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The patient was a 24-year-old man with persistent vegetative state following severe traumatic 
brain injury due to a car accident, who was referred to the emergency department with a 
generalized tonic-clonic seizure due to severe hypoglycemia. The patient was treated with 
phenytoin, levetiracetam, bromocriptine and enoxaparine. The patient was transferred to the 
Intensive Care Unit (ICU) for accurate monitoring. The patient in the ICU was treated with 100 
cc/h of Dextrose 10% plus Intravenous antibiotic to treat urinary tract infection induced sepsis. 
The previous prescribed medications were also prescribed. Despite proper feeding through 
PEG tube and receiving 100 cc/h of Dextrose 10%, the patient’s blood glucose was dropped 
frequently below 50 mg/dl and hypertonic glucose infusion was several times required for 
treatment of hypoglycemia. Administration of bromocriptine as antidiabetic agent was 
eliminated after consultation with a neurologist surgeon. After bromocriptine discontinuation, 
hypoglycemia was resolved. In this non-diabetic patient, severe hypoglycemia occurred after 
administration of bromocriptine, which was an unusual complication in the non-diabetic 
patient treated with bromocriptine.
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Case Report

Summary

he patient was a 24-year-old man in a per-
sistent vegetative state following severe 
traumatic brain injury due to a car accident. 
He was referred to the Emergency Depart-
ment with a generalized tonic-clonic seizure 

because of his severe hypoglycemia. The patient was 
treated with phenytoin, levetiracetam, bromocriptine, 
and enoxaparin. He was transferred to the Intensive 
care unit for better monitoring and was treated with 
100 mL/h of dextrose 10% plus intravenous antibiotic to 
treat his urinary tract infection-induced sepsis. The pa-
tient’s former medications were re-administered to him. 
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Despite his proper feeding through a percutaneous 
endoscopic gastrostomy tube and receiving 100 mL/h 
of dextrose 10%, the patient’s blood glucose dropped 
to below 50 mg/dL several times and hypertonic glu-
cose infusion was administered several times for the 
treatment of his hypoglycemia. The administration of 
bromocriptine as an antidiabetic agent was eliminated 
after consultation with a neurologist surgeon. After 
bromocriptine discontinuation, his hypoglycemia was 
resolved. In this non-diabetic patient, severe hypoglyce-
mia had occurred after the administration of bromocrip-
tine, which was an unusual complication in non-diabetic 
patients treated with this medication.

Case Presentation

The patient was a 24-year-old man in a persistent veg-
etative state following severe traumatic brain injury due 
to a car accident. He was referred to the Emergency De-
partment of Shohaday-e Ashayer Hospital with a gen-
eralized tonic-clonic seizure in January 2018. His blood 
glucose test result was 23 mg/dL on admission. After 
blood sampling, the patient was treated twice with 25 g 
(50 mL) intravenous aliquots of dextrose 50% at 15-min 
intervals followed by the administration of 100 mL/h of 
dextrose 10%. After the stabilization of his clinical sta-
tus, the patient was transferred to the Intensive Care 
Unit (ICU) for accurate monitoring.

Before the car accident, he had no history of diseases 
or taking medications. He also had no history of smok-
ing, drinking alcohol, or opium abuse. Following the 
accident, he underwent a craniotomy due to subdural 
hemorrhage and was then transferred to the ICU. De-
spite all the measures taken, the patient failed to regain 
his consciousness and remained in a persistent veg-
etative state. He was discharged on February 26, 2018, 
with the following medication regimen: phenytoin (100 
mg twice a day), levetiracetam (500 mg twice a day), 
bromocriptine (2.5 mg three times a day), and enoxa-
parin (60 mg daily).

A family caregiver attended to him at home and he re-
ceived the prescribed medications on time. He received 
the food and medications through a Percutaneous En-
doscopic Gastrostomy (PEG) tube. A urinary catheter 
was also used to drain and collect urine, which was re-
placed every other week. The patient was transferred 
to the hospital after two days at home, as his family no-
ticed short-term perspiration attacks and seizures.

Upon his entry to the hospital, he had spontane-
ous breathing, tachycardia (PR=115/min), a mild fever 

(T=37.9°C) and tachypnea (PR=32/min). A coarse crack-
le was heard in the lower part of his right lung. A pres-
sure sore (9×5 cm2) was noticed over the right side of 
his hip. His O2 saturation level was 92% without oxygen. 
The following results were also reported after his tests: 
WBC=24800 cells/µL (PMN=89%), Hb=10.2 g/dL, plate-
let=435000 cells/µL, erythrocyte sedimentation rate=95 
mm/h, Na=138 mg/dL, K=4.2 mg/dL, urea=12 mg/dL, 
Cr=0.5 mg/dL, Ca=10.4 mg/dL, P=3.2 mg/dL, AST=31 
IU/L, ALT= 38 IU/L, Alkp=326 IU/L. His urinalysis showed 
an abundance of white blood cells and bacteria. In the 
ultrasound report, his kidneys had a normal size and the 
echogenicity of the renal parenchyma had increased.

