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Abstract: The normal morphogenesis of maternal body weightis disrupted by the prenatal exposure to 
dexamethasone when used during pregnancyto treats both maternal and fetal diseases. Pregnant albino rats were 
used in this study. The albino rats were into control group and the experimental group. Each experimental group 
was further subdivided to high, medium and low group. Pregnant albino rats were given oral dexamethasone which 
varied from LDG 0.5 mg/kg/d, MDG.2.5 mg/kg/d, HDG 4 mg/kg/d during their first trimester, second trimester 
and third trimester. Control rats received food and water at ad libitum. Daily maternal weight and food intake were 
recordedAll the rats were sacrificed on day 20th day of gestation. High doses of dexamethasone lead to massive loss 
of weight especially during the first trimester.Maternal weight gainis negatively impaired by chronic and high doses 
of glucorticoids.  
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INTRODUCTION  
 
Dexamethasone is a fluorinated steroid that is 9-fluoropregna-1,4-diene substituted by hydroxy groups at positions 
11, 17 and 21, a methyl group at position 16 and oxo groups at positions 31. It acts as an adrenergic agent, an 
antiemetic, an antineoplastic agent, an environmental contaminant, a xenobiotic, an immunosuppressive agent and 
an anti-inflammatory drug2,3. It is highly soluble, at an 80-90% rate and has a half-life of approximately 3 hours1.In 
the current SARS-CoV-2 pandemic, dexamethasone has widely been used in the treatment of COVID disease other 
maternal diseased treated by dexamethasone include; Crohn’s diseases, multiple sclerosis, cerebral edema, 
inflammatory bowel diseases, allergies, Addison disease, hyperemesis gravidarum, HELLP syndrome, 
dermatomyosis1,2,3,4. 
 
Dexamethasone a glucorticoid, have also been shown to efficiently cross the placenta barrier and is consequently 
universally employedin the management of virilizing congenital adrenal hyperplasia in females, and enhancement of 
fetal maturation in utero, intraventricular hemorrhage, and necrotizing enterocolitis4–6.In early pregnancy, steroids 
may be used in women for the treatment of recurrent miscarriage or fetal abnormalities such as congenital adrenal 
hyperplasia4,7,8. Prenatal dexamethasone is the drug of choice especially during mid and late trimesters of pregnancy 
for enhancement of lung maturity for pregnancy mothers with risk of premature delivery9,10. 
 
Glucorticoids have also been associated with numerous unfavorable outcomes to the countless main organs in the 
body involving muscles, liver, brain, lung, spleen, pancreas, brain12,13. Use of dexamethasone may for instancecan 
causemultifariousmetabolic impairments like glucose intolerance, hyperglycemia which could have indirect or direct 
effect to the pancreas of developing embryo or fetusexplaining the increased chronic diseases such as diabetes 
mellitus, hypertension14,15.Dexamethasonehas also been shown to impedes the normal hypothalamic pituitary axis 
piloting to disruption of gastro-intestinal motility and adrenal axis  aiding  to  the irritable bowel syndrome16.In the 
brain, prenatal glucorticoid have been associated with damage to motor, affective and cognitive behaviors, working 
memory and attention deficit, anxiety and depressive disorders17,18. Moreover, dexamethasone it impairs spiny 
mouse folliculogenesis and enhances follicular atresia through induction of autophagy or combined autophagy and 
apoptosis20,21 
 
Material and Methods  
 
30 pregnant female albino rats were resourced from SAFARI animal biomedical department in Jomo Kenyatta 
University of Agriculture and Technology (JKUAT). The rats were weighing between 150g to 250 grams. This study 
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was carried out in accordance with the guiding principles in the care and use of animals. Female albino rats were 
housed separately in polycarbonated cages in a temperature-controlled room (22°C) with a dark/light cycle of 12:12 
h. They were maintained on a standard rat pellets diet consisting 68 % starch, 4 % cellulose, 5% lipid (corn oil) and 
20 % protein) and by calories: - 20 % proteins, 72 % carbohydrates, 12 % lipids, and 54mg/kg zinc, vitamins and 
water ad libitum for the whole of the gestation period day 1-20.The weights were taken between 8: am and 9: am 
and the feeding with rodent pellets given daily at 9:30 am after weighing the albino rats. and were allowed to drink 
water ad libitum. Dexamethasone-treated rats were givenoral dexamethasone (LDG 0.5mg, MDG1.5mg and HDG 
5mg mg/kg body weight) during first trimester, second trimester and third trimester and were allowed to feed ad 
libitum. Control rats received no treatment and were fed with pellets and water ad libitum. 
 
