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Abstract

Background: The association of serum prolactin (PRL) with diabetes is still uncertain, with a paucity of data
in the south Indian population. This study aims to compare the serum PRL levels between type 2 diabetes
mellitus (T2DM) patients and normoglycaemic volunteers and correlate the serum PRL level with fasting
plasma glucose (FPG), postprandial plasma glucose (PPG), glycated haemoglobin (HbA1c) levels, and the
lipid profile in the study population.

Methods: This was a comparative cross-sectional study among 112 T2DM participants and 112 healthy
volunteers in a tertiary care centre in India. All participants were tested for FPG, PPG, HbAlc, fasting serum
lipid profile, and serum PRL, which were compared between T2DM patients and healthy volunteers.

Results: The serum PRL in T2DM patients was significantly lower compared to healthy volunteers (8.67 +
4.37 vs. 13.76 £ 6.55 ng/ml, P < 0.001). FPG, PPG, and HbA1c correlated inversely with serum PRL in our
study population. On multivariable logistic regression adjusted for age and sex, a higher serum PRL level
within the physiological range was protective for T2DM (adjusted odds ratio: 0.83, 95% CI: 0.77-0.90, P <
0.001). Serum PRL levels were inversely correlated with serum total cholesterol, low-density lipoprotein
cholesterol, and triglycerides, but not with high-density lipoprotein cholesterol.

Conclusions: A high serum PRL within the physiological range was inversely associated with the prevalence
of T2DM in the south Indian population. Serum PRL also correlated inversely with glycaemic and blood lipid
parameters. Larger longitudinal studies are required to further validate the association of serum PRL with
various components of metabolic syndrome in the south Indian population.

Categories: Endocrinology/Diabetes/Metabolism, Internal Medicine
Keywords: south indian, glycaemic indices, serum lipid profile, serum prolactin, type 2 diabetes mellitus

Introduction

The increasing evidence of the diverse functions of prolactin (PRL) has warranted its investigation beyond its
recognized role in lactation to study its effect on islet cell differentiation, immune modulation, and
adipocyte control. The identification of PRL receptors on various target tissues has accelerated research and
piqued interest in the pathophysiological effect of this hormone on different organ systems [1]. High serum
PRL level in the physiological range was found to protect against type 2 diabetes mellitus (T2DM). On the
contrary, high serum levels of this hormone in pathological settings increase the risk of developing T2DM
[2]. Cellular studies now reveal that PRL activates pancreatic B-cells and reduces the glucose threshold for
insulin secretion through various signalling pathways [3,4]. A recent meta-analysis demonstrated that
higher PRL levels within the normal range reduced the risk of prevalent T2DM but not incidental T2DM, thus
leaving us with limited evidence of its causal association [2].

This study was undertaken to assess PRL levels in patients with T2DM and healthy volunteers. The high
incidence of T2DM in the south Indian population also necessitates further investigation of the association
of PRL and glycaemic parameters in this geographical landscape. As a secondary objective, we also compared
the different lipid parameters and their association with varying PRL levels.

Materials And Methods

The study conformed to the principles of the Declaration of Helsinki and was approved by the Vydehi
Institutional Ethics Committee (VIEC/2017/APP/107). Written informed consent was obtained from all the
participants in the local language.
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This was a single-centre, comparative, cross-sectional study conducted at a tertiary care hospital in
Bangalore, India between January 2018 and July 2019. Participants were selected from the outpatient clinic
and inpatient services under the department of general medicine. For estimating the sample size, we
considered a mean difference in serum PRL of 1.5 ng/mL between patients with T2DM and healthy
volunteers, standard deviations of 3.6 and 2.4 ng/ml [5], alpha error of 5%, and power of 90%. We assumed a
non-response rate of 20% and estimated our sample size to include 112 patients with T2DM and 112 healthy
volunteers.

The study group consisted of adult (age > 18 years) T2DM patients diagnosed according to the American
Diabetes Association criteria [6]. The control group consisted of healthy volunteers (age > 18 years) who were
not diabetic or pre-diabetic according to the aforementioned diagnostic criteria. Pregnant or lactating
women, patients with type 1 diabetes mellitus, or those with elevated serum PRL levels greater than or equal
to two times the upper limit of normal were excluded from the study. Furthermore, those patients on active
or past treatment of prokinetics, corticosteroids, thyroid hormones, antipsychotics, selective serotonin
reuptake inhibitors, oral contraceptive pills, or statin therapy were excluded from the study to minimize
confounding bias arising due to the potential effect of these medications on serum PRL levels.