In the ICU, the patient was treated with 100 mL/h of 
dextrose 10% plus intravenous antibiotic to treat aspi-
ration pneumonia and sepsis induced by urinary tract 
infection. The previously prescribed medications, in-
cluding phenytoin, levetiracetam, and bromocriptine, 
continued to be administered. 

During the 96 hours of his ICU stay, the administration 
of antibiotics and hydration were used to terminate his 
fever, and the patient’s leukocytosis gradually resolved. 
Despite his proper feeding through the PEG tube and re-
ceiving 100 mL/h of dextrose 10%, the patient’s blood 
glucose dropped under 50 mg/dL and he required hyper-
tonic glucose infusion (dextrose 50%) several times for 
the treatment of his hypoglycemia. In one hypoglycemic 
event, insulin serum level and C-peptide were measured 
with a blood glucose level of 46 mg/dL and the following 
results were obtained: BS=46 mg/dL, insulin=6.3 µIU/L, 
and C-peptide=1.93 ng/mL (0.64 nmol/L). The abdomi-
nopelvic CT scan showed normal size and density for his 
liver, spleen, and pancreas, without any serious lesions. 

During his ICU stay, the patient was treated with dex-
trose 10%. He experienced hypoglycemic events follow-
ing the drop in his rate of venous glucose infusion. The 
factors causing hypoglycemia were re-evaluated and 
the prescribed medications were reconsidered. The ad-
ministration of bromocriptine as an antidiabetic agent 
was eliminated after consultation with a neurologist 
surgeon. Bromocriptine was discontinued and the pa-
tient’s hypoglycemia came under control after 24 hours, 
and the dextrose serum infusion was gradually eliminat-
ed. No hypoglycemia was observed in the next days and 
the patient was discharged.
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Discussion

In this case study, a patient with no history of dia-
betes faced hypoglycemia after the administration of 
bromocriptine. He experienced frequent hypoglyce-
mic events while under treatment with bromocriptine, 
which was controlled by hypertonic glucose administra-
tion. Hypoglycemic attacks ended after the discontinu-
ation of bromocriptine.

Several studies have reported the therapeutic effects 
of bromocriptine on neurosurgical rehabilitation in pa-
tients with acute cerebral injuries [1-3]. Treatment with 
bromocriptine results in desirable outcomes in patients 
with persistent vegetative state following traumatic 
brain injuries [3]. It seems that bromocriptine can con-
trol extrapyramidal symptoms, be effective in the treat-
ment of muscular spasms, and lead to satisfactory out-
comes in patients.

Bromocriptine was approved by the US Food and 
Drug Administration (FDA) in 2009 for the treatment of 
type-II diabetes [4]. The blood glucose-lowering mecha-
nism of bromocriptine is possibly associated with the 
reduced production of hepatic glucose due to the in-
hibition of the sympathetic tone in the central neural 
system. This medication does not affect insulin secre-
tion; however, it can increase insulin sensitivity in the 
muscles [4, 5]. Bromocriptine can reduce HbA1c levels 
to 0.5%-0.7% [6, 7]. It also can reduce triglyceride and 
serum-free fatty acid levels [7]. Bromocriptine can also 
enhance insulin sensitivity in non-diabetic individuals 
[8]. The patient studied in this research was not dia-
betic and had no history of diabetes in his family. The 
serum insulin and C-peptide levels of this patient were 
high when his blood glucose dropped under 50 mg/dL.

In the majority of the studies on diabetic patients, no 
hypoglycemia has been reported after the administra-
tion of bromocriptine [5, 7]. In a study conducted by 
Cincotta et al. the administration of bromocriptine in 
diabetic patients did not result in any significant case 
of hypoglycemia [9]. In another study by Gaziano JM 
et al. no significant differences were observed in hy-
poglycemia incidence among the patients treated with 
bromocriptine compared to those treated with placebo 
[6]. In a 52-month survey of bromocriptine administra-
tion in diabetic patients, no significant differences were 
observed in the rate of hypoglycemia in patients treated 
with bromocriptine in comparison with those who re-
ceived a placebo [10]. 

