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Background & Objective:  Hyperprolactinemia is a common endocrine disorder 
characterized by elevated serum prolactin levels, which can result in menstrual 
irregularities, galactorrhea, infertility, and hypogonadism in women. Beyond its 
well-known reproductive consequences, emerging evidence suggests that 
hyperprolactinemia may also be associated with significant metabolic and 
inflammatory alterations. This study aimed to investigate the relationship between 
vitamin D (Vit D) deficiency and hormonal (follicle-stimulating hormone [FSH], 
estradiol, thyroid-stimulating hormone [TSH], triiodothyronine [T3], thyroxine 
[T4]) and biochemical parameters (insulin resistance, calcium, and C-reactive 
protein [CRP]) in women with hyperprolactinemia. 

 Materials & Methods:  The study included 40 women aged 30–40 years, divided 
into two groups: 20 women with hyperprolactinemia and 20 healthy controls. 
Hormonal and biochemical parameters were measured in both groups, and 
comparisons were made to assess the effect of vitamin D deficiency. 

Results:  FSH levels increased in the hyperprolactinemia group but were not 
statistically significant, while estradiol showed a significant increase (P ≤0.01). TSH 
and T4 levels were also significantly elevated (P ≤0.01), whereas T3 increased 
significantly (P ≤0.05) compared with the control group. Insulin resistance (P ≤0.05) 
and CRP (P ≤0.01) were significantly higher in the hyperprolactinemic group. Serum 
calcium levels decreased significantly (P ≤0.05) compared with the control group. 

Conclusion:  Vitamin D deficiency in hyperprolactinemic women may be 
associated with various hormonal and metabolic disturbances. These include 
alteration of reproductive and thyroid hormone levels and elevation of inflammatory 
markers, suggesting that vitamin D deficiency may contribute to broader endocrine 
and biochemical dysregulation. 
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1. Introduction
itamin D deficiency is a global health problem 
that has reached pandemic proportions, 
documented across different age groups and 
ethnicities, affecting approximately 24%–

49% of the global population (1). Vitamin D deficiency 
has been shown to be associated with increased mortality 
risk (2). It is also associated with secondary 
hyperparathyroidism, which contributes to bone loss and 
fracture risk among severely vitamin D deficient 
individuals (3). 

In addition, vitamin D has potent immunomodulatory 
effects and plays important roles in the pathogenesis of 
autoimmune diseases (4). Vitamin D deficiency is 
particularly prevalent during women’s reproductive years. 
It has been linked to disruptions of steroidogenesis and 
reproductive disorders such as premenstrual syndrome, 
dysmenorrhea, early menarche, and adverse fertility 
outcomes including polycystic ovarian syndrome (PCOS) 
and hypogonadism (5), in addition to lower clinical 
pregnancy rates (6). 

Category: Medical Biology                                                                                                     Peer Reviewed | Open Access 

V 

https://farname-inc.com/
https://www.scimagoir.com/institution.php?idp=4059
https://journal.zums.ac.ir/
https://journal.zums.ac.ir/
https://dx.doi.org/10.30699/jambr.33.159.319
mailto:farahka9624@gmail.com
https://creativecommons.org/licenses/by-nc/4.0/
https://creativecommons.org/licenses/by-nc/4.0/
https://orcid.org/0009-0009-1763-4492
http://orcid.org/0000-0003-2094-540X
https://farname-inc.com/post-32/3cdd461/Bethesda-Statement-on-Open-Access-Publishing
https://farname-inc.com/post-16/17bf740/Peer-review
https://crossmark.crossref.org/dialog/?doi=10.30699/jambr.33.159.319


320   Insulin Resistance, Ca, CRP-protein and Some Hormonal Parameters 

       Volume 33, July- August 2025       Journal of Advances in Medical and Biomedical Research 

Hyperprolactinemia (HPL) is a condition characterized 
by elevated serum prolactin levels, usually due to pituitary 
disorders, affecting both sexes and associated with 
impaired sexual and reproductive function (7). Multiple 
physiological, pathological (tumor and non-tumor 
related), and pharmacological factors contribute to the 
development of HPL (8, 9). 

