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 Chromium (Cr) is naturally occurring as heavy metal found in rocks, volcanic dust and gases, soils as well 
as plants and animals (Pandey and maduri, 2014). Chromium compounds are used in paints, metal finishes, and 
stainless steel,there is increased usage of  hexavalent chromium (CrVI) and its improper disposal lead to various 
health hazards (Cohen, et.al., 1993; 
important nutrient responsible for carbohydrate metabolism(Samuel,
forms: trivalent Cr(III)which is poorly transported across membranes and hexavalent Cr(VI) can readily
cellular membranes. Inside the cell, the hexavalent form is reduced to the trivalent form. This biotransformation 
process reduces the toxicity because the trivalent form does not cross 
form complexes with intracellular macromolecules, these toxic compounds are responsible for many toxic and 
mutagenic effects of chromium, not biodegradable and accumulate in the environment (
1993;Goulle, et.al., 2012 ). Hexavalent 
is widely known to cause allergic dermatitis as well as toxic and carcinogenic effects in humans and animals 
(farag ,et.al.,2006). The fate of chromium in the environment is dependent on its oxidation state. Hexava
chromium primarily enters the cells and under goes metabolic reduction to trivalent chromium, resulting in the 
formation of reactive oxygen species together with oxidative tissue damage and a cascade of cellular events 
(patlolla,et.al.,2009). Occupational exposure to Cr is found among approximately half a million industrial 
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 A B S T R A C T 
 In recent year a considerable attention has been increased for heavy metal 

contamination in the environment due to persistent and toxic in the 
.Chromium element is one of the accumulative metals with high toxic
present in two oxidant states +2 and +6. Hexavalant chromium is
because it is widely  used in various industrial uses, It is produced as
human activity like chrome oxidizing plant which is extracted from mines and from 
burins  rock and fluid fuel, wood and papers. These manipulation activities will lead 
to  increase concentration of chromium in the environment and so lead to mor
human being and other living organisms. So, the aim of this study is 
effect of potassium dichromate on some levels of hormones  such as (FSH,  and 
testosterone) and to assessment of the role of vitamin C as protective agent, Eva
the effects of heavy metal (Potassium dichromate), on the somniferous tubules,  
prostate and  seminal vesicle sex gland in the male rats, and 
the  protective  role of  Vitamin C.Via notice it's ability for reduction of the del
effects of this heavy metal (potassium dichromate). 

INTRODUCTION 
 

Chromium (Cr) is naturally occurring as heavy metal found in rocks, volcanic dust and gases, soils as well 
and maduri, 2014). Chromium compounds are used in paints, metal finishes, and 

stainless steel,there is increased usage of  hexavalent chromium (CrVI) and its improper disposal lead to various 
., 1993; Banu, et.al.,2011).  However, chromium in a small amount is considered an 
ble for carbohydrate metabolism(Samuel,et.al.,2012).Chromium is present in two 

forms: trivalent Cr(III)which is poorly transported across membranes and hexavalent Cr(VI) can readily
cellular membranes. Inside the cell, the hexavalent form is reduced to the trivalent form. This biotransformation 
process reduces the toxicity because the trivalent form does not cross cellular membranes

tracellular macromolecules, these toxic compounds are responsible for many toxic and 
mutagenic effects of chromium, not biodegradable and accumulate in the environment (

., 2012 ). Hexavalent chromium, usually linked tooxygen, forming strong oxidizing agent that 
is widely known to cause allergic dermatitis as well as toxic and carcinogenic effects in humans and animals 
(farag ,et.al.,2006). The fate of chromium in the environment is dependent on its oxidation state. Hexava
chromium primarily enters the cells and under goes metabolic reduction to trivalent chromium, resulting in the 
formation of reactive oxygen species together with oxidative tissue damage and a cascade of cellular events 

onal exposure to Cr is found among approximately half a million industrial 
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In recent year a considerable attention has been increased for heavy metal 
contamination in the environment due to persistent and toxic in the ecosystem 