In another research on the co-administration of bro-
mocriptine and pioglitazone in diabetic patients, no se-
vere hypoglycemia was observed; however, hypoglyce-
mia was detected in the patients who used sulfonylurea 
along with these medications [11].

In nondiabetic individuals, bromocriptine can be 
used for the treatment of prolactin-secreting pituitary 
adenoma, acromegaly, and Parkinson disease [4, 10]. 
Hypoglycemia has never been reported in non-diabet-
ic patients treated with bromocriptine [12, 13]. Even 
in patients with Parkinson disease who have received 
high doses of bromocriptine, no hypoglycemia has ever 
been reported [14, 15]. 

Given the presented evidence, hypoglycemia as a 
complication of bromocriptine was not diagnosed in 
the studied patient and its administration thus contin-
ued. Several days after beginning the treatment and not 
finding any resolutions for hypoglycemia, the patient’s 
medications were reconsidered and the hypothesis 
of bromocriptine-induced hypoglycemia was raised, 
which resulted in the withdrawal of bromocriptine and 
the termination of hypoglycemia. The hypoglycemic at-
tacks observed in this patient were thus attributed to 
the administration of bromocriptine.

Conclusion

In the studied non-diabetic patient, severe hypoglyce-
mia occurred after the administration of bromocriptine, 
which was an unusual complication for non-diabetic pa-
tients treated with bromocriptine. Hypoglycemia as a 
severe complication of treatment with bromocriptine 
indicates that this medication should be cautiously pre-
scribed to non-diabetic patients.

Ethical Considerations

Compliance with ethical guidelines

All ethical principles were considered in this article.

Funding

This research did not receive any specific grant from 
funding agencies in the public, commercial, or non-profit 
sectors.

Choobkar S, et al. Hypoglycemia Due To the Administration of Bromocriptine. CRCP. 2020; 5(3):77-80. 

http://crcp.tums.ac.ir/index.php/crcp


80

Summer 2020, Volume 5, Issue 3

References

[1] Celik JB, Duman A, Arun O, Onal IO, Ilban O, Sonmez AE. Dopa-
minergic challenge with bromocriptine in patients with severe 
brain injury. Intensive Care Medicine Experimental. 2015; 3(1):1-2. 
[DOI:10.1186/2197-425X-3-S1-A485] [PMCID]

[2] Munakomi S, Bhattarai B, Kumar BM. Role of bromocriptine 
in multi-spectral manifestations of traumatic brain injury. Chi-
nese Journal of Traumatology. 2017; 20(2):84-6. [DOI:10.1016/j.
cjtee.2016.04.009] [PMID] [PMCID]

[3] Passler MA, Riggs RV. Positive outcomes in traumatic brain in-
jury–vegetative state: Patients treated with bromocriptine. Ar-
chives of Physical Medicine and Rehabilitation. 2001; 82(3):311-5. 
[DOI:10.1053/apmr.2001.20831] [PMID]

[4] Shivaprasad C, Kalra S. Bromocriptine in type 2 diabetes mel-
litus. Indian Journal of Endocrinology and Metabolism. 2011; 
15(Suppl1):S17. [DOI:10.4103/2230-8210.83058] [PMID] [PMCID]

[5] DeFronzo RA. Bromocriptine: A sympatholytic, D2-dopamine 
agonist for the treatment of type 2 diabetes. Diabetes Care. 2011; 
34(4):789-94. [DOI:10.2337/dc11-0064] [PMID] [PMCID]

[6] Pijl H, Ohashi S, Matsuda M, Miyazaki Y, Mahankali A, Kumar V, 
et al. Bromocriptine: A novel approach to the treatment of type 2 
diabetes. Diabetes Care. 2000; 23(8):1154-61. [DOI:10.2337/diacc-
are.23.8.1154] [PMID]

[7] Garg KK, Chugh SN. Bromocriptine mesylate in type 2 diabetes 
mellitus: A novel approach. International Journal of Medical Sci-
ence and Public Health. 2017; 6(6):987-92.[DOI:10.5455/ijmm-
sph.2017.0308007042017]

[8] Bahler L, Verberne HJ, Brakema E, Tepaske R, Booij J, Hoekstra JB, 
et al. Bromocriptine and insulin sensitivity in lean and obese sub-
jects. Endocrine Connections. 2016; 5(6):44-52. [DOI:10.1530/EC-
16-0051] [PMID] [PMCID]

[9] Cincotta AH, Meier AH, Cincotta Jr M. Bromocriptine improves gly-
caemic control and serum lipid profile in obese Type 2 diabetic sub-
jects: A new approach in the treatment of diabetes. Expert Opinion 
on Investigational Drugs. 1999; 8(10):1683-707. [DOI:10.1517/135
43784.8.10.1683] [PMID]