Furthermore, HPL may cause detrimental hormonal 
and reproductive consequences, including 
hypogonadotropic hypogonadism, irregular menstrual 
cycles (oligo-amenorrhea or polymenorrhea), 
galactorrhea, secondary amenorrhea, hirsutism in women, 
gynecomastia in men, and decreased fertility and libido in 
both sexes (10). 

Previous studies have demonstrated that vitamin D 
deficiency is highly prevalent among women with 
hyperprolactinemia. It has been suggested that vitamin D 
ameliorates the association between insulin resistance and 
elevated prolactin levels in hyperprolactinemic patients 
(11-13). Moreover, vitamin D supplementation has been 
shown to reduce prolactin levels by enhancing calcium 
absorption in hyperprolactinemic rats (14). 

The aim of this study was to investigate the role of 
vitamin D deficiency and its relationship with selected 
hormonal (FSH, estradiol, TSH, T3, and T4) and 
biochemical parameters (insulin resistance, CRP, and 
calcium) in hyperprolactinemic women. 
 

2. Materials and Methods 
This study was conducted in several health centers in 

Maysan Province, Iraq, between December 2023 and 
February 2024. A total of 40 women aged 30–40 years 
were enrolled and divided into two groups (20 per group): 
a control group (healthy women) and a 
hyperprolactinemia group (women with vitamin D 
deficiency). All participants were examined by a specialist 
physician and diagnosed with vitamin D deficiency and 
hyperprolactinemia according to serum 25(OH)D3 levels 
<20.0 ng/mL and prolactin levels >25 ng/mL, respectively 
(7). Women with chronic diseases, tumors, or those 
receiving hormonal treatments were excluded. 

2.1 Sample Collection 

Between 9:00 and 11:00 a.m., during the follicular 
phase of the menstrual cycle (days 8–10), 8–10 mL of 
venous blood was drawn from each participant. The blood 
was left at room temperature for 15 minutes to allow 
coagulation, centrifuged at 3000 rpm for 5 minutes, and 
the serum was separated and stored until analysis. 

2.2 Data Collection and Laboratory Tests 

Serum FSH, estradiol, TSH, T3, and T4 concentrations 
were measured using the VIDAS automated 

immunoassay system (BioMérieux, France) with 
corresponding commercial kits (BioMérieux, France). 
Serum CRP was determined using a Mindray BS-200 
analyzer (Mindray, China) with CRP reagent kits 
(Mindray, China). Serum calcium concentrations were 
analyzed using the BioSystems A-15 analyzer 
(BioSystems, Spain) with corresponding reagent kits 
(BioSystems, Spain). 

The reference ranges were as follows: FSH: 3.0–12.0 
mIU/mL, Estradiol: 18–147 pg/mL, TSH: 0.25–5 μU/mL, 
T3: 0.9–2.3 nmol/L, T4: 60–120 nmol/L, CRP: 0–5 mg/L, 
and Calcium: 8.6–10.3 mg/dL. Insulin resistance was 
estimated using the Homeostatic Model Assessment of 
Insulin Resistance (HOMA-IR), calculated as: HOMA-IR 
= [Fasting insulin (μU/mL) × Fasting glucose (mg/dL)] ÷ 
405. 

2.3 Statistical Analysis 

Data were analyzed using one-way t-tests. Statistical 
significance was considered at P ≤0.05 and P ≤0.01 (15). 
 