All participants were tested for glycated haemoglobin (HbA1c), fasting plasma glucose (FPG), postprandial
plasma glucose (PPG) two hours after a regular meal, and serum PRL. The participants were also tested for
fasting lipid profiles, which included total cholesterol (TC), low-density lipoprotein cholesterol (LDL-C),
high-density lipoprotein cholesterol (HDL-C), and serum triglycerides (TG). HbAlc was measured by the
high-performance liquid chromatography method and plasma glucose was measured by the glucokinase
method. Fasting serum PRL was measured by the chemiluminescence method. Serum TC was measured by
the cholesterol oxidase esterase method, TG by enzymatic glycerol phosphate oxidase method, and HDL-C
and LDL-C by direct measure polymer method.

Data were analysed using Stata version 12 (StataCorp LLC, College Station, TX) and were presented as
frequencies and proportions for categorical variables, and as mean and SD for continuous variables.
Wilcoxon rank-sum test was applied to test the difference between two continuous variables. The chi-square
test or Fischer's exact test was used as appropriate to test distributions for categorical variables. Quartiles of
serum PRL were generated separately for males and females. Glycaemic parameters (FPG, PPG, and HbA1c)
were measured across these quartiles of serum PRL separately for males and females, and the trend was
tested by the Cuzick test (1985). Pearson’s correlation coefficient was calculated between serum PRL,
glycaemic parameters, and lipid profile for the total population. Multivariable logistic regression was done to
find the association of serum PRL with T2DM after adjusting for age and sex.

Results

A total of 112 patients diagnosed with T2DM and 112 healthy volunteers were enrolled in our study. The
patients with T2DM were significantly older than the control group. Serum TC, LDL-C, HDL-C, and TG were
found to be significantly higher in the patients with T2DM (Table 7). We observed that the patients with
T2DM had a significantly lower level of serum PRL than healthy volunteers (8.75 * 4.37 vs. 13.76 £ 6.5, P <
0.001).
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Variables Type 2 diabetes mellitus (n = 112) Healthy volunteers (n = 112) P-value

Demographic and clinical characteristics

Age (years) 48.88 £ 9.09 37.91+12.53 <0.001
Female (n, %) 46 (41.1%) 51 (45.5%) 0.514

Systolic blood pressure (mmHg) 131.16 £ 17 120.11 £17.14 <0.001
Diastolic blood pressure (mmHg) 82.53 £ 9.3 7441196 <0.001

Laboratory parameters

Fasting plasma glucose (mg/dl) 214.98 + 95.56 84.19 £ 17.44 <0.001
Postprandial plasma glucose (mg/dl) 318.67 + 124.91 107.32 £ 23.31 <0.001
Glycated haemoglobin (%) 10.09 + 3.01 5.38 + 0.46 <0.001
Serum total cholesterol (mg/dl) 187.95 £ 60.55 151.98 £ 60.14 <0.001
Serum low-density lipoprotein cholesterol (mg/dl) 123.05 + 48.09 94.22 + 45.36 <0.001
Serum high-density lipoprotein cholesterol (mg/dl) 39.18 £ 12.38 35.09 + 13.81 0.01
Serum triglycerides (mg/dl) 190.72 + 86.25 152.86 £ 72.43 0.001
Serum prolactin (ng/ml) 8.67 +4.37 13.76 £ 6.5 <0.001

TABLE 1: Demographic, clinical, and laboratory characteristics of participants.

Continuous variables are presented as mean +* standard deviation. Categorical variables are presented as frequencies and percentages.

