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Figure 1. Chest X-ray obtained on admission, showing the
increased opacities in both lower lung fields.

Figure 2. CT scan. It shows the increased liver attenuation on
the precontrast phase.
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Figure 3. CT scan. It shows the increased lung attenuation
and multiple patchy consolidations in the both lower lobes.

Figure 4. Thyroid scan. It demonstrates the markedly decrea-
sed thyroid uptake.
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Figure 5. Follow up chest X-ray at 6 weeks after withdrawal
of amiodarone. Lesions in both lower lung fields decreased a
little.
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Figure 6. Follow up chest X-ray at 21 months after withd-
rawal of amiodarone. Lesions in both lower lung fields disa-
ppeared.
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Table 1. Adverse effects of amiodarone.”

Adverse effect Frequency (%) Method of diagnosis

Serious effects

Pulmonary toxicity 2~17  Chest radiograph; pulmonary fu-
nction test, including DLCO*

Free T4 level, TSH' level

Free T4 level, TSH level

Liver enzyme levels three times

Hyperthyroidism 2
Hypothyroidism 6
Liver toxicity 1
higher than normal
Minor effects
Nausea, anorexia 30 History, physical examination
Corneal microde-
posits
Blue discoloration
of skin

>90  Slit-lamp examination

<9 Physical examination

*DLCO: diffusing capacity of lung for carbon monoxide, " THS:
thyroid stimulating hormone.
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ABSTRACTS |

A Case Report of Amiodarone-induced Mul-
tiple Toxicity after a Long Course of a Low
Dose Therapy

Dong Hwan Ryu, M.D., Jae Hyeok Park, M.D., Hwan Sik
Hwang, M.D., Ph.D.*, Hoon Ki Park, M.D., Ph.D., Seok
Chol Jeon, M.D., Ph.D.*

Departments of Family Medicine and *Diagnostic Radiology, ~Han-
yang University College of Medicine, Seoul, Korea

Amiodarone is a potent antiarrhythmic agent that is used
to treat ventricular arrhythmias and atrial fibrillation. But
it has a wide range of adverse effects, including
pulmonary toxicity, thyroid dysfunction, liver toxicity,
gastrointestinal events, corneal deposits, peripheral neu-
ropathy and so on. Patients treated with amiodarone
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should be followed regularly to assess ongoing need for
amiodarone, efficacy of the drug, appropriateness of
dosage, adverse effects, and potential drug interactions.

We

experienced a case of severe weight loss due to

amiodarone-induced multiple toxicity after a long course
of a low dose therapy. So we report this unusual case
with literature review. (J Korean Acad Fam Med 2007;28:

460-465)

Key words: amiodarone, adverse effects, pulmonary toxi-

city, thyrotoxicosis, anorexia, weight loss
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