3. Result 
The mean serum FSH levels in hyperprolactinemic 

women were nonsignificantly higher compared with 
controls (5.52 ± 0.78 mIU/mL vs. 5.48 ± 0.50 mIU/mL, P 
>0.05). Estradiol concentrations were significantly 
elevated in the hyperprolactinemia group (88.95 ± 8.22 
pg/mL) compared with controls (59.60 ± 5.82 pg/mL, P 
<0.01). Prolactin levels were also markedly higher in 
hyperprolactinemic women (49.31 ± 4.32 ng/mL) than in 
controls (14.75 ± 1.21 ng/mL, P <0.01). In addition, mean 
TSH and T4 concentrations were significantly higher in 
the hyperprolactinemia group (2.05 ± 0.17 μU/mL vs. 
1.67 ± 0.18 μU/mL; 89.45 ± 4.43 ng/dL vs. 82.7 ± 4.79 
ng/dL, P <0.01). T3 levels were also significantly 
increased (1.62 ± 0.111 ng/dL vs. 1.54 ± 0.119 ng/dL, P 
<0.05) (Table1). 

The mean insulin resistance was significantly higher in 
hyperprolactinemic women compared with controls (4.49 
± 0.46 vs. 3.27 ± 0.59, P <0.01). Serum CRP 
concentrations were significantly elevated in 
hyperprolactinemic women (3.54 ± 0.56 mg/dL) 
compared with controls (1.50 ± 0.31 mg/dL, P <0.01). 
Serum calcium concentrations were significantly lower in 
hyperprolactinemic women (9.05 ± 0.18 mg/dL) 
compared with controls (9.25 ± 0.37 mg/dL, P <0.05) 
(Table2). 
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Table 1. Vitamin D and hormonal changes during hyperprolactinemia. 

Parameters Hyperprolactinemia Control P-Value 

FSH (mlU/ml) 5.52 ±0.78 5.48 ±0.50 0.4239 

Estradiol (pg/ml) 88.95 ±8.22 59.60 ± 5.82 P <0.00001 

Prolactin (ng/ml) 49.31 ±4.32 14.75 ± 1.21 P <0.00001 

TSH (μUl/ml) 2.05 ± 0.17 1.67 ± 0.18 P <0.00001 

T3 (ng/dl) 1.62 ± 0.111 1.54 ± 0.119 0.0168 

T4 (ng/dl) 89.45 ± 4.43 82.7 ± 4.79 0.000019 
 

Table 2. Insulin resistance, CRP and calcium changes during hyperprolactinemia. 

Parameters Hyperprolactinemia Control P-Value 

Insulin Resistance 4.49 ± 0.46 3.27 ± 0.59 P <0.00001 

CRP (mg/dl) 3.54±0.56 1.50±0.31 P <0.00001 

Calcium (ng/ml) 9.05 ± 0.18 9.25 ± 0.37 0.01709 
 

4. Discussions 
Hyperprolactinemia may contribute to vitamin D 

deficiency through the influence of elevated prolactin on 
the steps of vitamin D synthesis, as reported by 
Amanzholkyzy et al (12) and Krysiak et al (16), who 
found that vitamin D deficiency is associated with 
elevated prolactin levels in adolescent girls. This may be 
explained by the impact of hyperprolactinemia on 
circulating 25-hydroxyvitamin D, the precursor of active 
vitamin D synthesis. 

In the present study, FSH concentrations were slightly 
increased, which may be attributed to vitamin D 
deficiency affecting ovarian function. Vitamin D plays a 
role in both FSH synthesis and receptor regulation. 
However, elevated prolactin inhibits gonadotropin-
releasing hormone, which can reduce FSH secretion. 
Previous findings by Merhi et al (17) suggested that 
vitamin D alters anti-Müllerian hormone (AMH) 
signaling and steroidogenesis, with low vitamin D being 
associated with elevated FSH, a biomarker of diminished 
ovarian reserve and accelerated ovarian aging (18). 
Bakare et al (19) and others (20, 21) confirmed that 
persistent hyperprolactinemia disrupts hypothalamic 
regulation of FSH and LH secretion. 

The significant increase in estradiol observed in this 
study may also be linked to vitamin D deficiency, which 
affects estradiol synthesis and receptor expression. 
Vitamin D has been reported to attenuate estradiol 
signaling by downregulating estrogen receptor expression 
in breast cancer cells (22). Elevated estradiol may, in turn, 
stimulate prolactin secretion through inhibition of 
dopamine production, as demonstrated by MohanKumar 
et al (23). 

