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Drug induced Lupus Erythematosus (DILE) is a form of rare adverse drug reaction caused due to
many drugs, including Isoniazid. Diagnosis is made on the basis of a temporal relationship between
the drug administered and the onset of symptoms and on the basis of the antibody profile. We
describe the case of a 13 year old female who was diagnosed as having abdominal tuberculosis and
was put on ATT and later presented with signs and symptoms of Lupus Erythematosus, with a history
of photosensitivity, oral ulcers, and malar rash.
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INTRODUCTION_____________________
A 13 year old unmarried female came to Dermatology OPD
in March 2018 with chief complaints of fever, oral ulcers,
photosensitivity, mild arthralgia affecting both knee and ankle
joints, loss of hair and red coloured lesions present on the
malar area of the face and on forehead.
Two months before she came to us, she was diagnosed with
Abdominal Tuberculosis and started on Anti Tubercular
Therapy (ATT) with Isoniazid, Rifampicin, Pyrazinamide,
Ethambutol and Streptomycin under category 1 of the
Revised National Tuberculosis Control Programme.
On examination, there were multiple painless oral erosions
on both buccal mucosa and on the hard palate. There were
multiple erythematous macules and plaques present on the
malar area of face, forehead and on both upper limbs
predominantly over arms. There was diffuse loss of hair and
non-scarring alopecia over the entire scalp. There was mild
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arthralgia affecting bilateral ankle and knee joints. Systemic
examination was normal.

LABORATORY INVESTIGATIONS
There was normochromic normocytic anaemia with
Haemoglobin (Hb) – 9.4gm%, Total Leukocyte Count (TLC)
– 1800 cells/ml and Platelet Count – 84,000 cells/μl. Kidney
function test was normal. Liver enzymes were raised with
Serum Glutamic Oxaloacetic Transaminase - 133units/l,
Serum Glutamic Pyruvic Transaminase - 57 units/l. Serum
complement levels were normal. HIV test was negative and
Chest X-Ray showed no abnormal findings. Antinuclear
antibodies level by ELISA was 2.87 (normal < 0.90). Anti-ds
DNA antibodies level was 12.70 IU/ml (normal < 30.00). AntiHistone Antibody was 4.53 Units which is strongly positive
(normal <1.0).
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Thus on the basis of history, clinical examination and
laboratory investigations we diagnosed the patient as Drug
induced Lupus Erythematosus, due to Isoniazid. We then
stopped ATT, advised broad spectrum sunscreen and midpotent topical steroids for the lesions. In the follow up visits
there was no worsening of lesions and after one month the
patient reported completed resolution of all signs and
symptoms, along with normalisation of the blood counts.
Anti-tubercular drugs except INH were reintroduced–
Streptomycin was given for a month; rifampicin, ethambutol,
and levofloxacin were continued. Patient tolerated the ATT,
her symptoms did not recur.

Figure 1: Fixed Erythematous Plaque Present Over Malar Area Of
Face

Procainamide and hydralazine are the most common and
induce a mild form of a systemic lupus erythematosus (SLE)like disease in 5-20% of patients treated.[1,2] While INH is still
the drug of choice for latent TB, it is however associated with
a range of adverse effects. Most common of these is
hepatotoxicity,[3] followed by neuropathy,[4] and also a
condition resembling SLE.[5,6] The effectiveness of isoniazid
in combating TB and its mode of action is the "yin" to the
"yang" in relation to its side effects. Lupus phenomenon,
reported with INH is an idiosyncratic reaction. Up to 25% of
patients taking INH have detectable ANA titters, but only 1%
develop DILE, which requires taking dosages of 300 to
900mg/d for a period ranging from 4 weeks to 14 months [7].
DILE differs from spontaneous disease: it is uncommon in
black people, occurs in an older age group, renal and central
nervous system involvement are infrequent, anti-histone
antibodies are frequent, anti-DNA antibodies are absent and
serum complement is normal.[8] Our patient had malar rash,
oral ulcers, alopecia, photosensitivity, and pancytopenia. The
patient's blood count returned within normal range one month
after stopping INH (Table 1). The malar rash and other
symptoms also resolved within one month of stopping INH.
Typical malar rash as seen in our patient is seen in only 2%
of patients with DILE. This combination of typical malar rash,
oral ulcer and pancytopenia is an extremely rare type of
presentation of DILE with very few cases reported worldwide.
Diagnosis of DILE is formed by detecting autoantibody
levels. ANA is positive in 90 to 95 % of DILE cases.[9] Antihistone antibodies are present in more than 95% of patients
overall and are a hallmark for DILE. The anti-histone
antibodies in DILE are primarily formed against a complex of
the histone dimer H2A-H2B and DNA.[9] In contrast, the antihistone antibodies in idiopathic lupus are primarily directed
against the H1 and H2B histone subunits.[9] In our case, we
were unable to do a follow up investigation of Anti-Histone
Ab, but it's expected to fall down and eventually become
negative.
The initial step in treatment of DILE is to stop the offending
drug. Systemic glucocorticoids may be required to treat
cases of pericarditis and pleurisy. Photo-protection should be
advised and mid-potent topical steroids can be used on skin
lesions.
Table 1: Patients Parameters
Parameter

December 2017 (Pre
ATT)

Mar-18

April 2018 (Follow up)

Hb (gm%)

11.3

8.4

9.8

TLC (cells/ml)

8500

1800

4000

Platelet Count (cells/ul)

434000

84000

210000

SGOT (units/l)

37

133

46

SGPT (units/l)

24

57

44

ANA (ELISA)

2.87

Anti ds DNA (IU/ml)

12.7

Anti Histone Ab (Units)

4.53

CONCLUSION_______________________
Figure 2: Resolution of Malar Rash After One Month

DISCUSSION________________________
Several drugs have been implicated in lupus-like syndrome.
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Our case highlights a rare combination of classical DILE with
positive ANA, high titers of Anti Histone Ab and negative Antids DNA Ab as expected in a case of DILE. Through this
report we aim to increase awareness of DILE as it leads to
early detection and withdrawal of offending drug thereby
improving prognosis.
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