hromium element is one of the accumulative metals with high toxic   effect, it is 
present in two oxidant states +2 and +6. Hexavalant chromium is   the most  toxic and 

used in various industrial uses, It is produced as  a product  of 
human activity like chrome oxidizing plant which is extracted from mines and from 

rock and fluid fuel, wood and papers. These manipulation activities will lead 
increase concentration of chromium in the environment and so lead to more toxic to 

human being and other living organisms. So, the aim of this study is to determine the 
effect of potassium dichromate on some levels of hormones  such as (FSH,  and 
testosterone) and to assessment of the role of vitamin C as protective agent, Evaluate 
the effects of heavy metal (Potassium dichromate), on the somniferous tubules,  

and To detect and emphasize 
the  protective  role of  Vitamin C.Via notice it's ability for reduction of the deleterious 

Chromium (Cr) is naturally occurring as heavy metal found in rocks, volcanic dust and gases, soils as well 
and maduri, 2014). Chromium compounds are used in paints, metal finishes, and 

stainless steel,there is increased usage of  hexavalent chromium (CrVI) and its improper disposal lead to various 
a small amount is considered an 

.,2012).Chromium is present in two 
forms: trivalent Cr(III)which is poorly transported across membranes and hexavalent Cr(VI) can readily cross 
cellular membranes. Inside the cell, the hexavalent form is reduced to the trivalent form. This biotransformation 

cellular membranes rapidly. The trivalent 
tracellular macromolecules, these toxic compounds are responsible for many toxic and 

mutagenic effects of chromium, not biodegradable and accumulate in the environment (Von Burg, et.al., 
strong oxidizing agent that 

is widely known to cause allergic dermatitis as well as toxic and carcinogenic effects in humans and animals 
(farag ,et.al.,2006). The fate of chromium in the environment is dependent on its oxidation state. Hexavalent 
chromium primarily enters the cells and under goes metabolic reduction to trivalent chromium, resulting in the 
formation of reactive oxygen species together with oxidative tissue damage and a cascade of cellular events 

onal exposure to Cr is found among approximately half a million industrial 
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workers worldwide. Also, water contaminated with hexavalent chromium is a world-wide problem, as it is the 
major route of chromium exposure for the general population (Salnikow,et.al.,2008;nudle,et.al.,2009). 
 Potassium dichromate  is a soluble hexavalent chromium compound that is widely used in several 
industries(Arivarasu,et.al.,2008). Ascorbic acid (vitamin C) is as an essential micronutrient that performs 
important metabolic functions in human (Kojo, et.al.,2004). It also acts as a biological antioxidant by donating 
an electron to free radical species, such as tocopherol radical, thereby interrupting the radical chain reaction in 
biological membranes (kesineret.al.,2009).Vitamin C has been reported to function as a major reduction of 
Cr(VI) in animals and cell culture systems (Stearns,et.al.,1995). 
 

MATERIALS AND METHODS: 
 
Animal of the study: 
 The present study was conducted in college of medicine –Babylon university,in the animal house of the 
department of physiology .A total number of 50 male adult albino rats(RattusRattus) weighing (150-200) grams, 
and the ages of animals were ranged 10-12 weeks were used in the current study .They were left for 4 weeks for 
an adaptation prior to the experiment. Each 10 animals were housed in an individual plastic cage measured as 
15x35x50cmandthey were fed ad libitum with meal of standard pellet of diet supplied from IPA(Institute for 
Pubic Accuracy),counter for agriculture research. They had free access for water to drink and they were kept 
under the same condition of temperature (22-25)C and light , regime of 14 hours light, and 10 hours, darkness. 
Animals of the study were divided into four groups. Each group consists of 10 male rats used for the design 
experiments as the following: 
 
1-Experiment 1(group1): 
 After the acclimatization period, 20 male rats were used as a control group and they were randomly divided 
into two equal subgroups, as the follow: 
A- A positive control group which received intraperitoneal injections of 1ml normal saline. 
B- A negative control group which did not receive any treatment (injection), through all time of the 
experiment. 
 