The increases in TSH, T3, and T4 observed here are 
consistent with the regulatory effects of vitamin D on the 
hypothalamic-pituitary-thyroid axis. Vitamin D receptors 
are expressed in pituitary thyrotropes and thyroid cells 
(24). While Amanzholkyzy et al (11) reported low T4 in 
vitamin D-deficient adolescents, other studies (25, 26) 
have shown strong associations between prolactin and 
thyroid hormones, possibly mediated through 
thyrotropin-releasing hormone (TRH). 

Insulin resistance was significantly increased in 
hyperprolactinemic women, which may be related to both 
vitamin D deficiency and elevated prolactin. Vitamin D 
modulates insulin secretion in pancreatic β-cells through 
vitamin D response elements in the insulin gene promoter 
(11). Prior studies (27) have consistently reported 
negative associations between vitamin D deficiency and 
insulin sensitivity. 

CRP levels were significantly higher in 
hyperprolactinemic women, reflecting both vitamin D 
deficiency and prolactin’s role as a pro-inflammatory 
mediator. Vitamin D supplementation has been shown to 
reduce CRP levels (28), while prolactin itself has been 
described as a pro-inflammatory cytokine (29). Elevated 
CRP in hyperprolactinemia has been reported in other 
studies (30, 31). 

Finally, the observed reduction in serum calcium in 
hyperprolactinemic women reflects the essential role of 
vitamin D in calcium absorption and homeostasis. Several 
studies support the role of vitamin D deficiency in 
impaired calcium absorption and mineral balance (32, 
33). 
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5. Conclusion 
In conclusion, our findings highlight a close 

relationship between vitamin D deficiency and elevated 
prolactin secretion. Vitamin D deficiency may disrupt 
both the hypothalamic-pituitary-ovarian and 
hypothalamic-pituitary-thyroid axes, contributing to 
reproductive and endocrine dysfunction. Moreover, 
vitamin D deficiency exacerbates metabolic disturbances, 
particularly insulin resistance, and worsens the 
inflammatory state of hyperprolactinemia, which itself 
represents a low-grade inflammatory condition. Finally, 
impaired calcium absorption further reflects the systemic 
consequences of vitamin D deficiency. These results 
suggest that vitamin D deficiency contributes to broad 
hormonal, metabolic, and inflammatory dysregulation in 
hyperprolactinemic women. 
 

6. Declarations 

6.1 Acknowledgments 

None. 
 

6.2 Ethical Considerations 

Ethical approval for this study was obtained from the 
Knowledge Management Division, Training and Human 

Development Center, Misan Health Directorate, Ministry 
of Health, Republic of Iraq (Approval No. 6; Date: 
January 4, 2024). 
 

6.3 Authors' Contributions 

All authors were equally involved in the study design, 
sample collection, laboratory work, data analysis, and the 
writing and interpretation of the results. 
 

6.4 Conflict of Interest 

The authors declare that they have no conflict of 
interest. 
 

6.5 Fund or Financial Support 

This study was self-funded by the authors. 
 

6.6 Using Artificial Intelligence Tools (AI 
Tools) 

The authors declare that they did not use the artificial 
intelligence.

 

 

 

1. Cashman KD. Global differences in vitamin D 
status and dietary intake: a review of the data. 
Endocr Connect. 2022;11(1):e210282.  
[DOI:10.1530/EC-21-0282] [PMID] [PMCID] 

2. Wang TY, Wang HW, Jiang MY. Prevalence of 
vitamin D deficiency and associated risk of all-
cause and cause-specific mortality among 
middle-aged and older adults in the United 
States. Front Nutr. 2023;10:1163737. [PMID] 
[DOI:10.3389/fnut.2023.1163737] [PMCID] 

3. Yedla N, Kim H, Sharma A, Wang X. Vitamin 
D Deficiency and the Presentation of Primary 
Hyperparathyroidism: A Mini Review. Int J 
Endocrinol. 2023;2023:1169249. [PMCID]  
[DOI:10.1155/2023/1169249] [PMID] 