To evaluate the association of serum PRL and glycaemic parameters (FPG, PPG, and HbA1c) in males and
females separately (N = 127 and N = 97, respectively), we divided our entire sample to quartiles with
different cut-offs based on serum PRL levels (males - Q1: <7.2 (n = 31), Q2: 7.3-9.5 (n = 32), Q3: 9.6-12.6 (n =
31), and Q4: >12.6 (n = 33); females - Q1: <6.6 (n = 23), Q2: 6.7-10.4 (n = 24), Q3: 10.5-14.9 (n = 25), and Q4:
>14.9 (n = 25)). We observed a significant decreasing trend of PPG, FPG, and HbA1c levels irrespective of
gender with increasing serum PRL levels (Table 2).
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Men
Quartile 1 Quartile 2 Quartile 3 Quartile 4
P-value for trend
n=31 n=32 n=231 n=33
Prolactin (ng/ml) <7.2 7.3-9.5 9.6-12.6 >12.6

Fasting plasma glucose (mg/dl) 215 (104.5-278.5) 106 (87-154.5) 100 (75-139) 102 (78-134) 0.001
Postprandial plasma glucose (mg/dl) 316.5 (173-424.5) 193.5 (116.5-245) 126 (96-249) 134 (101-225) <0.001
Glycated haemoglobin (%) 9.9 (6.45-12) 7.05 (5.6-8.6) 5.6 (5.2-8.5) 5.7 (5.5-7.1) <0.001
Women
Quartile 1 Quartile 2 Quartile 3 Quartile 4
P-value for trend
n=23 n=24 n=25 n=25
Prolactin (ng/ml) <6.6 6.7-10.4 10.5-14.9 >14.9
Fasting plasma glucose (mg/dl) 168 (111-252) 177.5 (94-238) 88 (76-102) 82 (75-92) <0.001
Postprandial plasma glucose (mg/dl) 261.5 (191-379.5) 275.5 (142.5-341.5) 104 (90-150) 106 (89-134) <0.001
Glycated haemoglobin (%) 8.7 (6.5-10.1) 8.65 (5.7-13.8) 5.7 (5.2-6.9) 5.3 (4.9-5.7) <0.001

TABLE 2: Comparison of the glycaemic parameters among all the participants in serum prolactin-

based quartiles.

All values are expressed as median (interquartile range). Prolactin quartiles in males (ng/ml) - Q1: <7.2, Q2: 7.3-9.5, Q3: 9.6-12.6, and Q4:
>12.6. Prolactin quartiles in females (ng/ml) - Q1: <6.6, Q2: 6.7-10.4, Q3: 10.5-14.9, and Q4: >14.9.

In our entire cohort (n = 224), serum PRL level negatively correlated with FPG (r = -0.28, P < 0.01), PPG (r =
-0.34, P <0.01), HbAlc (r=-0.31, P < 0.01), TC (r = -0.24, P < 0.01), LDL (r = -0.21, P < 0.01), and TGs (r =
-0.19, P =0.01).

After adjusting for age and gender, on multivariate logistic regression, we observed that serum PRL was
independently associated with T2DM (adjusted odds ratio: 0.83, 95% CI: 0.77-0.90, P < 0.001). Odds of

having T2DM decreased by 17% with each unit increase in serum PRL (ng/mL) within the normal range
(Table 3).

Crude odds ratio P-value Adjusted odds ratio P-value
Serum prolactin (ng/ml) 0.82 (0.76-0.88) <0.001 0.83 (0.77-0.90) <0.001
Age (years) 1.09 (1.06-1.12) <0.001 1.08 (1.05-1.12) <0.001
Male sex 1.20 (0.71-2.03) 0.500 1.10 (0.58-2.09) 0.760

TABLE 3: Multivariable logistic regression of factors associated with type 2 diabetes compared to

healthy volunteers.

Discussion

In this cross-sectional study involving south Indian patients with T2DM and healthy volunteers, we found a
negative association of glycaemic parameters with serum PRL levels irrespective of gender. We also noted
that the odds of having T2DM decreased by 17% with every one unit increase of serum PRL when within the
physiological range.

The role of PRL in the initiation and maintenance of lactation has been established; yet, newer insights into
its role in various organ systems and metabolism continue to emerge. The PRL receptor is expressed on hair
follicles, gastrointestinal tracts, retina, adipose tissue, and pancreatic beta cells [1]. This expression of the
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PRL on pancreatic B-cells was postulated to play a role in B-cell proliferation during pregnancy to meet the
increased metabolic demands [7]. This was later confirmed by in vivo studies wherein PRL receptor-deficient
mice had reduced B-cell mass and density. This led to 20-35% less insulin production by islets, ultimately
making the mice glucose intolerant [3]. PRL-treated cells were found to have an increased expression of
glucokinase enzyme, a rate-limiting enzyme in glucose metabolism. As a downstream effect, the PRL-
treated islet cells could produce insulin at a faster rate [1]. To test this theory, numerous studies have been
undertaken to understand the clinical implication of PRL in T2DM in humans.