2- Experiment 2(group2): 
 This experiment regard as the treated group, it consists of 10 male rats which received a dose of 1ml 
intraperitoneally of potassium dichromate in a concentration of 2 mg/kg of body weight daily, and lasted for 
time of 14 days of the period of the experiment. 
 
3-Experiment 3(group3) : 
 This experiment consists of 10 male rats which received both of the potassium dichromate in a dose of 1ml 
in a concentration 2mg/kg and vitamin C in a dose 1ml in a concentration per day for 14 days . 
 
4-Experiment 4 (group 4): 
 This experiment consists of 10 males of rats which received vitamin C (ascorbic acid ) which act as an 
antioxidant agent in a dose of 1ml orally(pediatric nasopharyngeal tube)  in a concentration of 120 mg/kg  of 
body weight daily, and last for time of 14 days of the time of the period of the experiment. 
 
Animal sacrifice and sample collection: 
    All of study, rats were scarified at the end of the treatment period  at the  16 day of the experiment.The 
control and treated animals before sacrificing were first anesthetized by placing them in a closed jar containing 
cotton suck with diethyleyther anesthesia. The chest and the abdominal cavities were widely opened to give a 
clear view for heart, liver, kidney, spleen, reproductive organs (testis, seminal vesicle and prostate glands) and 
the other samples that needed in the studies. 
 
Blood collection: 
 The blood samplewas collected via cardiac puncture according to (Hoff and ralatg, 2000 ) method . then the 
blood sample were drops directly from the heart  by using 5ml disposable syringe and about (3-5)ml of the 
blood collection were put in  non-heparinized plane tube  to be centrifuged at (3000 rpm for 15 minutes ) to 
obtain the serum which is then transferred to  epndroffe tubes and stored at (-4C) until analyzed for the 
measurement of the hormones ( testosterone , LH, FSH and prolactin .all sample were collected in the morning  
in order to minimize the diurnal variation of hormone levels . 
 
Organs: 
 Testis, prostate, and seminal  vessical , were removed from each animal and fixed in 10% formalin for the 
prepared of slide to investigate the histopathological changes in both of the control and treated group . 
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histological study: 
 The different organs (stored fragments) of the liver ,kidney, testis, prostate and seminal vesical  were 
collected from all studied groups to prepared  slides for a histological studies according (meschar 
method,et.al.,2010) with aid of the light microscope as the following steps: 
1.fixation : the fixation for 48 hours in formalin solution. 
2. Dehydration: 
 The histological specimens were pass in the serial concentrations  for period two hours for each 
concentration of ethyl alcohol, starting from  (80%, 90%, 95%, 100%)      
 
3. Clearing: 
 To removed alcohol  xylene were used in the histological specimens for period time of half houre –twicely. 
 
4.Infiltration . 
 After clearing put the histological specimens in a mixture of xylene and paraffin wax melted and the degree 
of melting 58-56C° for 15 minutes in an electric oven temperature 60C°, and then the specimens turned to a new 
wax fusible only and put in the oven for a period ranging between an hour and a half to two hours. 
 
5. Embedding: 
 The histological  specimens  embedded in  the same quality of wax used in the infiltration process and the 
work of which cubic waxy templates, and then left to harden and then trimmed and glued wooden cubes cube 
and equipped to cut. 
 
6. Sectioning: 
 The histological specimens were cut by the Rotary microtome letizwetzlar , Germany at thickness  five 
micrometer  cross-sections for each of the testis, kidney, liver, prostate and seminal vesical  and then put  
sections on glass slides by using a (Mayer's albumin) 
 
7. Staining: 
 Used Harshaematoxylin and eosin . 
 
8. Mounting: 
 DPX material used for mounting the histological sections on the slides. 
 
Hormones assay: 
 Hormonal assay was performed to measure the level of hormones of study such as; testosterone hormone, 
luteinizing hormone, follicle stimulating hormone and prolactin hormone using maglumi device 600 is 
manufactured by the Chinese company snibe mediated chemiluminescence immunoassay(CLIA)system, and 
that after used of several kits for measurement of each hormone . 
 