4. Mele C, Caputo M, Bisceglia A, Samà MT, 
Zavattaro M, Aimaretti G, et al. 
Immunomodulatory Effects of Vitamin D in 
Thyroid Diseases. Nutrients. 2020;12(5):1444. 
[DOI:10.3390/nu12051444] [PMID] [PMCID] 

5. Trummer C, Pilz S, Schwetz V, Obermayer-
Pietsch B, Lerchbaum E. Vitamin D, PCOS and 
androgens in men: a systematic review. Endocr 
Connect. 2018;7(3):R95-r113.  
[DOI:10.1530/EC-18-0009] [PMID] [PMCID] 

6. Polyzos NP, Anckaert E, Guzman L, 
Schiettecatte J, Van Landuyt L, Camus M, et al. 
Vitamin D deficiency and pregnancy rates in 
women undergoing single embryo, blastocyst 
stage, transfer (SET) for IVF/ICSI. Hum 
Reprod. 2014;29(9):2032-40.  
[DOI:10.1093/humrep/deu156] [PMID] 

7. Hoskova K, Kayton Bryant N, Chen ME, 
Nachtigall LB, Lippincott MF, 
Balasubramanian R, et al. Kisspeptin 
Overcomes GnRH Neuronal Suppression 
Secondary to Hyperprolactinemia in Humans. J 
Clin Endocrinol Metab. 2022;107(8):e3515-
e25. [DOI:10.1210/clinem/dgac166] [PMID] 
[PMCID] 

8. Dzialach L, Sobolewska J, Zak Z, Respondek 
W, Witek P. Prolactin-secreting pituitary 
adenomas: male-specific differences in 
pathogenesis, clinical presentation and 
treatment. Front Endocrinol (Lausanne). 2024; 
15:1338345. [PMID] [PMCID]  
[DOI:10.3389/fendo.2024.1338345] 

9. Ayatollahi A, Moosavi Z, Ayatollahi H. Serum 
C-reactive Protein Levels About Insulin 
Resistance and Beta Cell Function in Iranian 
Women with Subclinical Hypothyroidism. Iran 

References 

https://doi.org/10.1530/EC-21-0282
https://www.ncbi.nlm.nih.gov/pubmed/34860171
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC8789021
https://www.ncbi.nlm.nih.gov/pubmed/37275650
https://doi.org/10.3389/fnut.2023.1163737
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC10232798
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC10728357
https://doi.org/10.1155/2023/1169249
https://www.ncbi.nlm.nih.gov/pubmed/38115826
https://doi.org/10.3390/nu12051444
https://www.ncbi.nlm.nih.gov/pubmed/32429416
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC7284826
https://doi.org/10.1530/EC-18-0009
https://www.ncbi.nlm.nih.gov/pubmed/29449314
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC5854850
https://doi.org/10.1093/humrep/deu156
https://www.ncbi.nlm.nih.gov/pubmed/24951484
https://doi.org/10.1210/clinem/dgac166
https://www.ncbi.nlm.nih.gov/pubmed/35323937
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC9282259
https://www.ncbi.nlm.nih.gov/pubmed/38370355
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC10870150
https://doi.org/10.3389/fendo.2024.1338345


Farah Kadhim Alwan and Ahmed Aboud Khalifa 323 

Volume 33, July- August 2025                                                   Journal of Advances in Medical and Biomedical Research 

J Pathol. 2024;19(3):326-31. [PMID] [PMCID] 
[DOI:10.30699/ijp.2024.2015823.3213] 

10. Hu Y, Ding Y, Yang M, Xiang Z. Serum 
prolactin levels across pregnancy and the 
establishment of reference intervals. Clin Chem 
Lab Med. 2018;56(5):838-42.  
[DOI:10.1515/cclm-2017-0644] [PMID] 

