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Chronic actinic dermatitis developing after remission of

malignant lymphoma

Dear Editor,

We herein report a 74-year-old man, who presented with pruritic
erythema on his face and nuchal region 2 years after achieving re-
mission from non-Hodgkin’s lymphoma (CD20" diffuse large B-cell
lymphoma; DLBCL) treated with six cycles of R-CHOP (rituximab,
cyclophosphamide, doxorubicin, vincristine, and prednisone) chem-
otherapy. Pruritic erythema occurred repeatedly, became indurated,
and gradually spread to the face, neck, and dorsal aspects of both
hands and fingers. It was exacerbated from spring to summer and
often relapsed during therapy using topical corticosteroids, oral
antihistamines, and prednisolone (2.5-5 mg/d). After 4 more years,
he finally was referred to our department for further evaluation of
the skin lesions, which were possibly photosensitive (Figure 1A-B).
At the time, he had not been taking any medicines for 6 months.
Phototesting showed hypersensitivity to both UVB (minimal ery-
thema dose, 20 mJ/cm?) and UVA (minimal response dose, 4 J/cm?)

and no hypersensitivity to visible light. Histopathological examina-
tion revealed acanthosis, liquefaction, and epidermal and dermal
infiltration of lymphocytes with a few eosinophils (Figure 1C-D).
The infiltrating lymphocytes in the dermis were mainly positive for
CD8 (Figure 1E-G). The results of blood tests, including antinuclear
antibodies, and urinary and porphyrin derivatives, were normal or
negative, while marked eosinophilia (14.5% in 7420/mm°® WBC)
was observed. A flow cytometric analysis revealed a decreased fre-
quency of CD4" cells (10.1%) with a decreased CD4" cell count (164/
ul), a normal frequency of CD8" cells (12.3%) and a low CD4/CD8
ratio (0.82). Measurement of blood cytokines showed normal levels
of IFN-y (0.1 IU/mL), TNF-« (0.9 pg/mL), IL-5 (£3.9 pg/mL), and IL-
10 (£2 pg/mL), but the level of IL-4 (11.1 pg/mL) was increased (ref-
erence range, £6.0 pg/mL). Based on these findings, the patient was
diagnosed with chronic actinic dermatitis (CAD), which appeared
during the remission period of DLBCL. We provided guidance about
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FIGURE 1 At his first visit, well-
demarcated, indurated erythematous
lesions with scratch marks were
observed on A, his face, neck, and

B, dorsal aspects of both hands. A
histopathological examination revealed
epidermal thickening with parakeratosis,
partial spongiosis of the epidermis, and

liquefaction. C and D, Intraepidermal
and dermal infiltration of lymphocytes
with a small number of eosinophils

was observed with minimal atypia.
Immunohistochemistry revealed that the
lymphocytes in the dermis were positive
for CD3, CD4, and CD8 (E-G). CD8" cells
outnumbered CD4" cells
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light shielding, administration of oral prednisolone (15 mg/d) and
bepotastine besilate, and topical corticosteroids and clobetasol pro-
pionate ester, with therapeutic effects. Four years later, the patient
is still hypersensitive to sunlight unless sunscreens were used. Oral
and topical corticosteroids are required to treat recurrent skin le-
sions on the sun-exposed areas.

As CAD is likely to complicate human immunodeficiency virus in-
fection and blood disorders such as adult T-cell lymphoma/leukemia,
some kind of immune compromise may be involved in the onset of
CAD.'® In our case, CD8" T-cell predominance was observed in the
skin lesions, which might have been induced by decreased number
of CD4" cells. We hypothesized that DLBCL and sequential chemo-
therapy might have caused an immunomodulated state that activated
CD8" T cells, thereby triggering CAD. Curiously, the patient showed an
increased serum IL-4 level with eosinophilia. The serum level of TARC,
a Th2 chemokine, was reported to be increased in CAD patients, and
we assume that a systemic shift toward Th2 immunity in our case
might have occurred secondarily after the long duration of CAD.*?
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