Statistical analysis: 
 One Way Anovastatistical to were used to determine the signal level between the grant is vertionable 
according to the variable under this study: (Dugard, et.al., 2012). 
 
Result: 
Hormones results: 
Serum FSH level: 
 The present study showed (Figure 1) a significant increase (p<0.05) in the mean level of serum FSH in the 
adult male rats of group II, III and IV administered with, potassium dichromate(1.583); potassium dichromate 
with vitamin C given together (1.637) and vitamin C alone (1.660) when compared with control groups 
(1.445;1.440) respectively. 
 
Serum testosterone level: 
 Obtaining outcomes of this work for the level of serum testosterone in figure ( 2 ) showed a significant 
decrease (p<0.05) of serum testosterone in group II associated with potassium dichromate administered for adult 
male rats (0.711) ng/ml in comparison with control group (1.910) ng/ml . Whereas, serum testosterone level 
were a significantly increase (p<0.05) in group III associated with potassium dichromate and vitamin C jointly 
administered, as it was appeared numerical slightly reduction. But it was statistically still located with valuable 
normal range (1.606) ng/ml in compared with the control group. Furthermore, to itscontinuing significant 
increase (p<0.05) in groups associated with vitamin C (2.606) ng/ml administered alone in comparison with 
similar control group respectively. 
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Fig. 1:  show the serum FSH  level in control and treated group of rats. 
 

 
 
Fig. 2: showed the serum testosterone level in control and treated rats groups. 
 
Histological Results: 
 Figure(3). Showed the seminiferous tubules of rat in the control group, the testis is consist of seminiferous 
tubules it contains multilayers of spermatogenic and sertoli cells which extend from the basement membrane to 
the lumen of the tubule. Among the seminiferoum tubules, the interstitial cells were located. 
 

 
 
Fig. 3: .Show seminiferous tubules of rat testis in the control group(hematoxylin and Eosin .100x). 
 
 The histological changes in figure(4  A,B) showed severehistopathological sings due to effect of potassium 
dichromate, these changes were included damage in the spermatogenic and Sertoli cells, some of seminiferous 
tubules appeared devoid form germ cells, and disarrangement of seminiferous tubules, aiso hyperplasia in the 
interstitial cell was accure. From other hand, the basement membrane of seminiferous tubules became thin due 
to the hazardous effect of potassium dichromate. 
1-necrosis of spermatogenic cells in some somniferous tubules, and somniferous tubules appeared disorganized. 
(A) 
2. Thinning of the basement membrane of seminiferous tubules. (B) Hematoxylin and Eosin A, 100X. B, 400X 
 When the rats administrated potassium dichromate with a combination of vitamin C, the hazardous effect of 
chromium was decreased due to the protective role of vitamin C as an antioxidant, the figure (5) was revealed, 
most of the seminiferous tubules were consisted of multilayers of germ cells, but the spermatogenesis process 
was incomplete in some seminiferous tubules, as well as increase the luminal size of tubules. 
1. The spermatogenesis was incomplete. 
2. Increase luminal size of somniferous tubules due to the effect of the spermatogenic process by potassium 
dichromate. 
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Hematoylin and Eosin.200x: 
 Figure (6) was revealed, when rats were administrated vitamin C, led to activation the spermatogenesis 
process it means, that vitamin C necessary for the fertility and improve the germ cells to complete the 
spermatogenic cycle. In this figure showed the normal Leydig' s cells, and  mitotic and meiosis division was 
clear, in the spermatogenic cells (spermatogonia, primary and secondary spermatocyte, sperm and spermatozoa). 
 

 
 
Fig. 4:.testicular sections of potassium dichromate treated rats.the treated rats were administrated  2mg/kg body 
      weight of potassium dichromate (IP). 
 