11. Krysiak R, Kowalcze K, Okopień B. Vitamin D 
status determines the impact of metformin on 
circulating prolactin levels in premenopausal 
women. J Clin Pharm Ther. 2021;46(5):1349-
56. [DOI:10.1111/jcpt.13447]  
[DOI:10.1111/jcpt.13470] [PMID] 

12. Amanzholkyzy A, Donayeva A, Kulzhanova D, 
Abdelazim IA, Abilov T, Baubekov Z, et al. 
Relation between vitamin D and adolescents' 
serum prolactin. Prz Menopauzalny. 2023; 
22(4):202-6. [DOI:10.5114/pm.2023.133883] 
[PMID] [PMCID] 

13. Gaber HF, Mohsin MI. Differential Expression 
of Interleukin-6 (IL-6), Interleukin-10 (IL-10), 
and Interleukin-1 Beta (IL-1β) in Insulin 
Resistance and Type 2 Diabetes: A 
Comparative Study of Messenger RNA 
(mRNA) and Protein Levels. Iran J Pathol. 
2025;20(4):394-403. 
[DOI:10.30699/ijp.2025.2056657.3433] 

14. Saleh SHS. Potential modulation pancreas 
gland activity in hyperprolactimic male Rats 
(Rattus norvegicus) by vitamin D3 treatment. J 
Coll Edu Pur Sci. 2023;13(3):236-43.  
[DOI:10.32792/jeps.v13i3.341] 

15. Steel RGD, Torrie JH, Dickey DA. Principles 
and procedures of statistics: A biometrical 
approach. 3 ed.1997. 

16. Krysiak R, Kowalcze K, Okopień B. 
Hyperprolactinaemia attenuates the inhibitory 
effect of vitamin D/selenomethionine 
combination therapy on thyroid autoimmunity 
in euthyroid women with Hashimoto's 
thyroiditis: A pilot study. J Clin Pharm Ther. 
2020;45(6):1334-41. 
[DOI:10.1111/jcpt.13214] [PMID] 

17. Merhi Z, Doswell A, Krebs K, Cipolla M. 
Vitamin D alters genes involved in follicular 
development and steroidogenesis in human 
cumulus granulosa cells. J Clin Endocrinol 
Metab. 2014;99(6):E1137-45. [PMCID]  
[DOI:10.1210/jc.2013-4161] [PMID] 

18. Jukic AM, Steiner AZ, Baird DD. Association 
between serum 25-hydroxyvitamin D and 
ovarian reserve in premenopausal women. 
Menopause. 2015;22(3):312-6.  
[DOI:10.1097/GME.0000000000000312] 
[PMID] [PMCID] 

19. Bakare AA, Osiagwu DD, Elemoso TT. 
Activities of FSH receptors on restoration of 
reproductive indices in hyperprolactin rats 
treated with green coconut water. J Biome 
Invest. 2024;12(2):215-25. 

20. Kubba M, Jabir A, Ramadan R. 
Hyperprolactinemia Causes Primary and 
Secondary Infertility in Women of raqi 
Patients. Int J Scienc Basic and Applied 
Research. 2015;24(7):336-45. 

21. Rasool RN, Khalifa AA. Studying the Role of 
Irisin, Chemerin and Some Other Hormonal 
Levels in Obese, Diabetic (type II) and Sub-
Fertile Men. Egypt J Chem. 2023;66(2):183-90. 

22. Krishnan AV, Swami S, Feldman D. The 
potential therapeutic benefits of vitamin D in 
the treatment of estrogen receptor positive 
breast cancer. Steroids. 2012;77(11):1107-12. 
[DOI:10.1016/j.steroids.2012.06.005] [PMID] 
[PMCID] 

23. MohanKumar SMJ, Kasturi BS, Shin AC, 
Balasubramanian P, Gilbreath ET, 
Subramanian M, et al. Chronic estradiol 
exposure induces oxidative stress in the 
hypothalamus to decrease hypothalamic 
dopamine and cause hyperprolactinemia. Am J 
Physiol Regul Integr. 2011;300(3):R693-R9. 
[DOI:10.1152/ajpregu.00481.2010] [PMID]  
[PMCID] 