A large meta-analysis involving six studies from 2013 to 2019 demonstrated high PRL levels in the
physiological range to be associated with a lower prevalent T2DM [2]. A study by Wang et al. divided their
study population into quartiles based on serum PRL levels similar to our study. They observed men with a
serum PRL level > 10.63 ng/ml and women with a serum PRL level > 11.50 ng/ml had an adjusted OR of 0.38
(0.24-0.59) and 0.47 (0.32-0.70) of having T2DM, respectively, with Q1 referent [8]. A cross-sectional study
by Chahar et al. concluded that high serum PRL levels within the physiological range were associated with
reduced odds of T2DM in women but not in men (OR: 0.13 (0.03-0.56) vs. OR: 0.61 (0.21-1.72)) [9]. A 22-year
follow-up study in the United States studying serum PRL in women revealed that high levels of PRL reduce
the risk of incident T2DM ((HR: 0.73 (0.55-0.95)) [ 10]. This finding was also consistent with another case-
control study by Manshaei et al., which reported markedly lower serum PRL levels in females with T2DM
than in healthy volunteers (5.32 # 0.36 vs. 18.38 * 2.3 ng/dl) [11]. The stronger association in females may be
attributed to relatively higher serum PRL levels than males and a protective effect of estrogen on B-cells via
anti-inflammatory effects and insulin sensitivity [12]. However, there was no effect-modification by gender
in the association of serum PRL with T2DM risk in our study (data not shown). Extending the studies beyond
dysglycaemic individuals, a study by Albu et al. reported an inverse relation of serum PRL with FPG among
healthy subjects [13]. The observations in the aforementioned studies suggest that the effect of PRL on
glycaemic parameters may be less pronounced in dysglycaemic individuals, part of which might be
attributed to treatment-related factors such as the PRL-lowering effect of metformin [14].

While these associations are only applicable to higher levels of PRL within the physiological range, high PRL
levels in the non-physiological range due to prolactinoma or treatment with antipsychotic drugs have
consistently been shown to unfavourably affect metabolic parameters [15,16]. A pathologically higher PRL
level in patients with T2DM in a few studies has also been shown to be associated with increased diabetic
complications, insulin resistance, and metabolic syndrome [17]. The Framingham Heart Study observed an
incremental rise in incident T2DM in the male population with every 5 mg/dl increase in serum PRL levels
(OR: 1.70, 95% CI: 1.04-2.78, P = 0.03) [5]. This association, however, was attenuated when the authors
adjusted for BMI. In another study involving 3929 patients of which 21% were T2DM patients, a higher all-
cause (men - HR: 1.75; 95% CI: 1.32-2.32; women - HR: 1.66; 95% CI: 1.08-2.56) and cardiovascular
mortality (men - HR: 2.16; 95% CI: 1.27-3.67; women - HR: 2.84; 95% CI: 1.38-5.89) was observed with
higher PRL concentrations; however, this result did not adjust for BMI [18]. These studies were primarily
carried out in the Caucasian population and maybe one of the attributing factors for the contradicting
results, as observed in the present study.

Notably, recent studies have observed contradicting evidence on the role of PRL in T2DM and thus the
temporality of this association has not yet been established. Although in the present study, we observed
favourable outcomes of high physiological levels of PRL and lower prevalent T2DM in the sub-set of the
south Indian population, longitudinal follow-up studies are required to establish the causality of this
association. The current evidence, however, helps us conclude that both low and supraphysiological serum
PRL levels unfavourably affect diabetic metabolic parameters.