 
 
Fig. 5: Testicular Sections Of Third Group (Potassium Dichromate And Vitamin C). 
 

 
 
Fig. 6: Testicular sections of rats treated with vitamin C.(1)Leydig's cells, (2) primary spermatocyte, (3)    
     spermatid, (4)spermatozoa.  
 
Hematoxylin and Eosin .400x: 
 The normal histological structure of the rat prostate, was tubule-alveolar compound accessory gland, which 
lined with simple cuboidal epithelium. The lumen of the rat prostate alveoli were projected as primary, 
secondary and tertiary folds. Some alveoli filled with prostatic secretions.figure.(7). 
 
Hematoxylin and Eosin .400x.: 
 The present study revealed a severe effect on the potassium dichromate on the prostatic tissue of the treated 
rats, the histological alteration .(figure 8) was included shrinkage of epithelial linings of the prostatic alveoli, 
intra-epithelium vaculation was present, hyperplasia of the interstitial connective tissue located among the 
prostatic alveoli, from other hand, the folds of the prostatic alveoli was absent and decrease when compared 
with the control group. 
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1. Shrinkage of epithelium. 
2.inter-epithelium vaculation. 
3.enlargment of interstitial tissue. 
4.decrease in the number of folds in some alveoli. 
 The hazard effect of potassium dichromate was led to histo-pathological alterations in the epithelial linings 
of the prostatic alveoli that included thickening of the epithelium. But the role of vitamin C was reduced the 
effect of chromium on the prostatic tissue, some prostatic alveoli was filled with secretion due to the protective 
role of vitamin C. (Figure 9). 
 

 
 
Fig. 7: Prostate section of control group rats. 
 

 
 

Fig. 8: Prostate section of rat administrated potassium dichromate(ip).Hematoxylin and Eosin 100x. 
 

 
 
Fig. 9: Prostate section of third group rats administrated potassium dichromate combination with vitamin C. 
 
1. Epithelial linings of prostatic alveoli were thickened. 
2. Increase secration in some alveoli. 
 
Hematoxylin and Eosin 100x: 
 The rats was administrated vitamin C orally, showed improvement the prostatic tissue structure, and led to 
enlargement of prostatic alveoli and it's seen as normal structure, which filled with prostatic. 
secretions(figure10) 
 
Dicussions: 
 Our obtained results of this work showed that fifteen day exposure of adult male rats to potassium 
dichromate [hexavalent chromium (VI)] induced male reproductive toxicities. Cr(vi) present with 100-1000 time 
more toxic than most common trivalent compounds (Stoecker, et.al., 2004). Chromium (vi) has been also 
reported to induce numerous effects of different acute and chronic toxicities, such as;  neurotoxicity, 
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dermatotoxicity, carcinogenicity, immunogenicity and general environmental toxicities in human and laboratory 
animals (Von Burg and Lin, 1993; Li.et.al., 2001;Danadevi,et.al.,2003;  Subramanian.et.al.,2006). 

 

 
 
Fig. 10:.prostate section of rats administrated  vitamin C .Show normal alveoli  were filled with prostate    
        secretion. Henatoxylin and Eosin.100x. 
 