Statistical analysis  
 
The study sought to analyze the maternal outcomes. The data was analyzed using SPSS and Excel statistical 
software and was expressed as mean ± standard error (SEM). The study compared how the three dose levels (Low, 
medium and high) and control in the three trimesters (T1, T2 and T3), affected the different parameters. These 
parameters were: Initial maternal weight, terminal maternal weight, weight gain, litter size, Resorbed fetuses, 
Placenta weight, congenital abnormalities and Dead fetuses. To determine the significance, a one-way analysis of 

variance with Tukey post hoc test was used and 5% significance level (𝛼 = 0.05) was assumed. The results were 
considered to be significant whenever the probability value (sig. value) is less than 0.05 (p<0.05). The results were 
presented below per each trimester. A Pearson correlation value of 0 indicates absence of a linear relationship 
between the variables. The direction of the relationship is indicated by the sign of the Pearson Correlationvalue.  
 
RESULTS 
 
Rats treated with dexamethasone consumed less food and weighed less than control rats. Treated rats also weighed 
less than pair-fed animals though their food intake was similar. 
 
The findings of the study on the maternal weight gain treads in the entire gestational period-(GD1 to GD20) 
following prenatal exposure to varied doses of dexamethasone shown a marked variance between the 
dexamethasone treated groups compared with the control. When dexamethasone was administered in trimester one 
(TM1) (line graph1) it can be observed that there was steady decrease in maternal weights treads from gestational 
day one (GD1) to Gestational Day twenty (GD20 among thedexamethasone treated groups (i.e LDG, MDG and 
HDG) when compared with the control. This steady decrease in weight loss among the dexamethasone treated 
groups was attributed to the devourment of fetuses that was observed when all animals were sacrificed on the final 
day of the experiment i.e the gestational day 20th.  These teratogenic devourment and high numbers of 
embroylethality of the fetuses in utero was also observed to be dose dependent where the HDG recorded the 
highest rate of devourment (75-90%), followed by MAG (50-65%) and lastly the LDG (30-55%). These results were 
found to be statistically significant when compared with the control when using both ANOVA and Tukey test on 
post-hoc t-tests for both P and F-values(table1). When the comparative treads of the maternal weight gain between 
the dexamethasone treated groups was compared within the groups and across the experimental groups as well as 
with the control, the results were also found to be all the way statistically significant (p<0.005) 
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Graph 1: The trimesters 1 (TM1) comparative maternal weight trends of the dexamethasone treated groups 
LDG, MDG, and HDG against control group.  
 
This treads in the mean weight gain were also seen to statistically vary (p<0.005) across the dexamethasone treated 
groups when compared with the control between the initial and terminal maternal weight recorded in the entire 
experimental period (table 1). 
 
Table 1: The TM1, TM2 and TM3 initial, terminal and mean weight gains or losses between the 
dexamethasone treated groups (i.e LDG, MDG and HDG) against the control. 

 

The means, followed by the same letter in a row are not statistically different at (P0.05) using one-way ANOVA 
with Tukey test on post-hoc t-tests. * Indicates significance values (p<0.05). 
 

                                  The trimester one findings (TM1) 

Maternal 
pregnancy 
outcome 

Control Low 
dexamethasone 
group 
(0.5mg/kg) 

Medium 
dexamethasone 
group (2mg/kg) 

High 
dexamethaso
ne group 
(4mg/kg) 

F P-value 

Mean initial 
maternal 
weight  

259.33±4.67
a 

254±.58a 258±2.52a 264.7±4.91a 1.48 0.29 

Mean 
terminal 
maternal 
weight 

330.3±15.06
a 

225.33±11.35b 218.33±3.67b 163.67±2.96
b 

20.97 0.000* 

Mean weight 
gain 

71±1.58a -28.67±1.81b -39.67±1.17bc -101±5.86c 26.79 0.000* 

                                  The trimester two findings (TM2) 