Our study found that serum PRL had a significant inverse correlation with TC, LDL-C, and TG in the study
population, but no significant correlation with HDL-C. Glintborg et al. observed that PRL was positively
associated with HDL-C (r = -0.11, P < 0.05) and inversely associated with TC (r = -0.15, P < 0.05) and TG (r =
-0.14, P < 0.05), with the inverse association between PRL and LDL-C (r = -0.15, P < 0.05) being independent
of age and BMI in a cohort of polycystic ovary syndrome (PCOS) patients [19]. Other studies did not correlate
between lipid parameters and PRL [20,21]. PRL receptors are present in adipose tissue, which is involved in
its regulation. In vitro studies showed that human adipose tissue treated with PRL caused downregulation of
lipoprotein lipase and fatty acid synthase leading to suppression of lipogenesis. It also increased leptin and
adiponectin levels and reduced inflammatory markers such as interleukin 1 beta (IL-1B) and interleukin 6
[22]. Conversely, patients with prolactinomas had a lower level of HDL-C and higher levels of LDL-C and TG
compared to healthy adults [23,24]. Furthermore, treatment with cabergoline for six months caused
significant improvement in the lipid profile with a decline in TC, LDL-C, and TG [23]. The present evidence
is insufficient to justify the temporality of serum PRL and serum lipid concentrations due to the direct
association of dopaminergic activity on adiposity and lipid levels.

Limitations

The findings of our study have to be interpreted in light of a few limitations. Though we have restricted our
population to eliminate a few confounders such as pregnancy, lactation, thyroid disorders, use of statins,
PRL secretagogues/secretion inhibitors, and adjusted for sex, residual confounding might be present due to
these factors. The higher age of participants in the T2DM group may have led to the inverse correlation of
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PRL with glycaemic parameters. The effect of the antidiabetic medications being taken by the T2DM
individuals on the level of serum PRL could not be evaluated. Although the association between T2DM and
PRL was significant, the temporality of this association was not determined in our study owing to its
observational design. We could not adjust for insulin resistance or estrogen concentrations in our study.

Conclusions

T2DM is associated with lower serum PRL levels than those without diabetes mellitus. Serum PRL also had a
significant inverse correlation with TC, LDL-C, and TG. These observations suggest a role for PRL in the
pathogenesis of metabolic dysregulation among the south Indian population. More extensive multi-centric
longitudinal studies are required to validate the temporality of the association between serum PRL and
T2DM incidence.

Additional Information
Disclosures

Human subjects: Consent was obtained or waived by all participants in this study. Vydehi Institutional
Ethics Committee issued approval VIEC/2017/APP/107. The study conformed to the principles of the
Declaration of Helsinki and the protocol was approved by the Vydehi Institutional Ethics Committee.
Animal subjects: All authors have confirmed that this study did not involve animal subjects or tissue.
Conflicts of interest: In compliance with the ICMJE uniform disclosure form, all authors declare the
following: Payment/services info: All authors have declared that no financial support was received from
any organization for the submitted work. Financial relationships: All authors have declared that they have
no financial relationships at present or within the previous three years with any organizations that might
have an interest in the submitted work. Other relationships: All authors have declared that there are no
other relationships or activities that could appear to have influenced the submitted work.

References

1. Gorvin CM: The prolactin receptor: diverse and emerging roles in pathophysiology . ] Clin Transl Endocrinol.
2015, 2:85-91. 10.1016/j.jcte.2015.05.001

2. Faria de Castro L, Alves Dos Santos A, Augusto Casulari L, Ansaneli Naves L, Amorim Amato A: Association
between variations of physiological prolactin serum levels and the risk of type 2 diabetes: a systematic
review and meta-analysis. Diabetes Res Clin Pract. 2020, 166:108247. 10.1016/j.diabres.2020.108247

3. Huang C, Snider F, Cross JC: Prolactin receptor is required for normal glucose homeostasis and modulation
of beta-cell mass during pregnancy. Endocrinology. 2009, 150:1618-26. 10.1210/en.2008-1003

4. Labriola L, Montor WR, Krogh K| et al.: Beneficial effects of prolactin and laminin on human pancreatic
islet-cell cultures. Mol Cell Endocrinol. 2007, 263:120-33. 10.1016/j.mce.2006.09.011

5. Therkelsen KE, Abraham TM, Pedley A, Massaro JM, Sutherland P, Hoffmann U, Fox CS: Association between
prolactin and incidence of cardiovascular risk factors in the Framingham Heart Study. ] Am Heart Assoc.
2016, 5:002640. 10.1161/JAHA.115.002640

6. American Diabetes Association: Classification and diagnosis of diabetes: standards of medical care in
diabetes—2020. Diabetes Care. 2020, 43:S14-31. 10.2337/dc20-S002

7. Moyce BL, Dolinsky VW: Maternal B-cell adaptations in pregnancy and placental signalling: implications for
gestational diabetes. Int ] Mol Sci. 2018, 19:3467. 10.3390/ijms19113467

8. WangT,LuJ,XuY,etal.: Circulating prolactin associates with diabetes and impaired glucose regulation: a
population-based study. Diabetes Care. 2013, 36:1974-80. 10.2337/dc12-1893

9. Chahar C, Chahar K, Ankit BS, Gadhwal A, Agrawal RP: Association of serum prolactin level with impaired
glucose regulation and diabetes. ] Assoc Physicians India. 2017, 65:34-9.

