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Management
▪ Milieu: Suicidal and unpredictable behavior precautions, 

q15min checks, group therapy  
▪ Labs: CMP, CBC, BMP, lipid profile, thyroid studies, and 

pituitary related studies were obtained and remarkable 
for: 

○ Prolactin 111.8 on day 2 admission 
                     This prompted consultation to endocrinology 

▪ The patient was switched from aripiprazole to 
fluphenazine with the goal of transitioning to high potency 
LAI, but then switched back to aripiprazole due to 
hyperprolactinemia. 

▪ Imaging: With concern for possible prolactinoma, CT 
Head without contrast and MRI brain without contrast 
were obtained and unremarkable for any space 
occupying lesion. 

▪ Trending Prolactin: Prolactin levels on day 5 and day 13 
admission were 67.7 and 18.2 

On Presentation...
41 yo F with Hx of unspecified psychotic disorder, generalized 
anxiety disorder, prior suicide attempt, prediabetes, and 
hyperlipidemia was admitted to the mental health unit for 
worsening anxiety and guarded behavior after getting into a 
physical altercation with her mother.
 

▪ She admitted to feeling anxious 
▪ Denied SI, HI, AH, VH on admission
▪ TMJ issues, claiming her “teeth being misaligned and her 

mouth getting crowded” and “life will be over” if she did 
not see a specialist to fix her jaw 

▪ No prior history of hyperprolactinemia, history of pituitary 
tumors, brain surgery

▪ Some visual difficulty but no double vision, headache, 
falls, galactorrhea, past pregnancy, or thyroid disease.

▪ Regular menses with menorrhagia. 
▪ Hx of psychiatric hospitalization twice for OD and dispute 

with mother 
▪ Admit medications: aripiprazole 15 mg qHS, sertraline 25 

mg daily, trazodone 50 mg qHS, benztropine 1 mg q2H 
PRN, hydroxyzine 50 mg q6H PRN, metformin 500 mg 
BID. The patient was reportedly non-compliant with home 
medications.

▪ EMR revealed paliperidone depot injection two months 
prior to admission at another institution

Neuroleptics & Key Takeaways 
The first line treatment for symptomatic microadenomas are 
medical therapy with dopamine agonists, such as 
bromocriptine or cabergoline, whereas macroadenomas are 
generally managed with transnasal transsphenoidal surgical 
excision.

For medication-induced-hyperprolactinemia, the medication 
is temporarily stopped and prolactin levels monitored. In the 
case of antipsychotics, which is the most common cause, 
switching to olanzapine, clozapine, quetiapine, or D2 partial 
agonists (aripirazole, cariprazine, brexpiprazole) may 
attenuate hyperprolactinemia, although they have other 
known adverse effects. There have been some studies 
supporting dopamine agonist administration with 
antipsychotic-induced-hyperprolactinemia, but adding 
bromocriptine or cabergoline could exacerbate underlying 
psychopathology and worsening mental status. 

Due to our patient’s normalized prolactin levels and 
unremarkable imaging studies, it appeared she was at low 
risk of intrasellar mass and hyperprolactinemia was rather 
more likely neuroleptic induced. Given the likelihood of 
antipsychotic-induced-hyperprolactinemia through D2 
blockade via the infundibular pathway and subsequent 
prolactin release, we discontinued haloperidol and 
fluphenazine, and reinitiated aripiprazole with close 
monitoring throughout her admission. 

For patients with osteoporosis or low estrogen/testosterone, 
adding a bisphosphonate and substituting 
estrogen/testosterone to their regimen may be beneficial. 

This case emphasizes the necessity for psychiatrists to rule 
out structural lesions and closely monitor medication 
changes to avoid preventable adverse effects. 

Discharge Dx: 
▪ Unspecified psychotic disorder 
▪ Hyperprolactinemia, likely secondary to 

neuroleptics

After 15 days, our patient was discharged to home with 
outpatient psychiatry follow-up and on the following 
medications: 
aripiprazole lauroxil 882 mg/3.2 mL monthly
trazodone 50 mg qHS PRN
hydroxyzine 50 mg q6H PRN
metformin 500 mg BID

Hypothalamic-Pituitary-Axis 
The hypothalamus is a control center for homeostasis. 
Within the arcuate nucleus of the hypothalamus lie the 
tuberoinfundibular (TIDA), tuberohypophyseal (THDA), 
and periventricular hypophyseal (PHDA) dopaminergic 
neurons, all of which are stimulated by prolactin and 
regulate its secretion. Within the sella turcica lies 
pituitary gland, which is responsible for producing ACTH, 
FSH, LH, PRL, and TSH as well as storing oxytocin and 
ADH. Through the pituitary stalk, the pituitary gland and 
the hypothalamus are able to communicate and  
maintain neuroendocrine function.

Prolactin is a 23 kDA polypeptide hormone synthesized 
by lactotroph cells of the anterior pituitary gland. It is 
unique from other pituitary hormones in that it essentially 
self-inhibits its own pulsatile secretion by countering flow 
in the hypophyseal pituitary portal system. Chest wall 
stimulation, pregnancy, sleep, and stress induce 
prolactin hypersecretion, which then binds to receptors in 
the gonads, lymphoid cells, and liver to induce 
lobuloalveolar growth of the mammary glands and 
maintain lactation. Pathologic overstimulation of the 
pituitary gland results in an imbalance of hormones. In 
this case study, we investigate the possible causes of 
hyperprolactinemia found incidentally upon admission to 
the mental health unit.  
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Hyperprolactinemia 
Hyperprolactinemia is a common endocrine disorder that 
occurs in 9-17% of women with reproductive disease, and 
most commonly presents as an ovulatory disorder. Common 
manifestations include galactorrhea, osteoporosis, loss of 
libido, infertility, gynecomastia, and erectile dysfunction. 
Pathologies that disrupt the neuroendocrine regulation of 
prolactin secretion include: 

● Pituitary hypersecretion: Prolactinomas, Cushing’s 
disease, Addison’s disease, and acromegaly

● Drug-induced hypersecretion: Dopamine receptor 
blocking agents, histamine receptor antagonists, 
serotonin reuptake inhibitors, and calcium channel 
blockers

● Systemic disorders: Hypothyroidism, cirrhosis, renal 
insufficiency, PCOS, and epileptic seizures

● Hypothalamic pituitary stalk damage: Tumors (such as 
craniopharyngioma, pineal gland tumors), empty sella 
turcica, and Rathke’s cyst 


