposure that many researchers were not able to explore. Thus a new theory on BPA contribution 

to the burden of human disease may be arrived at. 

 

DECLARATIONS 

Ethical Approval and Consent to participate: Not Applicable 

Consent for publication: Not Applicable 

Availability of supporting data: Not Applicable 

Competing interest: All the authors declared no competing of interest 

Funding: None 

 

Authors’ contributions:  

Chinenye E. Oguazu –analysis of glutathione reductase, glutathione peroxidase and result.  

Francis C. Ezeonu – supervisor, proof reading 

Anajekwu B. Azuka and Ani N. Onuabuchi- Animal experiment which includes feeding, administration of 

graded doses of BPA. 

Charles G. Ikimi and Chinenye E. Oguazu – statistical analysis and result presentation 

Charles G. Ikimi and Charles C. Dike- blood sample collection and processing. 

Acknowledgement: Not Applicable 

Authors’ information: 
Chinenye E. Oguazu; Department of Applied Biochemistry, Faculty of Biosciences, NnamdiAzikiwe 

University, Awka, Nigeria. Email: oguazuce808f@yahoo.com 

 

Francis C. Ezeonu; Department of Applied Biochemistry, Faculty of Biosciences, NnamdiAzikiwe University, 

Awka, Nigeria. Email: fc.ezeonu@unizik.edu.ng 

 

Ikimi G. Charles; Department of Applied Biochemistry, Faculty of Biosciences, Federal University Otuoke, 

Bayelsa, Nigeria. Email: ikimicg@fuotuoke.edu.ng 

 

Ani N. Onuabuchi; Department of Applied Biochemistry, Faculty of Biosciences, Enugu State of Science and 

Technology, Enugu, Nigeria. Email: nnenna.ani@esut.edu.ng 

 

Anajekwu B. Azuka; Department of Applied Biochemistry, Faculty of Biosciences, NnamdiAzikiwe University, 

Awka, Nigeria. Email: ba.anajekwu@unizik.edu.ng 

 

Dike C. Charles; Department of Human Biochemistry, College of Basic Health Sciences, NnamdiAzikiwe 

University, Nnewi, Nigeria. Email: cc.dike@unizik.edu.ng 

 

References 
[1]. Trasande, L., Attina, T.M., Blustein, J., (2012). Association between urinary bisphenolA concentration and obesity prevalence in 

children and adolescents. JAMA.308(11):1113–21.  

[2]. Mourad, I.M., Khadrawy, Y.A., (2012). The sensitivity of liver, kidney and testis of rats to oxidative stress induced by different 

doses of bisphenol A. International Journal of Life Science and Pharmacology Research2:L19–L28.  
[3]. Zalko D, Acques C, Duplan H, Bruel S, Perdu E (2011). Viable skin efficiently absorbs and metabolizes bisphenol A. Chemosphere 

82(3):424-430. 

[4]. Demierre, A.L., Peter, R., Oberli, A., Bourqui-Pittet, M., (2012). Dermal penetration of bisphenolA in human skin contributes 
marginally to total exposure. Journal of Toxicology Letter213(3):305-308. 



In Vitro Profiling Of The Glutathione Reductase And Glutathione Peroxidase  To Determine .. 

DOI: 10.9790/264X-06052532                            www.iosrjournals.org                                                     31 | Page 

[5]. Rubin, B.S., Murray, M.K., Damassa, D.A., King, J.C., Soto, A,M.. (2016). Perinatal exposure to low doses of bisphenol A affects 

body weight, patterns of estrous cyclicity, and plasma LH levels. Journal of Environmental Health Perspective.109:675–680. 

[6]. Schonfelder, G., Wittfoht, W., Hopp, H., Talsness, C.E., Paul, M., Chahoud, I., (2002). Parent bisphenolA accumulation in the 
human maternal-fetal-placental unit. Environmental Health Perspective110(11):A703–A707. 

[7]. Wan, Y., Choi, K., Kim, S., (2010). Hydroxylatedpolybrominateddiphenyl ethers and bisphenol A in pregnant women and their 

matching fetuses: placental transfer and potential risks. Environmental Science Technology44(13):5233–5239. 
[8]. Yamada, H.I., Furuta, E.H., Kato, S., Kataoka, Y., Usuki, R.T., (2002). Maternal serum and amniotic fluid bisphenol A 

concentrations in the early second trimester.Reproductive Toxicology16:735-739 

[9]. Nishikawa, M., Iwano, H., Yanagisawa, R., Koike, N., Inoue, H., Yokota, H., (2010). Placental Transfer of Conjugated Bisphenol A 
and Subsequent Reactivation in the Rat Fetus.Journal of Environmental HealthPerspectives118(9):1196–1203.  