 Hence, result in a figure (1)showsa significant increase (p<0.05) in the FSH serum level determination, may 
attributed to possible affect of Sertoli cells of treated male rats with chromium (VI) and failed to produce an 
inhibitory hormone which act to provide a negative feedback mechanism and this finding was closely agreed 
with other researchers (Weinbauer,et.al.,1989;Marouani,et.al.,2012).   Whom, also reported significant increase 
in FSH serum production or the cause may be due to the reduction of chromium (VI) during intracellular 
metabolic process to pentavalent (III) from chromium, which is well known to disrupt the blood-testis barrier by 
many scientists(Amar,et.al.,2007; Shu-haeikao,et.al.,2008). 
 Meanwhile, figures (1) shows FSH serum remain significant increase (p<0.05) for both of chromium (VI) 
and vitamin C administered with each other. However, this elevation may be attributable to the presence of 
vitamin C and restored the change enzymatic activities that could protect of chromium   induced toxicity 
(Shrilatha,et.al.,2007;Al-hyider,et.al.,2008;maker,et.al., 2009) for FSH elevation showing as well as for vitamin 
C when given alone. It suggests vitamin C proactively to reduce the generation of reactive oxygen species and 
nitrogen oxide species that previously improved as destructive the antioxidant, and consequent metal 
accumulation in tissues and affect the physiological function of Sertolicells, leading to the decrement of inhibin 
production and then reduction of negative feedback on the hypothalamic-pituitary axis (pathophysiology of 
disease,2010 and marouani,et.al.,2012).  
 Concomitantly, with these complex reversible and or irreversible deterioration of cellular and tissue 
impairment of chromium dose dependent. There was proof with excessive production of many free radical types 
resulting in oxidative stress, which associate with continuous depletion of the enzymatic bodily antioxidants 
such as, catalase, superoxide dismutase and glutathione were detected defense cellular system (Shi, et.al., 1999; 
Bagchi, et.al., 2001). It is believed that vitamin C (ascorbic acid) is an important biological reduction in humans 
and animal tissues. As well as, to its more potent reductant for Cr (VI) than gluthine under physiological 
condition (Suzuki and fukuda,1990). The present result, observes treated with vitamin C at dose of 120mg/kg 
can lead to more pronounced increase activity of reduced oxidative stress and protect against cytotoxic effects of 
Cr (VI) . 
 Resulted data in figure (2) showed a significant decrease (p<0.05) in the serum testosterone determination 
in group (II) of Cr (vi) treated male rats in relative to the control group. These decrement of serum testosterone 
level were concomitant with those visible changes of histoarchitectures exhibited in the male accessory sex 
gland as in figure (2) which show an histotesticular alteration and/or tissue damage, such as, Sertoli cells, 
Leydig cells, that may extend to whole seminiferous tubules, as well as to the general defense of hyperplasia and 
odematous, inflammatory cellular infiltration appearance (Guertin, 2004; and Pizent, 2012). Moreover, these 
histotesticular productions, especially the impairment of the Leydig cells may lead to significant decrease 
(p<0.05) of serum testosterone level and this result, we're in a good agreement with other data published by 
researchers (Aruldhas,et.al.,2006; Beaumont,et.al.,2008). Whom, registered a decline in serum testosterone level 
as a result of Cr (vi) treated animals. There is well known generally an accumulation of Cr (vi) for all human 
and animal bodies with high specificity for the genital organs (Eneji, et.al.,2011). ).          Besides, the elevation 
of RO species and oxidative stress that may lead to a distinctive decrease in testosterone serum level (Ernst and 
Bonde, 1992; Chowdhury and Mitra,  2009). On the other hand, there were evidence that testosterone decreases 
may associated with decreased activities of    Δ53β-hydroxysteroid dehydrogenase and 17 β hydroxysteroid 
dehydrogenase, enzymes responsible for testosterone biosynthesis (Marouani, et.al.,2012).  
 The previous presentation outgrowth data being well agreed with our obtained decrement data of serum 
testosterone determines the issue. Meantime, current study assessment, toxicity of Cr (vi) in diverse direction to 
include; biochemical, histological and physiological abnormalities, that's mainly accompanied by hormonal and 
glandular impairments, as proceeding with the present work. However, it can be neutralized, restored, expunge 
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and/or stopped by the  addition of vitamin C gathering with Cr (VI) toxic agent. And this supplementation of 
vitamin C refinement effects were precisely proved by many other studies (Valko,et.al., 2005; Subramanian, 
