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AMIODARONE INDUCED SYSTEMIC LUPUS
ERYTHEMATOSUS-A CASE REPORT
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Abstract : Drug inducted lupus (DIL) is an uncommon entity. Various drugs like hydralazine, procainamide, isoniazid, D-penicillamin,
practalol, methyldopa, alpha-interferon, quinidine, phenytoin, oral contraceptives and ethosuximide etc. have been reported to induce
lupus. But there are very few reportsin the world literature regarding amiodarone induced systemic lupus erythematous (S_E). A case of
hypertenson and atrial fibrillationin a 70 year old male patient treated with digitalis, amiloride and amiodarone (200 mg twice daily) for

the last two yearsin being reported for itsrarity.

INTRODUCTION

Amadaroneinduced SLE isuncommoninIndia Onextensvereview
of Indian medicd literature, only one case of amadarone induced
SLE could befound onrepested attemptsand that tooinamal e patient.
Probably, this could be the second case of amedorone-induced SLE
from this part of India. Hence the case report.

CASE REPORT

A 70yearsold male patient presented with complaintsof intermittent fever (39°C),
dyspnoeaon exertion, non productive cough and pleuritic chest pain since 3weeks.
Healso had history of weight loss, loss of appetite, weaknessand malaisefor more
than 2 months. Hewas aknown case of hypertension and atrid fibrillation treated
with amiodarone given 200 mg two timesdaily, amiloride and digitalisfor the past
two years. There was no history of Raynand’'s phenomenon, oral ulcers and
photosensitivity. Physical examination reveal ed pulserate 80/min, regular of normal
and equal volumein al the four limbs, BP 150/92 mmHg in the supine position,
temperature 39°C, respiration rate 24/min. Malar rash and mild anaemiawas also
noticed. On auscultation of cardivascular system, an aortic systolic murmur was
heard (Grade 11/V1). The examination of other systems was not contributory.
Investigations revealed Hb 9.3 g/dl, normocytic-normochromic, anaemia, TLC
3900/mm3, DLC-P-, L,,,M,, E,, ESR 110 mm/first hour, platelet count 190000/
ml, MP slide—ve and urine C/E NAD. B.urea, S.creatinine, fasting blood sugar,
serum bilirubin were within normal limits. Widal test, ECG, coagulation profile,
Mantoux test, Coomb's test, C reative protein, VDRL, ELIZA test for HIV and
M.Tuberculossaswell asT,, T,, TSH werenon contributory. X-ray chest revealed
small bilateral pleural effusionwithout fibrosisor cardiomegaly. Thepleural fluid
on aspiration was exudative with lymphocytic predominance without cytological
evidence of malignancy. Cultures of pleural fluid for bacteria, including for
M .tuberculosis, blood and urine cultures were negative. 2-D echocardiogram
showed mild aortic stenosis. The histopathol ogical examination of biopsy specimens
of the skin, including immunoflurescence stain, muscle and tempora artery did
not show any abnormality. Inview of the sympatomatol ogy and |aboratory findings,
the patient was subjected to total collagen profile. Theresults showed: rheumatoid
factor +ve 1:320, antinuclear factor (ANF)+ve 1: 640, circulating immune
complexes (1gG-C1q)+vebut other autoantibody testswere negative.

A diagnosis of amadarone-induced lupus was considered. The amadarone was
stopped and the patient started improving progressively. No corticosteroids were
given. After oneyear, the patient was symptom freewithout any clinica, analytical
or radiological findings of lupus. The patient on further follow up after one year
and fivemonths, remained free of symptomswhile ESR, TLC, DL C and radiological
profilewere normal. Thetitre of ANA decreased but remained weakly positive at
1:40. The patient isnow on digitalis, amiloride and istotally asymptomatic.

DISCUSSION

A syndrome resembling SLE may be induced by various drugslike
hydralazine, procainamide, isoniazid, D-penicillamin, practolol,
methyldopa, d phatinterferon, quinidine, phenytoin, ora contraceptive
and ethosuxamine!. Only few cases have been reported in the world

literature. Thefirst case was reported by Susano R et d in 19922 and
the second case by Shelkh Zadeh A et d in 20023, Inthe wedt, it is
edimated that 3-7% of dl patients of SLE might have drug induced
lupus (DIL)*®. Clinicdly it is difficult to differentiate between SLE
and DIL, but there are certain distinguishing features between them:
the patient with DIL is usualy older; the prevdence of made and
femdeis equd; and the common presenting symptoms are usudly
mildwiththepatient usualy complaining of maaise, fever, athrdgia
with or without arthritiswheressinvolvement of skin, rend and central
nervoussystemisrare. Pleuropericardia diseaseisfrequent and asin
classic SLE, anaemia and leucopenia may be present. Serum
complementlevelsareusudly norma. ANFispositive, anti- ASDNA
and anti - SM antibodies are negative while antihistone-antibodies
are postive in mgority of the patients’. Amiodarone induced sde
effectsrange from 40-93% and are in the form of nausea, vomiting,
hepatitis, aveolitis, photosenstivity, pulmonary fibros's, microdeposits
in cornea, bluish skin, peripheral neuropathy, bradycardia, Q-T
prolongation and thyroid function abnormalities’.

The exact pathogeness of DIL is not known but could be cross
reectivity betweenthedrugand nudeicacid, hgpten complex formation
between drug and nucleic acid, or structura damage to the
chromosomal DNA, action of drug as an adjuvant or
immunostimulant, whichinconcert with gppropristeimmuneresponse
genes, triggers polyclona B/T cdl activation, and interference with
the compliment pathway?®. This case, presenting with fever, maaise
athrdgia, drculatingimmunecomplexes, and autoantibodiesstrongly
uggestsanimmunologica underlying condition. Moreover, according
to 1982, American Rheumatism Association revised criteriafor the
cdassfication of SLE?, thispatient meetsfour SLE criteria, i.e maar
rash, serositis, leucopeniaand lymphopeniaaswell aspostiveANF,
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