[10]. Cao, J., Mickens, J.A., McCaffrey, K.A., Leyrer, S.M., Patisaul, H.B., (2012). Neonatal bisphenolA exposure alters sexually 

dimorphic gene expression in the postnatal rat hypothalamus. Journal of Neurotoxicology33(1):23–36. 
[11]. Sun, H., Shen, O.X., Wang, X.R., Zhou, L., Zhen, S.Q., Chen, T.E., (2009).Antithyroid hormone activity of bisphenol A, 

tetrabromobisphenol A andtetachlorobisphenol A in an improved reporter gene assay. ToxicologyIn vitro4(3):2-5. 

[12]. Carwile, J.L., Michels, K.B., (2011). Urinary bisphenol A and obesity: NHANES 2003–2006. Journal of Environmental 
Research111:825–830. 

[13]. Yoo, S.D., Shin, B.S., Kwack, S.J., Lee, B.M., Park, K.L., Han, S.Y. and Kim, H.S. (2000). Pharmacokinetic disposition and tissue 

distribution of bisphenol A in rats after intravenous administration.Toxicology and Environmental HealthA61:131–139. 
[14]. Richter, C.A., Birnbaum, L.S., Farabollini, F., Newbold, R.R., Rubin, B.S., Talsness, C.E., Vandenbergh, J.G., Walser-Kuntz, D.R., 

vomSaal, F.S., (2007). In vivo effects of bisphenol A in laboratory rodent studies.Journal of Reproductive Toxicology.24(2):199-

224.  
[15]. Miyagawa, K., Narita, M., Akama, H., Suzuki, T., (2007). Memory impairment associated with a dysfunction of the hippocampal 

cholinergic system induced by prenatal and neonatal exposures to bisphenol-A. Neuroscience Letter418(3):236-241. 

[16]. Honma, T., Miyagawa, M., Suda, M., Wang, R.S., Kobayashi, K., Sekiguchi, S., (2006). Effect of perinatal exposure to bisphenol A 
on brain neurotransmitters in female rat offspring.  Journal of Industrial Health44:510-524 

[17]. Narita, M., Miyagawa, K., Mizuo, K., Yoshida, T., Suzuki, T., (2007). Changes in central dopaminergic systems and morphine 

reward by prenatal and neonatal exposure to bisphenolA in mice: evidence for the important of exposure period. Addict Biol12:167-
172. 

[18]. Choi, I.S., Cho, J.H., Park, E.J., Park, J.W., Kim, S.H., Lee, M.G., Choi, B.J., Jang, I.S., (2007). Multiple effects of bisphenol A, an 

endocrine disrupter, on GABA (A) receptors in acutely dissociated rat CA3 pyramidal neurons. Journal of Neuroscience 
Research59: 8-17. 

[19]. Xu X. H., Zhang J., Wang Y. M., Ye Y. P., Luo Q. Q., (2010). Perinatal exposure to bisphenol-A impairs learning-memory by 

concomitant down-regulation of N-methyl-D-aspartate receptors of hippocampus in male offspring mice. Hormonal 
Behaviour58:326-333. 

[20]. Padgett, L.E., Broniowska, K.A., Hansen, P.A., Corbett, J.A., Tse, H.M., (2013). The role of reactive oxygen species and 

proinflammatory cytokines in type 1 diabetes pathogenesis.Annals of the New York Academy of Sciences1281:16–35. 
[21]. Kinch, C.D., Ibhazehiebo, K., Jeong, J.H., Habibi, H.R., Kurrasch, D.M., (2015). Low-dose exposure to bisphenol A and 

replacement bisphenol S induces precocious hypothalamic neurogenesis in embryonic zebrafish. ProcNatlAcadSci USA. 112:1475–

1480.  

[22]. Environmental protection agency (EPA) (2010). Bisphenol A Action 

Plan.http://www.epa.gov/oppt/existingchemicals/pubs/actionplans/bpa_action_plan.pdf. Retrieved 12 April 2010. 
[23]. Wilcox, A.J., Bonde, J.P., (2013). On Environmental Threats to Male Infertility.Asian Journal of Andrology15:199-200. 