et.al., 2006; and Yousef, et.al.,2006). Who, says it can raise the serum testosterone level again to reach the 
normal value in compared with the control group as observed to result presented in figure (2) .In accordance to 
itsextent physiochemical actions of the antioxidant properties. Furthermore, an elevation of serum testosterone 
may continuously show a significant increase (p<0.05) after administered of vitamin C alone in experiment 
group (IV) within the same resulted figure in relative to the control group. An explanation for the reduction of 
antioxidants, as well as, to activate and ameliorate the enzymatic and non-enzymatic biochemical defensible 
barriers. Besides, to limited the functions of vitamin C induced. ROS can damage the cellular elements of it's 
target organs(Bagchi,et.al.,2008; Sawiska,et.al.,2010). 
 The aim of the present study was fouced the light on the effect of vitamin C on the potassium dichromate 
which led to oxidative distruction in the spermatogenesis process of male rats . the present study findings were 
similar with previous observations was carried out by workers (Aruldhas,et.al.,2005,2006) these authors 
recorded the chromium exposure which led to toxicity of male reproductive system ,as well as had a reversible 
oxidative stress in the seminal plasma and spermatozoa , the histological observations of this study was similar 
with current studies was conducted on the monkey,(Subramanian and Aruldhas, 2004) mentioned the 
somniferous tubules were disorganized, the diameter of tubules was decreased and depletion of spermatogenic 
cells , as well as the sertoli cells exposed to fibrosis , the histological alterations which occur, in the somniferous 
tubules in this present study was agreed with past observations on treated animal with chromium was carried out 
by some authors (Chandra,et .al.,2007) in the rat and (Pereira, et.al.,2005) in the mice, theyreported, lost of 
spermatogeniccells in the luminal of somniferous tubule, these workers were suggested this histological changes 
may be due to the disrupation of the blood testis barrier,(Chandra ,et.al.,2007) mentioned testes atrophied and 
decline in the spermatozoa motility and sperms count , on other hand the workers(Li,et.al.,2001) noticed 
degenerative alterations in somniferous tubules, this findings came to ensure the present study observations. 
 The present study results revealed that there was relationship between decrease in the level of testosterone 
and harmful effect of potassium   dichromate on the leydigs cells that responsible for production of this 
hormone, also the hazard effect of this compound on the sertolicells,led to dysfunction of this supportive cells in 
the synthesis of the inhibin and activin hormone, these hormone are associated with function of the pituitary 
gland for release the FSH,LH and prolactin ,these findings was similar to previous studies was carried out by 
(Bataineh,et.al.,1997) ,but findings of this study was varied with past studies,(Murthy,et al.,1991), recorded 
significantly decreased (p>0.05) in the testosterone levels, while LH and FSH were significantly increased 
(p>0.01 and p>0.05), while in this presnt study, the level of LH was decreased . 
 The results of the present studywere appeared histological changes in the prostatic tissue represented , by 
intraepithelial vacoulation , hyperplasia in the interstitial tissue, decrease in the number of the prostatic folds, 
these alterations due to hazard effect of the potassium dichromate . onother hand, histopathological alterations 
was occurred in the seminal vesicle of male rats when exposed to potassium dichromate, the main changes were 
represented by thickening in the epithelial lining, and  vacoulation due to degenerative changes in the alveolar 
folds of this glands, our observations was suggested the harmful effect of the hexavalent chromium that led to 
infertility, these present suggestion was corrospondance with previous observations was recorded by (Elbetieha 
and Al-hamood,1997). But the male rats administrated potassium dichromate combination with vit. C ,the 
histological structure of prostate and seminal vesicle in this study was improved, due to the protective role vit.C 
in the repairing the prostatic and seminal vesicle tissue exposed to hazard effect of the chromium, the previous 
studies was ensure the role of vit.C as antioxidant and had therapeutic benfit (Aruldhas,et al.,2004). 
 
Conclusions: 
 Conclude that ascorbic acid offered complete protection via deletion of free radical and oxidative stress to 
exist preservative and maintenance intact physiological male reproductive properties . 
 The protective role of vitamin C, that slightly and moderate improved the histological structure in the 
seminiferous tubules, prostate. Also the role of vitamin C decreased the harmful effect of potassium dichromate 
on the tissue. 
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