24. Das G, Taylor PN, Javaid H, Tennant BP, Geen 
J, Aldridge A, et al. Seasonal Variation Of 
Vitamin D And Serum Thyrotropin Levels And 
Its Relationship In A Euthyroid Caucasian 
Population. Endocr Pract. 2018;24(1):53-9.  
[DOI:10.4158/EP-2017-0058] [PMID] 

25. Wazir N, Khan S, Ubaid M. Frequency of 
Hyperprolactinemia in Patients with Overt and 
Subclinincal Hypothyroidism. J Postgrad Med. 
2024;38(4):3384. 
[DOI:10.54079/jpmi.38.4.3384] 

26. Valvekar U, Lakshmi S, Kumar AN. 
Hypothyroidism and hyperprolactinemia 
showed positive correlation in women with 
primary and secondary infertility. Int J Reprod 
Contracept Obstet Gynecol. 2017;5(7):2079-
83. [DOI:10.18203/2320-
1770.ijrcog20161866] 

27. Szymczak-Pajor I, Śliwińska A. Analysis of 
Association between Vitamin D Deficiency and 
Insulin Resistance. Nutrients. 2019;11(4):794. 
[DOI:10.3390/nu11040794] [PMID] [PMCID] 

28. Antwi MH, Sakyi SA, Appiah SCY, Buckman 
TA, Yorke J, Kwakye AS, et al. Investigation 
of serum level relationship of pro-inflammatory 
and anti-inflammatory cytokines with vitamin 
D among healthy Ghanaian population. BMC 

https://www.ncbi.nlm.nih.gov/pubmed/39687453
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC11646200
https://doi.org/10.30699/ijp.2024.2015823.3213
https://doi.org/10.1515/cclm-2017-0644
https://www.ncbi.nlm.nih.gov/pubmed/29194037
https://doi.org/10.1111/jcpt.13447
https://doi.org/10.1111/jcpt.13470
https://www.ncbi.nlm.nih.gov/pubmed/34076286
https://doi.org/10.5114/pm.2023.133883
https://www.ncbi.nlm.nih.gov/pubmed/38239397
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC10793607
https://doi.org/10.30699/ijp.2025.2056657.3433
https://doi.org/10.32792/jeps.v13i3.341
https://doi.org/10.1111/jcpt.13214
https://www.ncbi.nlm.nih.gov/pubmed/32649802
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC4037738
https://doi.org/10.1210/jc.2013-4161
https://www.ncbi.nlm.nih.gov/pubmed/24628555
https://doi.org/10.1097/GME.0000000000000312
https://www.ncbi.nlm.nih.gov/pubmed/25093721
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC4317384
https://doi.org/10.1016/j.steroids.2012.06.005
https://www.ncbi.nlm.nih.gov/pubmed/22801352
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC3429709
https://doi.org/10.1152/ajpregu.00481.2010
https://www.ncbi.nlm.nih.gov/pubmed/21178126
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC3064273
https://doi.org/10.4158/EP-2017-0058
https://www.ncbi.nlm.nih.gov/pubmed/29144817
https://doi.org/10.54079/jpmi.38.4.3384
https://doi.org/10.18203/2320-1770.ijrcog20161866
https://doi.org/10.18203/2320-1770.ijrcog20161866
https://doi.org/10.3390/nu11040794
https://www.ncbi.nlm.nih.gov/pubmed/30959886
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC6520736


324   Insulin Resistance, Ca, CRP-protein and Some Hormonal Parameters 

Volume 33, July- August 2025                                                   Journal of Advances in Medical and Biomedical Research 

Res Notes. 2024;17(1):64. [PMCID] [PMID] 
[DOI:10.1186/s13104-024-06721-y]  

29. Rasmi Y, Jalali L, Khalid S, Shokati A, Tyagi 
P, Ozturk A, et al. The effects of prolactin on 
the immune system, its relationship with the 
severity of COVID-19, and its potential 
immunomodulatory therapeutic effect. 
Cytokine. 2023;169:156253. [PMCID] [PMID] 
[DOI:10.1016/j.cyto.2023.156253]  

30. Najim Rasool R, Aboud Khalifa A. Studying 
the Role of Interleukin-6, C-Reactive Protein, 
and Nitric Oxide Synthase in Obese, Diabetic, 
and Sub-Fertile Men. Iran J War Public Health. 
2022;14(2):225. 