10. LiJ, Rice MS, Huang T, Hankinson SE, Clevenger CV, Hu FB, Tworoger SS: Circulating prolactin
concentrations and risk of type 2 diabetes in US women. Diabetologia. 2018, 61:2549-60. 10.1007/s00125-
018-4733-9

11. Manshaei N, Shakibaei F, Fazilati M, Salavati H, Negahdary M, Palizban A: An investigation of the
association between the level of prolactin in serum and type II diabetes. Diabetes Metab Syndr. 2019,
13:3035-41. 10.1016/j.dsx.2018.07.007

12.  Cignarella A, Kratz M, Bolego C: Emerging role of estrogen in the control of cardiometabolic disease . Trends
Pharmacol Sci. 2010, 31:183-9. 10.1016/j.tips.2010.01.001

13.  Albu A, Florea S, Fica S: Is prolactin the missing link in adipose tissue dysfunction of polycystic ovary
syndrome patients?. Endocrine. 2016, 51:163-73. 10.1007/s12020-015-0655-1

14. Rasheed HA, Al-Kuraishy HM, Al-Gareeb Al, Hussien NR, Al-Nami MS: Effects of diabetic pharmacotherapy
on prolactin hormone in patients with type 2 diabetes mellitus: bane or boon. ] Adv Pharm Technol Res.
2019, 10:163-8. 10.4103/japtr.JAPTR_65_19

15.  Auriemma RS, De Alcubierre D, Pirchio R, Pivonello R, Colao A: The effects of hyperprolactinemia and its
control on metabolic diseases. Expert Rev Endocrinol Metab. 2018, 13:99-106.
10.1080/17446651.2018.1434412

16. He S, Yu W], Wang X, et al.: Risk factors of hyperprolactinemia induced by risperidone and olanzapine and
their correlations with plasma glucose and lipids. Gen Psychiatr. 2020, 33:100206. 10.1136/gpsych-2020-
100206

17.  Duc Nguyen H, Oh H, Yu BP, Hoang NMH, Jo WH, Young Chung H, Kim MS: Associations between prolactin,
diabetes and cognitive impairment: a literature review. [PREPRINT]. Neuroendocrinology. 2021,
10.1159/000521653

18. Haring R, Friedrich N, Volzke H, et al.: Positive association of serum prolactin concentrations with all-cause

2022 Jayashankar et al. Cureus 14(4): €23721. DOI 10.7759/cureus.23721 60f7


https://dx.doi.org/10.1016/j.jcte.2015.05.001
https://dx.doi.org/10.1016/j.jcte.2015.05.001
https://dx.doi.org/10.1016/j.diabres.2020.108247
https://dx.doi.org/10.1016/j.diabres.2020.108247
https://dx.doi.org/10.1210/en.2008-1003
https://dx.doi.org/10.1210/en.2008-1003
https://dx.doi.org/10.1016/j.mce.2006.09.011
https://dx.doi.org/10.1016/j.mce.2006.09.011
https://dx.doi.org/10.1161/JAHA.115.002640
https://dx.doi.org/10.1161/JAHA.115.002640
https://dx.doi.org/10.2337/dc20-S002
https://dx.doi.org/10.2337/dc20-S002
https://dx.doi.org/10.3390/ijms19113467
https://dx.doi.org/10.3390/ijms19113467
https://dx.doi.org/10.2337/dc12-1893
https://dx.doi.org/10.2337/dc12-1893
https://pubmed.ncbi.nlm.nih.gov/28462541/
https://dx.doi.org/10.1007/s00125-018-4733-9
https://dx.doi.org/10.1007/s00125-018-4733-9
https://dx.doi.org/10.1016/j.dsx.2018.07.007
https://dx.doi.org/10.1016/j.dsx.2018.07.007
https://dx.doi.org/10.1016/j.tips.2010.01.001
https://dx.doi.org/10.1016/j.tips.2010.01.001
https://dx.doi.org/10.1007/s12020-015-0655-1
https://dx.doi.org/10.1007/s12020-015-0655-1
https://dx.doi.org/10.4103/japtr.JAPTR_65_19
https://dx.doi.org/10.4103/japtr.JAPTR_65_19
https://dx.doi.org/10.1080/17446651.2018.1434412
https://dx.doi.org/10.1080/17446651.2018.1434412
https://dx.doi.org/10.1136/gpsych-2020-100206
https://dx.doi.org/10.1136/gpsych-2020-100206
https://dx.doi.org/10.1159/000521653
https://dx.doi.org/10.1159/000521653
https://dx.doi.org/10.1093/eurheartj/ehs233