Mean initial 
maternal 
weight  

210.67±4.06
a 

211±3a 252.33±24.29ab 275±6.92a 6.13 0.02* 

Mean 
terminal 
maternal 
weight 

302.67±3.38
a 

182.33±12.6b 196.3±30.75b 191.67±10.4
8b 

10.45 0.004* 

Mean weight 
gain 

92±1.73a -28.67±15.03b -56. ±9.87bc -83±8.35c 60.4 0.000* 

                              The trimester three (TM3) findings 

Mean initial 
maternal 
weight  

235.67±9.60
a 

217.33±13.33a 224.67±10.65a 216.3±9.28a 0.68 0.59 

Mean 
terminal 
maternal 
weight 

312.67±13.1
7a 

255.67±14.43b 247±9.81b 230±9.30b 9.11 0.006* 

Mean weight 
gain 

73.67±5.90a 38.33±4.63b 22.33±2.40bc 13.67±0.88c 44.72 0.000* 
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The trimester two (TM2) maternal weight gain when dexamethasone was  administered from (GD7 to 
GD20) 
 
When dexamethasone was administered at trimester two (TM2)it was observed that there was a steady weight gain 
in all dexamethasone treated groups from gestational day one (GD1) to gestational day seven (GD7) (graph 1). This 
was followed with marked massive weight drop in all dexamethasone groups from GD8 to GD20 (graph1); When 
the mean weight gain or weight losses were compared within and across the groups between the dexamethasone 
treated groups with the control, they were all found to be statistically significant {LDG p=0.047; MDG p=0.001; 
HDG p=0.001}. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Line graph 2: The TM2 comparative maternal weights gain trends between the                          
dexamethasone treated group (LDG), (MDG), and (HDG) against control  
 
The trimester three (TM3) maternal weight gain when dexamethasone was  administered from (GD14 to 
GD20) 
 
When dexamethasone was administered in trimester 3 (TM3) there was a steady weight gain in all the 
dexamethasone treated groups LDG, MDG and HDG in the first and in the second trimester (TM2) i.e., from GD1 
to GD14 (line graph 3). This was followed by a marked and sudden weight drop in weight losses among all 
Dexamethasone groups from GD15to GD20, following introduction of dexamethasone treatment. The animals 
continued with massive weight loss up to GD20. The comparative means weight loss between the dexamethasone 
treated groups against the controls were found to be statistically significant {LDG p=0.016; MDG p=0.021; HDG 
p=0.001} when compared with the control (table 1). 
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Line Graph: Showing thetrimester 3 (TM3) comparative mean maternal weight gain treads between the 
dexamethasone treated groups LDG, MDG, and HDG against control group  
 
The intra and intergroup liner Correlational analysis of the maternal and fetal pregnancy outcomes  
 
When the linear correlation analysis was done within and across the dexamethasone treated groups on the maternal 
weight and fetal pregnancy outcomes to establish the correlation significance levels, the strength and direction of 
the linear relationship on the maternal weight and fetal pregnancy outcome parameters namely: litter size, resorbed 
fetuses, placenta weight, and dead fetuses shown a strong linear relationship between all this variables when 
dexamethasone was administered at trimester one and two (TM1& TM2) variables across and within groups. A value 
between 0.3 and 0.5 (table 2) indicates a moderate linear relationship while a value below 0.3 indicated a weak 
relationship as previously described by a study by Kothari (2014) stated that an absolute correlation value of 0.5 and 
above indicated weak relationship. on the other hand, a Pearson correlation value of 0 as indicated in the table 4.5 
below indicates absence of a linear relationship between the stated variables. The direction of the relationship is 
indicated by the sign of the Pearson Correlation value(r). Finally, the significance of the relationship was achieved 
through p-values of (P<0.005). where all relationships in table 4.5 below that were less than 0.05 at 95% confidence 
level did indicates that the linear relationship between variables of maternal and fetal outcomes were statistically 
significant and vice versa. 
 