31. Baba MS, Laway BA, Misgar RA, Wani AI, 
Bashir MI, Bhat IA, et al. Metabolic 
Abnormalities, Inflammatory Markers and 

Endothelial Dysfunction in 
Hyperprolactinemia due to Prolactinoma before 
and after Normalization of Serum Prolactin: A 
Prospective Case Control Study. Indian J 
Endocrinol Metab. 2023;27(4):357-64. [PMID] 
[DOI:10.4103/ijem.ijem_201_22] [PMCID] 

32. Kandhro F, Dahot U, Naqvi SHA, Ujjan IU. 
Study of Vitamin D deficiency and contributing 
factors in the population of Hyderabad, 
Pakistan. Pak J Pharm Sci. 2019;32(3):1063-8. 

33. Bendotti G, Biamonte E, Leporati P, Goglia U, 
Ruggeri RM, Gallo M. Vitamin D 
Supplementation: Practical Advice in Different 
Clinical Settings. Nutrients. 2025;17(5):783.  
[DOI:10.3390/nu17050783] [PMID] [PMCID] 

  

 

 

 

 

 

 
 

 

 

 

 

 

 

How to Cite This Article:  

Alwan F K, Khalifa A A. Insulin Resistance, Ca, C-reactive Protein and Some Hormonal Parameters Related 
with Vitamin D Deficiency in Hyperprolactinemic Women. J Adv Med Biomed Res. 2025;33(159):319-24. 

Download citation:  
BibTeX | RIS | EndNote | Medlars | ProCite | Reference Manager | RefWorks 
 
Send citation to:  

  Mendeley      Zotero     RefWorks 

 

 

 

 

 
 

  

 

 

 

 

http://www.ncbi.nlm.nih.gov/pmc/articles/PMC10913209
https://www.ncbi.nlm.nih.gov/pubmed/38439034
https://doi.org/10.1186/s13104-024-06721-y
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC10247151
https://www.ncbi.nlm.nih.gov/pubmed/37320963
https://doi.org/10.1016/j.cyto.2023.156253
https://www.ncbi.nlm.nih.gov/pubmed/37867992
https://doi.org/10.4103/ijem.ijem_201_22
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC10586551
https://doi.org/10.3390/nu17050783
https://www.ncbi.nlm.nih.gov/pubmed/40077652
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC11901608
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=BibTeX
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=ris
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=EndNote
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=Medlars
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=ProCite
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=Reference_Manager
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=RefWorks
http://www.mendeley.com/import/?url=http://zums.ac.ir/journal/article-1-6123-en.html
http://www.mendeley.com/import/?url=http://zums.ac.ir/journal/article-1-6123-en.html
http://www.mendeley.com/import/?url=http://zums.ac.ir/journal/article-1-6123-en.html
http://www.mendeley.com/import/?url=http://zums.ac.ir/journal/article-1-6123-en.html
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=ris
https://journal.zums.ac.ir/web2export.php?a_code=A-10-7334-1&sid=1&slc_lang=en&type=ris
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html
http://www.refworks.com/express/ExpressImport.asp?vendor=J-Adv-Med-Biomed-Res&filter=RefWorks%20Tagged%20Format&encoding=65001&url=http%3A%2F%2Fzums.ac.ir%2Fjournal%2Farticle-1-4781-en.html

	Farah Kadhim Alwan*, Ahmed Aboud Khalifa
	Department of Biology, College of Science, University of Misan, Maysan, Iraq
	1. Introduction


	References

