
Successful Treatment of CD30+Lymphomatoid Papulosis using a 308-nm
Excimer Light
Akiko Watabe, Taku Fujimura*, Sadanori Furudate and Setsuya Aiba

Department of Dermatology, Tohoku University Graduate School of Medicine, Sendai, Japan
*Corresponding author: Taku Fujimura, Department of Dermatology, Tohoku University Graduate School of Medicine, Seiryo-machi 1-1, Aoba-ku, Sendai, 980-8574,
Japan, Tel:+81 (22) 717-7271; Fax: +81 (22) 717-7361; E-mail: tfujimura1@mac.com
Received date: Mar 11, 2014, Accepted date: May 03, 2014, Published date: May 07, 2014

Copyright: © 2013 Watabe A, et al. This is an open-access article distributed under the terms of the Creative Commons Attribution License, which permits unrestricted
use, distribution, and reproduction in any medium, provided the original author and source are credited

Abstract

We describe a 61-year-old Japanese patient with Lymphomatoid papulosis (LYP) successfully archived complete
remission, using a 308-nm Excimer light. Interestingly, immunohistochemical staining revealed that CD30+

anaplastic tumor cells were surrounded by CD163+ macrophages and CCL18 producing cells, both of which were
reported to correlate with the prognosis of CTCL. Our present study sheds light on the possible pathogenesis of LYP
and the possibility of a 308-nm Excimer light phototherapy for LYP.
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Introduction
CD30+lymphoproliferative disorders of the skin are the second

most common group of primary cutaneous T cell lymphomas
(CTCLs). It represents a spectrum of diseases, including
lymphomatoid papulosis (LYP) and primary cutaneous anaplastic
large-cell lymphoma (PCALCL) [1,2]. LYP is characterized by
recurrent papulonodular lesion, which undergoes spontaneous
regression after weeks or months. Though LYP has no effect on the
overall survival of such patients, LYP increases the risk for subsequent
cutaneous or nodal lymphoid malignancies [1], suggesting the need for
useful therapies for LYP. In this report, we describe a case of LYP in
which complete remission was induced with phototherapy using a
308-nm excimer light, and its immunohistochemical study for cancer
stroma.

Case Report
A 61-year-old Japanese woman visited our outpatient clinic with a

one-month history of a painful nodule on her left shoulder. She had
been treated for a large plaque type of parapsoriasis en plaque five
years before. On her initial visit, physical examination revealed
disseminated papulonodular lesions with erythematous plaque (Figure
1A). A skin biopsy specimen revealed a wedge shaped infiltration of
lymphoid cells that were prominent throughout the dermis (Figure
1B). At the center of the infiltrating cells, large anaplastic tumor cells
intermingled with small lymphocytes (Figure 1C).
Immunohistochemical staining revealed that these large atypical cells
were positive for CD30 (Figure 2A), CD3, CD4, CD5, CD7, and
negative for ALK, TIA1, GranzymeB, CD2, CD8, CD10, CD20, CD56,
CD57, CD68 and CD79a (data not shown). In addition, around the
CD30+ area, CD163+ macrophages (Figure 2B) and CCL18 producing
cells (Figure 2C and 2D) were prominent. From the above findings, we
diagnosed this patient as lymphomatoid papulosis (LYP) type A
variant. First, we administered topical steroid with occlusive dressing
therapy for 3 months without any effect. During the initial treatment,

newly infiltrated papules and papules appeared around the initial
lesion. Therefore, we started phototherapy using a 308-nm excimer
light with a total of 5.95 J/cm2 in 20 fractions during one half of a year,
and almost all papules and nodules had disappeared (Figure 1D).
There was no evidence of recurrence after 15 months without any
additional treatment.

Figure 1: Disseminated papulonodular lesions with erythematous
plaque (A). Wedge shaped infiltration of lymphoid cells throughout
the dermis (B). At the center of the infiltrating cells, large anaplastic
tumor cells intermingled with small lymphocytes (C).Almost all
papules and nodules had disappeared after the therapy.
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Discussion
In this report, we describe a case of LYP successfully treated with

phototherapy using a 308-nm excimer light. Immunohistochemical
staining revealed that CD30+anaplastic cells were surrounded by
CD163+ macrophages and CCL18 producing cells. Our present study
sheds light on the possible pathogenesis of LYP and the possibility of
using a 308-nm excimer light phototherapy for LYP.

LYP is characterized by a chronic course of years to decades of
recurrent papulonodular lesions, each of which undergoes
spontaneous regression after weeks or months [3,4]. Though LYP has
no effect on the overall survival of such patients, LYP increases the risk
for subsequent cutaneous or nodal lymphoid malignancies, including
mycosis fungoides, anaplastic large-cell lymphoma (ALCL), and
Hodgkin lymphoma [3], which suggesting the need for useful
therapies for LYP. Indeed, a recent report suggested that, although UV
light phototherapy and low-dose methotrexate (MTX) are commonly
used therapies for LYP, sustained CR is rarely achieved [5]. Therefore,
other optimal therapies for LYP are needed.

To establish novel therapies for skin disorders, immuno-
pathological investigation is one of the conventional methods. We
employed immunohistochemical staining for CD163 and CCL18, both
of which are reported to correlate with the recruitment of lymphoma
cells and the prognosis of cutaneous T cell lymphoma (CTCL) [6-10].
CD163, described as a classical marker for M2 macrophages, is
reported to be co-expressed with CCL18 in the skin lesions of CTCL
[6]. As we previously reported, M2 macrophages produce CCL18 [11],
and to modify the production of CCL18 could be one of the possible
immunotherapies for varieties of M2 macrophages-rich skin cancers
[11-13]. In our present case, though we could not perform the double
staining for CD163 and CCL18, at least both CD163+ macrophages
and CCL18 producing cells were detected in the same areas of the
dermis. In addition, Günther et al. also reported that CCL18 from
CD163+ macrophages promotes the chemotaxis of CTCL cells [6],
suggesting that CCL18 producing macrophages might be a target for
the treatment of LYP. From the therapeutic point of view, Erkin et al.
reported that 308-nm narrow-band UVB reduced macrophages and
their expression of CD86 and HLA-DR in the lesional skin of psoriasis
[9]. This report suggested the therapeutic effect of NB-UVB on MF
might be connected to the decrease of macrophages in the lesional
skin. From the above findings, we selected phototherapy using a 308-
nm Excimer light, the beneficial effect of which for the treatment of
various skin disorders, including CTCL, has been reported [4-9].

Conclusion
Our present case suggests the beneficial effect of a 308-nm Excimer

light on LYP. Since we described a single case, to confirm our
hypothesis, further case reports will be necessary.

Figure 2: Paraffin-embedded tissue samples from the patient were
deparaffinized and stained with the anti-CD30 Ab (A), anti-CD163
Ab (B) or an anti-CCL18 Ab (C, D) described previously [10].
Sections were developed with 3,3'-diaminobenzidine
tetrahydrochloride(A) or liquid permanent red (B-D). (Original
manifestation x100 (A-C), x400(D))
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