Table 1: Showing the liner correlation by Pearson and P values of the maternal weight in comparison with 
mean litter sizes, endometrial glands resorptions, placenta weight, and the percentage embroylethality for 
the dexamethasone treated groups (LDG, MDG and HDG) against control in the TM1, TM2 and TM3 

 

 Mean 
weight 
gain 

Mean 
initial 
maternal 
weight 

Mean 
terminal 
maternal 
weight 

Mean 
little 
size 

Mean 
resorbed 
fetuses 

Mean 
placental 
weight 

Mean 
dead 
fetuses 

Mean weight 
gain 

r 1       

P        

Mean initial 
maternal 
weight 

r .125 1      

P .467       

Mean terminal 
maternal 
weight 

r .177 .243 1     

P .303 .153      

Mean little size r .603** .118 -.011 1    

P .000 .493 .951     

Mean resorbed 
fetuses 

r -.722** -.033 -.020 -.403* 1   

P .000 .848 .908 .015    

Mean placental 
weight 

r .715** .139 -.077 .457** -.773** 1  

P .000 .418 .655 .005 .000   

Mean dead 
fetuses 

r -.639** -.211 .192 -.470** .731** -.843** 1 

P .000 .225 .270 .004 .000 .000  

 
NB: r is the Pearson’s correlation coefficient, P is the p-value, * and ** indicate significance i.e. p<0.05 

 
DISCUSSION 
 
The findings of this study on the mean maternal weight gain throughout the entire gestation period were seen to 
depict an inverse dose response relationship in that with the increasing dexamethasone doses there was significant 
reduction (P<0.03) in mean maternal weight gain (table 1) which led to acute reduction in food consumption during 
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the treatment period, which increased after the last dexamethasone dose. The reduction in food intake was 
accompanied by a significant reduction in weight gain and loss visceral adiposity. This is inmarked contrast to the 
previously observed effects of dexamethasonein male mice which were giventhree doses of 11 mg/kg 
dexamethasone over the course of5days and fed with high fat diet for 8weeks22.The increased weight gain observed 
in the dexamethasone-treated mice was attributed to the fact that glucocorticoids exert orexigenic and 
antthermogenic effects as well as stimulate the accumulation of bothbody fat and visceral fat which are concurring 
withthe engrained effect of stress-related weight gain23,24,25. 

 
The reduction in mean maternal weight gain and fetal pregnancy outcomes distinctly reveals that the maternal and 
fetal pregnancy outcome parameters are an important indicator to the kind of perturbations caused in the 
development of the fetal organs. This study established that there is a very strong correlation (0.3-0.5) between the 
maternal and fetal pregnancy outcomes. This is in agreement with a study done on rats and humans which reported 
that glucorticoids leads to decline in progesterone hormone upsurge, prostaglandin synthetase activity and 

prostaglandin F2𝛼 generation in early pregnancy, leading to the abortions, resorption of fetuses and dead fetus26,27. 
Moreover, in this study it was established that any increase in the dexamethasone, had a subsequent significant 
(P<0.05) reduction in all fetal growth parameters including the mean little size, mean resorbed gland, mean placenta 
weight, mean crown-rump and the mean percentage embroylethality. This was observed to have a dose response 
relationship in that these parameters decreased with the increasing dexamethasone treated groups (LDG, MDG and 
HDG) (table 4.2 and 4.3 respectively). This is also in agreement with findings of a study that reported that 
glucorticoids inhibits hypothalamic corticotropin-releasing-hormone resulting in reduction in body weight set point 
28 

 
This could be attributed by the lessened food intake which was associated with; reduced appetite for food and water 
intake, loss of muscles and adipose tissue. This is in agreement with findings of the studies by Malkawi et al who 
reported that glucorticoids distorts the obese (Ob) gene and leptin hormone that is concerned with the synthesis of 
adipose tissues leading to reduced body weight by decreasing food consumption29,30. Moreover, glucorticoids 
inhibits hypothalamic corticotropin-releasing-hormone resulting in reduction in body weight set point31. 
 
Others contributors to massive weight loss include protein synthesis inhibition leading to loss of muscle bulkiness 
and decreased energy, and fatty acid synthesis impairment32. The mechanism of dexamethasone impediment to the 
general fetal development inutero is assumed to be associated with decline in progesterone hormone upsurge 

prostaglandin synthetase activity and prostaglandin F2𝛼 generation in early pregnancy leading to the abortion’s, 
resorption of fetuses and dead fetus33,34. 

 
Glucocorticoids have been shown to induce lipolysis by impeding lipoproteins lipase and modifying the action of 
lipase hormone andhindering the uptake of free fatty acid by adipose tissue35,36,38,39. Cortisol have also been reported 
toaffect lipid metabolism negativelyin the presence of high-caloric diet36. 
 