Cureus

19.

20.

21.

22.

23.

24.

and cardiovascular mortality. Eur Heart J. 2014, 35:1215-21. 10.1093/eurheartj/ehs233

Glintborg D, Altinok M, Mumm H, Buch K, Ravn P, Andersen M: Prolactin is associated with metabolic risk
and cortisol in 1007 women with polycystic ovary syndrome. Hum Reprod. 2014, 29:1773-9.
10.1093/humrep/deul33

Ernst B, Thurnheer M, Schultes B: Basal serum prolactin levels in obesity—unrelated to parameters of the
metabolic syndrome and unchanged after massive weight loss. Obes Surg. 2009, 19:1159-62.
10.1007/s11695-009-9856-0

Ponce AJ, Galvan-Salas T, Lerma-Alvarado RM, et al.: Low prolactin levels are associated with visceral
adipocyte hypertrophy and insulin resistance in humans. Endocrine. 2020, 67:331-43. 10.1007/s12020-019-
02170-x

Ling C, Svensson L, Odén B, Weijdegard B, Edén B, Edén S, Billig H: Identification of functional prolactin
(PRL) receptor gene expression: PRL inhibits lipoprotein lipase activity in human white adipose tissue. | Clin
Endocrinol Metab. 2003, 88:1804-8. 10.1210/jc.2002-021137

Pala NA, Laway BA, Misgar RA, Dar RA: Metabolic abnormalities in patients with prolactinoma: response to
treatment with cabergoline. Diabetol Metab Syndr. 2015, 7:99. 10.1186/s13098-015-0094-4
Medic-Stojanoska M, Icin T, Pletikosic I, et al.: Risk factors for accelerated atherosclerosis in young women
with hyperprolactinemia. Med Hypotheses. 2015, 84:321-6. 10.1016/j.mehy.2015.01.024

2022 Jayashankar et al. Cureus 14(4): €23721. DOI 10.7759/cureus.23721

7of7


https://dx.doi.org/10.1093/eurheartj/ehs233
https://dx.doi.org/10.1093/humrep/deu133
https://dx.doi.org/10.1093/humrep/deu133
https://dx.doi.org/10.1007/s11695-009-9856-0
https://dx.doi.org/10.1007/s11695-009-9856-0
https://dx.doi.org/10.1007/s12020-019-02170-x
https://dx.doi.org/10.1007/s12020-019-02170-x
https://dx.doi.org/10.1210/jc.2002-021137
https://dx.doi.org/10.1210/jc.2002-021137
https://dx.doi.org/10.1186/s13098-015-0094-4
https://dx.doi.org/10.1186/s13098-015-0094-4
https://dx.doi.org/10.1016/j.mehy.2015.01.024
https://dx.doi.org/10.1016/j.mehy.2015.01.024

	Association of Serum Prolactin With Type 2 Diabetes Mellitus: A Comparative Cross-Sectional Study From South India
	Abstract
	Introduction
	Materials And Methods
	Results
	TABLE 1: Demographic, clinical, and laboratory characteristics of participants.
	TABLE 2: Comparison of the glycaemic parameters among all the participants in serum prolactin-based quartiles.
	TABLE 3: Multivariable logistic regression of factors associated with type 2 diabetes compared to healthy volunteers.

	Discussion
	Limitations

	Conclusions
	Additional Information
	Disclosures

	References


