189-196°F = 8.8

“17+2-2008.2.134:48PM# 0] 2] 189

Pharmacotherapeutics -Ii]

SEIZE|DO|=2] FEZN oY

Adverse Events of Glucocorticoids and Their Prevention

Mz = | xsio|t S0OtE|ALHE} | Chan Hong Jeon, MD

Department of Internal Medicine, Soonchunhyang University College of Medicine

E-mail : chjeon@schbc.ac.kr
] Korean Med Assoc 2008; 51(2): 189 - 196

Fotelx BE Y $ate] Mgl AL-E o] A4
A A3l otg|=r] A3 So 27| 71 vl
Al ARE-E= oFA Foll sht = T

o] B olshel AA] Q1] ek 0,2-0.3%04] A

' Abstract

lucocorticoids are widely used for the treatment of various autoimmune, allergy, and

neoplastic diseases. While they are indispensable for the treatment of many diseases, they
have a lot of adverse effects. The aim of this article is to review the unwanted effects of
glucocorticoids, providing information about their prevention. Glucocorticoids affect the balance of
electrolytes and metabolism of carbohydrates and lipids. Thus, they can alter the distribution of
adipose tissue to form Cushingoid facial and body shape and can precipitate hypertension and
atherosclerosis to increase the risk of cardiovascular disorders. Glucocorticoids also affect the
musculoskeletal system increasing the risk of osteoporosis, avascular necrosis, and myopathy
and also contribute to neurological disorders such as mood change, psychosis, and memory
loss. Cataract and glaucoma are common ophthalmological complications of glucocorticoid
therapy. Combined use with cytotoxic agents and glucocorticoid will substantially raise the risk of
bacterial infection and rate of opportunistic infection, and appropriate prophylaxis will be needed.
In addition, glucocorticoids can cause problems of the reproductive system including menstrual
disorders and changes in fertility. Although these adverse reactions of glucocorticoids are clear at
higher doses, even at low doses, they can produce substantial toxicities. To prevent above
adverse events, physicians should monitor the complications of glucocorticoids more cautiously
and should reduce the medication meticulously.
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Table 1. Frequency and clinical implications of corticosteroid—-induced clinical adverse effects (Fardet, et al. Drug Safety 2007)

Adverse Clinical Event

Frequency

Clinical Implications

Adipose tissue
distribution

61%, 65%), 68% and 69%
after 3, 6, 9 and 12 months
of high-dose prednisone
therapy, respectively

- Inform the patient about the high frequency and reversibility of

corticosteroid-induced lipodystrophy

- A low-calorie diet may be useful in the prevention of

corticosteroid-induced lipodystrophy

- Systematic screening of metabolic disorders associated with

corticosteroid-induced lipodystrophy

- Systematic screening of corticosteroid-induced hypertension,

in particular during the first months of therapy and in patients with
corticosteroid-induced lipodystrophy

- Low-salt diet probably ineffective for the prevention of

corticosteroid-induced hypertension

OR 1.25(95% Cl 1.21, 1.29)
t0 2.56 (95% CI 2.18, 2.99)

- Inform the patient about the symptoms and the need to consult

his / her physician if they occur

Osteoporosis

OR 4.2 (95% Cl 1.4,12.9)

- Measurement of the bone mass density before initiation of a

long-term systemic corticosteroid therapy at a baseline daily
dosage >7.5mg

- Annual examination thereafter
- Calcium / vitamin D and / or bisphosphonates when necessary
- Exclusion or prevention of the other concomitant osteoporosis risk

factors

- Systematic clinical screening of corticosteroid-induced myopathy
- Systematic recommendation of physical training

OR 1.2 (95% CI 0.8, 2.1) to
2.3(95% Cl1.4,3.7)

- A systematic prevention is not justified
- Avoid the association of corticosteroids and NSAIDs

Adrenal
insufficiency

Infections

RR 1.6 (95% CI 1.3, 1.9) for
infectious events; OR 1.2
(95% CI 1.0, 1.6) for
bacterial sepsis

- Systematic prevention of tuberculosis for patients starting long-

term systemic corticosteroid and with a positive tuberculin skin
test

- Inform patients to avoid people with chickenpox and to report this

to their doctor if they are in inadvertent contact

- When appropriate, prevention of strongyloidiasis
- When possible, recommend vaccinations before starting

corticosteroids

OR 1.3 (95% CI 0.8, 2.1) for
psychosis; frequency of

irritability or anxiety: 5~40%;

frequency of insomnia:
approximately 50%

- Inform patients (and possibly their families) of the high frequency

of mood disorders

Ophthalmological

disorders

OR 1.41 (95% Cl 1.22, 1.63)
for ocular hypertension;
prevalence of posterior

subcapsular cataract: about
10%

- Regular ophthalmological examination

(the optimal schedule is unknown)

Prevalence of trophic
disorders: 2~73%:;
hirsutism: 2~26%:;
acne: 0~29%

Pancreatitis

Undetermined

- Consider pancreatitis in corticosteroid-treated patients who report

newly developed digestive symptoms such as abdominal pain or
nausea

OR=o0dds ratio, RR=relative risk
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