CONCLUSION 
 
In conclusion the study has showed that dexamethasone is teratogenic to the developing fetal pancreas as it causes 
significant reduction in pancreatic total volume. Exposure of pancreas and other organs to high and medium doses 
of dexamethasone at first and second trimester lead to advanced presents the best “window of opportunity” for 
expression of dexamethasone teratogenesis’s in albino rats. These adverse effects in fetuses born to mothers 
ingesting dexamethasone during pregnancy period predispose to adult diabetes and hypertensions. These 
teratogenic outcomes were also observed to be dose and time dependent with the most critical teratogenic dose 
being high and medium dexamethasone dose when exposed at first and second window period. Such an effect of 
dexamethasone on pancreas in children born to mothers may predispose to pancreatic disorders in postnatal period. 
 
Conflict of interest statement 
 
On behalf of all authors, the corresponding author states that there is no conflict of interest. 
 
 
 
 

file:///G:/IJSAR%20PAPERS/2019%20vol-2%20issue-%20january-february/29......15.02.2019%20manuscript%20id%20IJASR004229/www.ijasr.org


 

 

 

International Journal of Applied Science and Research 

 

132 www.ijasr.org                                                               Copyright © 2021 IJASR All rights reserved   

 

REFERENCES 
 

1. National Center for Biotechnology Information (2021). PubChem Compound Summary for CID5743, 
Dexamethasone. Retrieved August 30, 2021 from 
https://pubchem.ncbi.nlm.nih.gov/compound/Dexamethasone. 

2. Becker D. E. (2013). Basic and clinical pharmacology of glucocorticosteroids. Anesthesia progress, 60(1), 
25–32. https://doi.org/10.2344/0003-3006-60.1.25 

3. Lear, C. A., Koome, M. E., Davidson, J. O., Drury, P. P., Quaedackers, J. S., Galinsky, R., Gunn, A. J., & 
Bennet, L. (2014). The effects of dexamethasone on post-asphyxial cerebral oxygenation in the preterm 
fetal sheep. The Journal of physiology, 592(24), 5493–5505. https://doi.org/10.1113/jphysiol.2014.281253 

4. Carmichael, S. L., & Shaw, G. M. (1999). Maternal corticosteroid use and risk of selected congenital 
anomalies. American journal of medical genetics, 86(3), 242–244. https://doi.org/10.1002/(sici)1096-
8628(19990917)86:3<242::aid-ajmg9>3.0.co;2-u 

5. Rich-Edwards, J. W., Kleinman, K., Michels, K. B., Stampfer, M. J., Manson, J. E., Rexrode, K. M., Hibert, 
E. N., & Willett, W. C. (2005). Longitudinal study of birth weight and adult body mass index in predicting 
risk of coronary heart disease and stroke in women. BMJ (Clinical research ed.), 330(7500), 1115. 
https://doi.org/10.1136/bmj.38434.629630.E0 

6. Chen H, R. Yu, H.-C. Kuo, C. (2014) “Prenatal dexamethasone exposure in rats results in long-term 
epigenetic histone modifications and tumour necrosis factor-α production decrease,” Immunology, vol. 
143, no. 4, pp. 651–660.  

7. Chen Y.-C., Huang Y.-H., Sheen J.-M., Tain Y.-L., Yu H.-R., Chen C.-C., Tiao M.-M., (...), Huang L.-T. 
(2017a) ‘Prenatal Dexamethasone Exposure Programs the Development of the Pancreas and the Secretion 
of Insulin in Rats. Pediatrics and Neonatology. Elsevier Ltd, 58(2), 135–144. doi: 
10.1016/j.pedneo.2016.02.008 

8. Chen Y., Huang Y.-H., Sheen J.-M., Tain Y, Yu H.R., Chen C., Tiao M.-M. Huang L.T. (2017a) ‘Prenatal 
Dexamethasone Exposure Programs the Development of the Pancreas and the Secretion of Insulin in Rats. 
Pediatrics and Neonatology. Elsevier Ltd, 58(2), 135–144. doi: 10.1016/j.pedneo.2016.02.008 

