
Dr. Subhankar Das et al. Prednisolone Induced Exogenous Cushing Syndrome: A Case Report 

Current Medical Research and Opinion, Vol. 06, Issue. 10, Page no: 1762-1765 

DOI: https://doi.org/10.52845/CMRO/2023/6-10-2                        Page | 1762 

 

 

 

Prednisolone Induced Exogenous Cushing Syndrome: A Case 

Report 

Dr.Subhankar Das1,* | Dr.Jatin Kaushik1 | Dr.Anushka Sharad Dube1 | Dr.Pooja Biswas1 

| Dr.Faiqua Jamal1 | Dr.Silky Kumari1 

Department of Doctor of 

Pharmacy, Institute for 

Medical Sciences and 

Research Centre, Jaipur 

National University, Jaipur, 

302017, Rajasthan, India. 

*Corresponding Author 

ORCID ID: 0000-0003-3753-

5810 

 

 

 

 

 

 

 

Abstract:  

Exogenous Cushing syndrome (ECF) develops when a patient uses 

synthetic (man-made) glucocorticoids to treat a condition. These drugs 

have cortisol-like effects on the body. ECS may be caused by oral 

corticosteroids such as cortisone or prednisone. In an adult, CS can 

appear as proximal muscular weakness, facial plethora, wasting of the 

extremities along with higher fat in the abdominal region and face, 

wide reddish striae, bruising without evident trauma, and 

supraclavicular fat deposits. In this case report, a 39-year-old woman 

was suspected of having Cushing syndrome because of his clinical 

symptoms and low cortisol levels due to taking oral corticosteroids for 

the last 2 years. She presented weakness, joint pain, buffalo hump, skin 

infection, diabetes mellitus type-2, along with suspicion of Central 

hypothyroidism. MRI scan of the brain showed demyelinating lesions. 

After a physical examination and laboratory data confirmed that the 

patient was diagnosed with corticosteroid-induced exogenous Cushing 

syndrome. 
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Introduction: 

Cushing syndrome is a relatively uncommon 

endocrine disorder characterized by the excessive 

elevation of cortisol (also known as 

hydrocortisone) levels within the body [1]. The most 

prevalent etiological factor contributing to 

Exogenous Cushing's syndrome (ECS) is the type 

of Cushing syndrome (CS) affects persons who use 

glucocorticoids, often known as corticosteroids or 

steroids. ECS develops when a patient uses 

synthetic (man-made) glucocorticoids to treat a 

condition. These drugs have cortisol-like effects on 

the body. Low cortisol level due to low ACTH level  

 

(or high cortisol level) in the blood or urine, 

depending on the corticosteroid medication.  [2-3]. 

The most common cause of CS is the corticotropin-

secreting pituitary adenoma that results in 

Cushing's disease (CD) [4]. It is crucial to 

acknowledge that this surplus of cortisol within the 

body is associated with an elevated risk of mortality 

due to the emergence of severe complications. 

These complications encompass systemic arterial 

hypertension, insulin resistance with diabetes 

mellitus, obesity, and improper growth patterns in 

children. Furthermore, the elevated cortisol levels 
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are also implicated in decreased bone mineral 

density, proteolysis, and mental growth retardation 
[5]. Early diagnosis can prevent the illness from 

worsening; thus, the first step is to determine 

biochemically whether hypercortisolism is indeed 

present. In the second phase, it is decided if the 

hypercortisolism is pituitary dependent or pituitary 

independent. And final step to determine the exact 

cause by a range of examinations, including the 

Dexamethasone test, Metyrapone test, and 

radiological imaging modalities such as MRI 

(Magnetic Resonance Imaging) and CT scan 

(Computed Tomography) [6-7]. CS management 

hinges on the presence of a pituitary adenoma. 

Surgical removal of the adenoma stands as the 

primary treatment option, favored for its lower risk 

of adverse effects. Conversely, in cases devoid of 

an adenoma or when surgery is unsuitable due to 

the patient's condition, alternative strategies come 

into play. These alternatives encompass pituitary 

radiotherapy (XRT), anticortisolic drugs, and 

bilateral adrenalectomy (BLA)[8].  

