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RETINOPATHY AND KERATOPATHY DUE TO CHLOROQUINE
so0F vViICk s ERES L UREE

ROBERT J. MILLER, M.D.; JOHN P. PHAIR, M.D; MASAYUKI KASAHARA, M.D. ( F[HifErss)

INTRODUCTION

A number of deleterious side effects have
been reported with the use of chloroquine and
other antimalarial drugs in the treatment of
rheumatoid arthritis and lupus erythematosus.
Reported here isapatient who exhibits several
of these side effects simultaneously.

CASE REPORT

A 40-year-old farmer was referred to ABCC in
July 1961 for treatment of lupus vulgaris. In
1944, he had first noted an erythematous,
painless facial eruption which became pruritic
on exposure to sunlight, and a diagnosis of
tuberculosis of the skin was made. From 1949
to 1956 he received weekly injections of
He had

neither systemic complaints nor sensitivity to

streptomycin with no improvement,

cold, and continuation of his farming present-
ed no difficul ty.
symptoms of pulmonary tuberculonsis been
present,

At no time had signs or

Physical examination revealed a well
demarcated, erythematous, elevated rash
surrounding depigmented areas of indurated
scaling skin. These lesions were confined to
the face, ears, and scalp. There was no
lymphadenopathy, hepatosplencmegaly, or
evidence of joint disease. Pertinent labo-
ratory examinations including lupus erythemato-
sus preparation were within normal limits;
biopsy of facial skin showed the typical
changes of chronic discoid lupus erythematosus.

From October 1960 to August 1963 he was
treated with chloroquine phosphate 250-500 mg
daily, and received a total of more than 400 g
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A paper based on this report appeared in: Hiroshima Igaku - J Hiroshima Med Ass 19(4):85-6, 1966
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during this time. The facial lesions markedly
improved, but attempts to decrease the chloro-
quine dose always resulted in exacerbations of
the skin lesions.

Ophthalmologic examination was first made in
October 1962. At that time he had no ocular
complaints and vision was (0.7) 6/9 0.U.
There was a faint corneal haze 0.U. and marked
prominence of the nerves. The fundus was
thought to be within normal limits, In
January 1963, an additional finding of small
shimmering particles was noted in the retina

0.U. '

In August 1963, the patient complained of
mild discomfort in bright light. The cornea
was unchanged, but the lens showed iridescent
Posterior subcapsular changes, and a para-
macular depigmented area was present O.D. in
addition to focal spasm of the superior
temporal artery 0.S. Tangent screen fields
showed a concentric constriction to 10° with
the 1W/1000 test object. Chloroquine therapy
was then stopped, and the patient was followed
at monthly intervals with no change in the
findings with the exception of a decrease in
the corneal haze. Field and fundus changes
remained static,

At the present the patient has some
worsening of the discoid lupus erythematosus,
especially when exposed to sunlight. No
systemic or arthritic complaints have develop-
ed, and the lupus erythematosus cell has not
been demonstrated.

DISCUSSION

Although European and American Journals
contain several exhaustive discussionsl-5 of
the side effects of these drugs, a review of
the Japanese literature showed relatively few
reports of these changes in the Japanese. 6,7

In general the symptoms include temporary
blurring of vision, difficulty adjusting to
bright lights and glare, and halos around
lights. The eye structures most commonly
involved are the cornea, lens, and retina.

Corneal deposits are described in the
In the early stages,
slitlamp biomicroscopy reveals a generalized
haze in the superficial corneal layers, while

majority of patients.l
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in later stages curvilinear lines or whorl-like
patterns are formed. Centrally placed,
horizontal pigmented lines similar to Hudson-
Stdhli lines can also be present. Prominence
of the corneal nerves is sometimes noted with
decrease in the sensitivity. There is
evidence that these changes are reversible on
cessation of therapy, and they are not thought

to cause serious permanent visual defect

The lenses in about 33% of these patients
have had a posterior. subcapsular change
consisting of an iridescent sheen, although
this change per se does not interfere with
visual acuity.

Because of their irreversible nature, the
retinal changes induced by antimalarial drugs
are the most important and the rate of
occurrence, which is related to the duration
and dosage of the drug, is thought to be
about 3%.2 Arteriolar narrowing, abnormal
pigmentation and depigmentation of the macula,
pallor of the nerve head, and peripheral
retinal pigmentation similar to retinitis
pigmentosa are the more commonly described
retinal changes.3:5 Central and pericentral
as well as generalized field

These

changes can occur in the absence of symptoms

scotomata,
constriction have been reported.?

and are felt to be usually irreversible - and
may even progress after discontinuation of
Although therapy with NH,Cl and BAL
have been recommended on theoretical grounds,$

therapy.

they have not yet been proven effective 1in
actual practice and no effective treatment is
presently known.

The serious ocular complications of Ilong-
term therapy with antimalarial drugs necessi-
tate that patients commencing such a regimen
have a thorough ophthalmologic examination
including biomicroscopy and peripheral fields,
after which they should be closely followed at
appropirate intervals for signs of ocular
damage. The initial examination will reveal
if any visual abnormalities, either coinci-
dental or due to the disease, are present and
will establish a baseline for further
assessment of the patient’s vision. Should
corneal changes occur, the advantages of
withdrawing the drug must be weighed, in each
case, against the therapeutic effects that may
accrue from continuation of treatment. If
visual field restriction or retinal damage is
suggested, administration of the drug should
be stopped immediately.9
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