9. Rich-Edwards, J. W., Kleinman, K., Michels, K. B., Stampfer, M. J., Manson, J. E., Rexrode, K. M., Hibert, 
E. N., & Willett, W. C. (2005). Longitudinal study of birth weight and adult body mass index in predicting 
risk of coronary heart disease and stroke in women. BMJ (Clinical research ed.), 330(7500), 1115. 
https://doi.org/10.1136/bmj.38434.629630.E0 

10. Barker, D. J., Winter, P. D., Osmond, C., Margetts, B., & Simmonds, S. J. (1989). Weight in infancy and 
death from ischaemic heart disease. Lancet (London, England), 2(8663), 577–580. 
https://doi.org/10.1016/s0140-6736(89)90710-1 

11. Mesquita, A. R., Wegerich, Y., Patchev, A. V., Oliveira, M., Leão, P., Sousa, N., & Almeida, O. F. (2009). 
Glucocorticoids and neuro- and behavioural development. Seminars in fetal & neonatal medicine, 14(3), 
130–135. https://doi.org/10.1016/j.siny.2008.11.002 

12. Mesquita, A. R., Wegerich, Y., Patchev, A. V., Oliveira, M., Leão, P., Sousa, N., & Almeida, O. F. (2009). 
Glucocorticoids and neuro- and behavioural development. Seminars in fetal & neonatal medicine, 14(3), 
130–135. https://doi.org/10.1016/j.siny.2008.11.002 

13. Bülbül, M., Babygirija, R., Cerjak, D., Yoshimoto, S., Ludwig, K., & Takahashi, T. (2012). Impaired 
adaptation of gastrointestinal motility following chronic stress in maternally separated rats. American 
journal of physiology. Gastrointestinal and liver physiology, 302(7), G702–G711. 
https://doi.org/10.1152/ajpgi.00447.2011 

14. Miracle, X., Di Renzo, G. C., Stark, A., Fanaroff, A., Carbonell-Estrany, X., Saling, E., & Coordinators Of 
World Associatin of Perinatal Medicine Prematurity Working Group (2008). Guideline for the use of 
antenatal corticosteroids for fetal maturation. Journal of perinatal medicine, 36(3), 191–196. 
https://doi.org/10.1515/JPM.2008.032 

15. John S. Gounarides, Marion Korach-Andre´, Karen Killary, Gregory Argentieri, Oliver Turner,Didier 
Laurent(2007) Effect of Dexamethasoneon Glucose Tolerance andF at Metabolism in a Diet Induced 
Obesity Mouse_Model Endocrinology 149(2):758–doi: 10.1210/en.2007-1214 
https://www.researchgate.net/publication/5871135_ 

16. Sivabalan, S., Renuka, S., & Menon, V. P. (2008). Fat feeding potentiates the diabetogenic effect of 
dexamethasone in Wistar rats. International archives of medicine, 1(1), 7. https://doi.org/10.1186/1755-
7682-1-7 

file:///G:/IJSAR%20PAPERS/2019%20vol-2%20issue-%20january-february/29......15.02.2019%20manuscript%20id%20IJASR004229/www.ijasr.org
https://pubchem.ncbi.nlm.nih.gov/compound/Dexamethasone
https://doi.org/10.2344/0003-3006-60.1.25
https://doi.org/10.1113/jphysiol.2014.281253
https://doi.org/10.1136/bmj.38434.629630.E0
https://doi.org/10.1136/bmj.38434.629630.E0
https://doi.org/10.1016/s0140-6736(89)90710-1
https://doi.org/10.1016/j.siny.2008.11.002
https://doi.org/10.1016/j.siny.2008.11.002
https://doi.org/10.1152/ajpgi.00447.2011
Effect_of_Dexamethasone_on_Glucose_Tolerance_and_Fat_Metabolism_in_a_Diet-Induced_Obesity_Mouse_Model
Effect_of_Dexamethasone_on_Glucose_Tolerance_and_Fat_Metabolism_in_a_Diet-Induced_Obesity_Mouse_Model
https://www.researchgate.net/publication/5871135_
https://doi.org/10.1186/1755-7682-1-7
https://doi.org/10.1186/1755-7682-1-7


 

 

 

International Journal of Applied Science and Research 

 

133 www.ijasr.org                                                               Copyright © 2021 IJASR All rights reserved   

 

17. Liu ZJ, Bai J, Wang YC, Yan D, Wang XX. Effects of 11beta-hydroxysteroid dehydrogenase inhibitor on 
body weight and glucose tolerance in Sprague-Dawley rats fed with a high-fat diet [abstract] Zhongguo 
Dang Dai Er Ke Za Zhi. 2007; 9:183–187. 