Case Report: 

A 39 years old female patient was suffering from 

weakness, joint pain along with back pain, buffalo 

hump and skin infection at home, She visited the 

nearest RMP (Registered medical practitioner) in 

her village. She have been taking medicine with 

prednisolone in low to moderate doses since last 2 

years for skin infection. After 2 years the patient 

was admitted to the female general medicine ward 

with chief complaints of muscle weakness in the 

lower limb, Pain in knee, back pain, skin infection, 

rashes and itching on both leg and hand, Puffy face 

since 4weeks, the patient was conscious and well. 

The patient had no past history of Diabetes 

mellitus, Hypertension, thyroid. The Patient could 

not show and tell previous medication she had 

taken. The physical appearance of the patient was 

looking weak and her vital were as follows BP- 

128/88, PR- 82bpm. 

Laboratory test data shows HbA1c-8.2, the patient 

had elevated fasting blood glucose (FBG) level of 

286mg/dl, Serum cortisol (AM) level of 0.07, 

Blood vitamin B12 level of 159 pg/ml, serum 

vitamin D 15.0 ng/mL along with stool occult 

blood-Positive. USG impression is- Fatty liver, 

Right renal simple cortical cyst, anterior wall 

Intramural fibroids uterus. M.R.I scan of brain- 

likely suggested demyelinating lesions. Nerve 

conducting studies suggested bilateral mild to 

moderate peroneal axonal neuropathy or affecting 

bilateral peroneal nerves. On the basis of laboratory 

investigation patient was diagnosed with 

prednisolone induce cushing syndrome. 

 

Fig. A and B a brain MRI, suggest 

demyelinating lesions 

The patient took medication according to the 

prescribed manner, which includes Tab. Vitamin B 

complex once a day (OD), Huminsulin R 40IU/ml 

10 unit TDS, tab. Metformin 500 mg BD, Tab. 

calcium vitamin D3 OD, cholecalciferol-60000 I.U 

once a week, tab. montelukast levocetirizine 10/5 

mg OD, Cream.Luliconazole (1% w/w) BD. Lotion 

liquid paraffin BD, tab. Terbinafine 250 mg OD  

from admission time. 22 days later, the patient’s 

FBG was 132 mg/dl, and the patient got relief 

symptomatically. The patient recovered slowly 

with the proper care of the healthcare team. After 3 

months of treatment, a physical examination 

revealed that the Cushing syndrome had regressed. 

Discussion:  

The diagnosis of Cushing syndrome is difficult. 

The overlap of Cushing's with more widespread 

medical conditions like diabetes, high blood 

pressure, obesity, and polycystic ovarian syndrome 

may cause delayed diagnosis [9]. Corticosteroids 

have been known to produce Cushing syndrome, 

which has been shown to predominantly affect 

infants and young children [10]. The body surface to 

weight ratio may be higher (2.5–3 times higher) in 

this syndrome [11]. Although it happens 

infrequently, people may develop Cushing 

syndrome through prolonged usage of highly 
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strong oral and topical steroids. For short-term 

treatment, high-potency topical steroids should be 

used. Weekly doses shouldn't be more than 50 g, 

and the creams shouldn't be applied to the face, 

axillae, perianal region, or genitals to prevent side 

effects [12]. Itraconazole, a strong CYP3A inhibitor, 

has been shown in a number of Cushing syndrome 

patients to increase the risk of iatrogenic Cushing 

syndrome when taken with topical (inhaler) 

corticosteroids [13].  

Recent research have revealed that high-risk 

patient populations, such as those with diabetes 

(especially if poorly managed), hypertension, and 

early-onset osteoporosis (especially if 

accompanied fractures), have a substantially 

greater prevalence [14-17]. A study of two hundred 

patients with poorly controlled diabetes mellitus 

(HbA1C >8%) found that 5.5% of patients had 

Cushing's disease, mainly of an adrenal origin [15]. 

According to a recent study the prevalence of 

hypertension associated with Cushing syndrome is 

up to 67% . As in this case, it resolved after 

treatment in approximately 65% of cases, and left 

untreated, it constitutes a risk factor for 

cardiovascular events associated with diabetes and 

dyslipidemia [18]. 

Conclusion: 

Early recognition of steroid induced Cushing 

syndrome helps in reducing the morbidity and 

mortality. If not treated Cushing syndrome may 

leads to the more complications and leads to 

survive heavily. Finally, recipients who will be 

treated with steroids, notably topical steroids, 

should be informed about the dose, duration, and 

kind of treatment, as well as any a systemic impact. 

Patients with Cushing syndrome should be asked 

regarding every modalities of 

glucocorticoid administration. 
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