[24]. Xiaoqian, G., Hong-Sheng, W., (2014). Impact of bisphenol A on the cardiovascular system - epidemiological and experimental 

evidence and molecular mechanisms.International Journal of Environmental Research and Public Health.11:8399–8413. 
[25]. Lee, H.S., Pyo, M.Y., Yang, M.S., (2012). A putative oncogene, as a biomarker for prenatal exposure to Bisphenol A. Asian Pacific 

Journal of Cancer Prevention13(6):2711–2715. 

[26]. Shankar, A., Teppala, S., Sabanayagam, C., (2012). Bisphenol A and peripheral arterial disease: results from the nhanes. Journal of 
Environmental Health Perspective120:1297-1300 

[27]. Li, M., Bi, Y., Qi, L., Wang, T., Xu, M., Huang, Y., Xu, Y., Chen, Y., Lu, J., Wang, W.,Ning, G., (2012). Exposure to bisphenol A 

is associated with low-grade albuminuria in Chinese adults. Kidney International81:1131-1139 
[28]. Holladay, S.D., Xiao, S., Diao, H., Barber, J., Nagy, T., Ye, X., Gogal, R. M. Jr., (2010). Perinatal bisphenolA exposure in 

C57B6/129svj male mice: potential altered cytokine/chemokine production in adulthood. International Journal of Environmental 

Reseach and Public Health7:2845-2852. 
[29]. Moriyama, K., Tagami, T., Akamizu, T., Usui, T., Saijo, M., Kanamoto, N., Hataya, Y., Shimatsu, A., Kuzuya, Nakao, K.H., 

(2012).Thyroid hormone action is disrupted by bisphenol A as an antagonist. Journal of Clinical Endocrinology and 

Metabolism87(11):5185-5190. 
[30]. Braun, J.M., Smith, K.W., Williams, P.L., Calafat, A.M., Berry, K., Ehrlich, S., (2012).Variability of urinary phthalate metabolite 

and bisphenol A concentrations before and during pregnancy. Journal of Environmental Health Perspective120(5):739–745.  

[31]. Braun, J.M., Kalkbrenner, A.E., Calafat, A.M., Yolton, K., Ye, X., Dietrich, K.N., (2011). Impact of early-life bisphenolA exposure 
on behavior and executive function in children. Pediatrics 128(5):873–882.  

[32]. Olea-Herrero, N., Arenas, M.I., Munoz-Moreno, C., (2014). Bisphenol-A Induces PoZdocytopathy with Proteinuria in Mice.Journal 

of Cellular Physiology229:2057-2066.  
[33]. Fujimoto, V.Y., Kim, D., vomSaal, F.S., Lamb, J.D., Taylor, J.A., Bloom, M.S., (2011). Serum unconjugated bisphenol A 

concentrations in women may adversely influence oocyte quality during in vivo fertilization. Journal of Fertility 

Sterillization95:1816-1819.  
[34]. Knez, J., Kranvogl, R., Breznik, B.P., Voncina, E., Vlaisavljevic, V., (2014). Are urinary bisphenolA levels in men related to semen 

quality and embryo development after medically assisted reproduction? Fertility Sterilization 101: 215-221. 

[35]. Dobrzyńska, R.J., Radzikowska, J., (2013). Genotoxicity and Reproductive Toxicity of Bisphenol A and XRay/ Bisphenol A 
Combination in Male Mice.Drug and Chemical Journal of Toxicology, 36:19-26. 

[36]. De Flora, S., Micale, R.T., La Maestra, S., Izzotti, A., D'Agostini, F., Camoirano, A., (2011).Upregulation of clusterin in prostate 

and DNA damage in spermatozoa from bisphenol A-treated rats and formation of DNA adducts in cultured human prostatic cells. 
Journal of Toxicology Science122:45-51.  