18. Irigaray P, Ogier V, Jacquenet S, Notet V, Sibille P, Méjean L, Bihain BE, Yen FT. Benzo[a]pyrene impairs 
beta-adrenergic stimulation of adipose tissue lipolysis and causes weight gain in mice. A novel molecular 
mechanism of toxicity for a common food pollutant. FEBS J. 2006; 273:1362–1372. doi: 10.1111/j.1742-
4658.2006.05159. 

19. Riccardi G, Giacco R, Rivellese AA. Dietary fat: insulin sensitivity and the metabolic syndrome. Clin Nutr. 
2004; 23:447–456. doi: 10.1016/j.clnu.2004.02.006 

20. Keith SW, Redden DT, Katzmarzyk PT, Boggiano MM, Hanlon EC, Benca RM, Ruden D, Pietrobelli A, 
Barger JL, Fontaine KR, Wang C, Aronne LJ, Wright SM, Baskin M, Dhurandhar NV, Lijoi MC, Grilo CM, 
DeLuca M, Westfall AO, Allison DB. Putative contributors to the secular increase in obesity: exploring the 
roads less traveled. Int J Obes (Lond) 2006; 30:1585–1594. doi: 10.1038/sj.ijo.0803326 

21. De Vos P, Saladin R, Auwerx J, Staels B. Induction of ob gene expression by corticosteroids is 
accompanied by body weight loss and reduced food intake. J Biol Chem. 1995; 270:15958–15961. doi: 
10.1074/jbc.270.27.15958 

22. Barbera M, Fierabracci V, Novelli M, Bombara M, Masiello P, Bergamini E, De Tata V. Dexamethasone-
induced insulin resistance and pancreatic adaptive response in aging rats are not modified by oral vanadyl 
sulfate treatment. Eur J Endocrinol. 2001; 145:799–806. doi: 10.1530/eje.0.1450799. 

23. Dallman MF, la Fleur SE, Pecoraro NC, Gomez F, Houshyar H, Akana SF. Minireview: glucocorticoids – 
food intake, abdominal obesity, and wealthy nations in 2004. Endocrinology. 2004; 145:2633–2638. doi: 
10.1210/en.2004-0037  

24. Couillard C, Gagnon J, Bergeron J, Leon AS, Rao DC, Skinner JS, Wilmore JH, Després JP, Bouchard C. 
Contribution of body fatness and adipose tissue distribution to the age variation in plasma steroid hormone 
concentrations in men: the HERITAGE Family Study. J Clin Endocrinol Metab. 2000; 85:1026–1031. doi: 
10.1210/jc.85.3.1026. 

25. Butte NF. Carbohydrate and lipid metabolism in pregnancy: normal compared with gestational diabetes 
mellitus. Am J Clin Nutr. 2000; 71:1256S–1261S 

26. Gambineri A, Vicennati V, Genghini S, Tomassoni F, Pagotto U, Pasquali R, Walker BR. Genetic variation 
in 11beta-hydroxysteroid dehydrogenase type 1 predicts adrenal hyperandrogenism among lean women 
with polycystic ovary syndrome. J Clin Endocrinol Metab. 2006; 91:2295–2302. doi: 10.1210/jc.2005-2222. 

27. John S. Gounarides, Marion Korach-Andre´, Karen Killary, Gregory Argentieri, Oliver Turner,Didier 
Laurent(2007) Effect of Dexamethasoneon Glucose Tolerance and at Metabolism in a Diet Induced 
Obesity Mouse_Model Endocrinology 149(2):758–doi: 10.1210/en.2007-1214 
https://www.researchgate.net/publication/5871135_ 

28. Sivabalan, S., Renuka, S., & Menon, V. P. (2008). Fat feeding potentiates the diabetogenic effect of 
dexamethasone in Wistar rats. International archives of medicine, 1(1), 7. https://doi.org/10.1186/1755-
7682-1-7 

29. Liu ZJ, Bai J, Wang YC, Yan D, Wang XX. Effects of 11beta-hydroxysteroid dehydrogenase inhibitor on 
body weight and glucose tolerance in Sprague-Dawley rats fed with a high-fat diet [abstract] Zhongguo 
Dang Dai Er Ke Za Zhi. 2007; 9:183–187. 