[10] Sando KR, Taylor J. Bromocriptine: Its place in type 2 diabetes Tx. 
Priority Updates to Research Literature (PURLs). 2011; 60 (11):E1-5. 
[PMID] [DOI:10.2337/diacare.23.8.1154]

[11] Florez H, Scranton R, Farwell WR, DeFronzo RA, Ezrokhi M, Gazi-
ano JM, et al. Randomized clinical trial assessing the efficacy and 
safety of bromocriptine-QR when added to ongoing thiazolidin-
edione therapy in patients with type 2 diabetes mellitus. Journal 
of Diabetes & Metabolism. 2011; 2(7):142. [DOI:10.4172/2155-
6156.1000142]

[12] Bernard N, Jantzem H, Becker M, Pecriaux C, Bénard-Laribière A, 
Montastruc JL, et al., the French Network of Regional Pharmacovigi-
lance Centres. Severe adverse effects of bromocriptine in lactation 
inhibition: A pharmacovigilance survey. International Journal of Ob-
stetrics & Gynaecology. 2015; 122(9):1244-51. [DOI:10.1111/1471-
0528.13352] [PMID]

[13] Melmed S. Williams textbook of endocrinology. Amsterdam: El-
sevier Health Sciences; 2016. https://books.google.com/books?id

[14] Ramaker CC, Stowe R, Ives N. Bromocriptine versus levodopa in 
early Parkinson's disease. Cochrane Database of Systematic Re-
views. 2007(4). [DOI:10.1002/14651858.CD002258]

[15] Parkes JD, Debono AG, Marsden CD. Bromocriptine in Parkinson-
ism: Long-term treatment, dose response, and comparison with 
levodopa. Journal of Neurology, Neurosurgery & Psychiatry. 1976; 
39(11):1101-8.[DOI:10.1136/jnnp.39.11.1101] [PMID] [PMCID]

Choobkar S, et al. Hypoglycemia Due To the Administration of Bromocriptine. CRCP. 2020; 5(3):77-80. 

http://crcp.tums.ac.ir/index.php/crcp
https://doi.org/10.1186/2197-425X-3-S1-A485
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC4798040
https://doi.org/10.1016/j.cjtee.2016.04.009
https://doi.org/10.1016/j.cjtee.2016.04.009
https://www.ncbi.nlm.nih.gov/pubmed/28325648
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC5392713
https://doi.org/10.1053/apmr.2001.20831
https://www.ncbi.nlm.nih.gov/pubmed/11245751
https://doi.org/10.4103/2230-8210.83058
https://www.ncbi.nlm.nih.gov/pubmed/21847449
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC3152192
https://doi.org/10.2337/dc11-0064
https://www.ncbi.nlm.nih.gov/pubmed/21447659
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC3064029
https://doi.org/10.2337/diacare.23.8.1154
https://doi.org/10.2337/diacare.23.8.1154
https://www.ncbi.nlm.nih.gov/pubmed/10937514
https://doi.org/10.5455/ijmsph.2017.0308007042017
https://doi.org/10.5455/ijmsph.2017.0308007042017
https://doi.org/10.1530/EC-16-0051
https://doi.org/10.1530/EC-16-0051
https://www.ncbi.nlm.nih.gov/pubmed/27758845
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC5097144
https://doi.org/10.1517/13543784.8.10.1683
https://doi.org/10.1517/13543784.8.10.1683
https://www.ncbi.nlm.nih.gov/pubmed/11139820
https://pubmed.ncbi.nlm.nih.gov/10937514/
https://pubmed.ncbi.nlm.nih.gov/10937514/
https://doi.org/10.4172/2155-6156.1000142
https://doi.org/10.4172/2155-6156.1000142
https://doi.org/10.1111/1471-0528.13352
https://doi.org/10.1111/1471-0528.13352
https://www.ncbi.nlm.nih.gov/pubmed/25761676
https://books.google.com/books?id=nbg1QOAObicC&printsec=frontcover&dq=Williams+textbook+of+endocrinology&hl=en&sa=X&ved=2ahUKEwif7bqggtfrAhUgRxUIHbg8CcgQ6AEwAHoECAQQAg#v=onepage&q=Williams%20textbook%20of%20endocrinology&f=false
https://doi.org/10.1002/14651858.CD002258
https://doi.org/10.1136/jnnp.39.11.1101
https://www.ncbi.nlm.nih.gov/pubmed/1036999
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC1083310