[37]. Hassan, Z.A., Elobeid, M.A., Virk, P., Omer, S.A., ElAmin, M., Daghestani, M.H., AlOlayan, E.M., (2012). Bisphenol A induce 

hepatotoxicity through oxidative stress in rat model. Oxidative Medicine and Cellular Longevity10(6):11-55. 

file:///C:\Users\acer\Documents\downlaod%20parameter1\oxidative%20stress3.htm%23bb0270
http://www.pubmedcentral.nih.gov/articlerender.fcgi?tool=pmcentrez&artid=2944077
http://www.pubmedcentral.nih.gov/articlerender.fcgi?tool=pmcentrez&artid=2944077
http://www.pubmedcentral.nih.gov/articlerender.fcgi?tool=pmcentrez&artid=2944077
http://www.epa.gov/oppt/existingchemicals/pubs/actionplans/bpa_action_plan.pdf
http://www.epa.gov/oppt/existingchemicals/pubs/actionplans/bpa_action_plan.pdf
http://www.epa.gov/oppt/existingchemicals/pubs/actionplans/bpa_action_plan.pdf
http://www.epa.gov/oppt/existingchemicals/pubs/actionplans/bpa_action_plan.pdf.%20Retrieved%2012%20April%202010


In Vitro Profiling Of The Glutathione Reductase And Glutathione Peroxidase  To Determine .. 

DOI: 10.9790/264X-06052532                            www.iosrjournals.org                                                     32 | Page 

[38]. Wu, J.H., Jiang, X.R., Liu, G.M., Liu, X.Y., He, G.L., Sun, Z.Y., (2011). Oral exposure to low-dose bisphenol A aggravates 

testosterone-induced benign hyperplasia prostate in rats. Toxicology and Industrial Health27:810-819.  

[39]. Ansoumane, K., Chao, Q.,Peng, D.,Suqin, Q.,Tingting, Y.,Yinan, W.,Kedi, Y., (2015). Bisphenol A Induces Apoptosis in Liver 
Cells through Induction of ROS. Journal of Advances in Toxicology2015, 10. 

[40]. Korkmaz, A., Aydogan, M., Kolankaya, D., Barlas, N., (2010). Influnce of vitamin C on bisphenol A, nonylphenol and octyl-phenol 

induced oxidativedamages in liver of male rats. Journal of Food and Chemical Toxicology.48:2865-2871. 
[41]. Chitra, K.C., Latchoumycandane, C., Mathur, P.P., (2013). Induction of oxidative stress by bisphenol A in the epididymal sperm of 

rats.Journal of Toxicology185:119–127. 

[42]. Eid, J.I., Eissa, S.M., El-Ghor, A.A., (2015). Bisphenol A induces oxidative stress and DNAdamage in hepatic tissue of female rat 
offspring. Journal of Basic Applied Zoology71:10–19. 

[43]. AboulEzz, H.S., Yasser, A. K.,Iman, M. M., (2015). The effect of bisphenol A on some oxidative stress parameters and 

acetylcholinesterase activity in the heart of male albino rats.Cytotechnology67(1): 145–155. 
[44]. Oguazu, C.E., Ezeonu, F.C., Ubaoji, K.I., Anajekwu, B., (2015). Bisphol A Exerts a Transient Perturbation of Liver Function in 

Wistar Albino Rats at Acute and Sub-chronic Exposure Doses. Journal of Pharmacological Science and Bioscientific Research, 

5(3):274-278. 
[45]. Aydogan, M.A., Korkmaz, N., Barlas, N.,Kolankaya, D., (2010).Pro-oxidant effect of vitamin C coadministration with bisphenol A, 

nonylphenol and octylphenol on the reproductive tract of male rats.Journal of Drug Chemical Toxicology33: 193-203. 

[46]. Veiga-Lopez, A., Luense, L.J., Christenson, L.K., Padmanabhan, V., (2013). Developmental programming: gestational bisphenol-A 
treatment alters trajectory of fetal ovarian gene expression. Endocrinology154(5):1873–1884. 

 

Chinenye E. Oguazu, et. al. “In Vitro Profiling Of The Glutathione Reductase And Glutathione 

Peroxidase To Determine Low Dose Effects Of Bisphenol A On Glutathione System And Oxidative 

Stress.” IOSR Journal of Biotechnology and Biochemistry (IOSR-JBB), 6(5), (2020): pp. 25-32. 

 

 

https://www.ncbi.nlm.nih.gov/pubmed/?term=Aboul%20Ezz%20HS%5BAuthor%5D&cauthor=true&cauthor_uid=24337652
https://www.ncbi.nlm.nih.gov/pubmed/?term=Khadrawy%20YA%5BAuthor%5D&cauthor=true&cauthor_uid=24337652
https://www.ncbi.nlm.nih.gov/pubmed/?term=Khadrawy%20YA%5BAuthor%5D&cauthor=true&cauthor_uid=24337652