30. Irigaray P, Ogier V, Jacquenet S, Notet V, Sibille P, Méjean L, Bihain BE, Yen FT. Benzo[a]pyrene impairs 
beta-adrenergic stimulation of adipose tissue lipolysis and causes weight gain in mice. A novel molecular 
mechanism of toxicity for a common food pollutant. FEBS J. 2006;273:1362–1372. doi: 10.1111/j.1742-
4658.2006.05159. 

31. Riccardi G, Giacco R, Rivellese AA. Dietary fat: insulin sensitivity and the metabolic syndrome. Clin Nutr. 
2004;23:447–456. doi: 10.1016/j.clnu.2004.02.006 

32. Keith SW, Redden DT, Katzmarzyk PT, Boggiano MM, Hanlon EC, Benca RM, Ruden D, Pietrobelli A, 
Barger JL, Fontaine KR, Wang C, Aronne LJ, Wright SM, Baskin M, Dhurandhar NV, Lijoi MC, Grilo CM, 
DeLuca M, Westfall AO, Allison DB. Putative contributors to the secular increase in obesity: exploring the 
roads less traveled. Int J Obes (Lond) 2006; 30:1585–1594. doi: 10.1038/sj.ijo.0803326 

33. De Vos P, Saladin R, Auwerx J, Staels B. Induction of ob gene expression by corticosteroids is 
accompanied by body weight loss and reduced food intake. J Biol Chem. 1995; 270:15958–15961. doi: 
10.1074/jbc.270.27.15958 

file:///G:/IJSAR%20PAPERS/2019%20vol-2%20issue-%20january-february/29......15.02.2019%20manuscript%20id%20IJASR004229/www.ijasr.org


 

 

 

International Journal of Applied Science and Research 

 

134 www.ijasr.org                                                               Copyright © 2021 IJASR All rights reserved   

 

34. Barbera M, Fierabracci V, Novelli M, Bombara M, Masiello P, Bergamini E, De Tata V. Dexamethasone-
induced insulin resistance and pancreatic adaptive response in aging rats are not modified by oral vanadyl 
sulfate treatment. Eur J Endocrinol. 2001; 145:799–806. doi: 10.1530/eje.0.1450799. 

35. Dallman MF, la Fleur SE, Pecoraro NC, Gomez F, Houshyar H, Akana SF. Minireview: glucocorticoids – 
food intake, abdominal obesity, and wealthy nations in 2004. Endocrinology. 2004; 145:2633–2638. doi: 
10.1210/en.2004-0037  

36. Couillard C, Gagnon J, Bergeron J, Leon AS, Rao DC, Skinner JS, Wilmore JH, Després JP, Bouchard C. 
Contribution of body fatness and adipose tissue distribution to the age variation in plasma steroid hormone 
concentrations in men: the HERITAGE Family Study. J Clin Endocrinol Metab. 2000; 85:1026–1031. doi: 
10.1210/jc.85.3.1026. 

37. Butte NF. Carbohydrate and lipid metabolism in pregnancy: normal compared with gestational diabetes 
mellitus. Am J Clin Nutr. 2000; 71:1256S–1261S 

38. Gambineri A, Vicennati V, Genghini S, Tomassoni F, Pagotto U, Pasquali R, Walker BR. Genetic variation 
in 11beta-hydroxysteroid dehydrogenase type 1 predicts adrenal hyperandrogenism among lean women 
with polycystic ovary syndrome. J Clin Endocrinol Metab. 2006; 91:2295–2302. doi: 10.1210/jc.2005-2222. 
 

file:///G:/IJSAR%20PAPERS/2019%20vol-2%20issue-%20january-february/29......15.02.2019%20manuscript%20id%20IJASR004229/www.ijasr.org

	The trimester two (TM2) maternal weight gain when dexamethasone was  administered from (GD7 to GD20)
	The trimester three (TM3) maternal weight gain when dexamethasone was  administered from (GD14 to GD20)

