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Clinico-Pathologic Evaluation of 18 Cases of Lymphomatoid Papulosis

Sug Kyvoung Ko, M.D., Hye Sook Kim, M.D., Kee Suck Suh, M.D.*
Sang Tae Kim, M.D.* and Man-Ha Huh, M.D.

Department of Pathology and Dermatology”, Kosin University Medical Center,

Lymphomatoid papulosis is an enigmatic disease entity which is clinically benign and histologically
malignant. Although sporadic cases have been reported, we could not find any comprehensive report
on the combined clinical and histologic features of lymphomatoid papulosis in the literature. Perhaps
the most controversial aspect of Iymphomatoid papulosis is its pathogenesis and categorization as a
benign versus a malignant entity. To date, there are no reports on p33 and bel-2 protein expression in
lymphomatoid papulosis. We analysed the clinico-pathological findings of 18 cases with lymphomatoid
papulosis during the 10 year period from 1984 10 1995 and examined the prevalence of immunoreactivity
for CD3O(DAKO, Ber-H2), p33(DAKO, DO-T), and bel-2{DAKO, 124) wsing an immunohistochemi-
cali ABC) method, The results obtained are summarized as follows. 1) Age distribution ranged from 20
to 65, with a mean age of 45 years and a sex distribution which showed a male predominence(® : 1}.
The lesions were located on the trunk and extremities(Bcases), extremities(Tcases), and trunk(3 cases).
The morphology of the lesions were papules or plagues(l2 cases), and nodules(b cases). )
Histopathologic types were classified into 3 types: type A(4 cases), type B(8 cases) and mixed type
(6 cases). 3) Positive immunoreactivity for CD30 was scen in 17%(3 of 18cases): type A(2 of 3) and
mixed type(l of 3). 4) The positive immunoreactivity for p53 and bel-2 was observed in 29%(5 ol 1B)
and 11%(2 of 18), respectively, 5) Cases showing positive immunoreactivity for P53 were type AQl of
5), type B(l of 5), and mixed type(3 of 5). 6) Cascs showing positive immunoreactivity for bel-2 were
mixed type(2 of 2). One case developed into Ki-1 lymphoma. These results support the idea that
lymphomatoid papulosis and Ki-1 Ilymphoma represent a continuum. The role of p33 gene mutation and
bel-2 activation in the development of lymphomatoid papulosis is currently unknown. But, our results
suggest that p53 gene mutation and bel-2 activation arc not a critical step in the development of
lymphomatoid papulosis. Further siudies are needed to elucidate the role of p33 gene mutation and hel-2
activation in the development and progression of lymphomatoid papulosis. (Korean J Pathol 199%6; 30:
505 -~514)
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Fig. 1. Microscopic findings of
type A lymphomatoid papulosis
(case 3}, showing large binucleated
cells which resemble Read- Siern-
berpg . cell{ Inset),
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Fig, 2. Micrmscope ﬁm;iing;s. of
ope B Ivpmphomatoid papulosis
casc 5), showing scattercd aty-
pical  cerebriform tmemomuclear
cclls in dermis. Epidermotrophism
(Inset} is also noled,
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Table 1. Clinical summary of |8 cases of lymphomatoid papulosis

Case Sex/Ape Druration Twrpe af Sil.i-:ti of Follow up Course
{ar onset) lesion lesions (momnths)

I Mi45 1 week P, Fl E N NC
2 Ej20 4 days Pa, pu 1, B & 1

3 M/44 3 yeurs Pa T. L N W
4 MJ30 4-3 yoars Pa T. B 45 I

5 M/62 13 days Pa T l SR
] M5l 3 wears Pa, No E M M
7 M40 1d vcars Pa E 22 TI
8 M50 20 days Pa, Nao T. E I I

¥ MJGS & trnthes Ko T. E 15 Tl
10 M/33 ¥ monthes Pa. Mo T, E 17 SR
11 M6l 3 ycars Pa, Mo E 14 ML
12 M;36 3 years Pa, Ve E 14 Nl
13 M/a6 7 munths Pa, Pl T 9 TI
14 M43 3 moemths - Ve, Pa T, E 12 Ti
15 M35 1 week Pu, F1 E E Tl
(1] Fi23 1 year Fi, F1 E G I

17 M/28 ) years Mo T &C NC
| & M63 4 months Pa T, E NC N

Pa: papules,Pl: plagues,Nu: nodules,Ve: vesicles, T punk,E: extremitics,D; dead, I improved,T1: letnprsrarily
nproved NI: nol improved SR: sponancous repressior,
ML malignam Iymphoma, NC nod checked
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Table 2 Histopathologic findings of lymphomatoid pa-
pulosiz( 18 cascs)

Hisropathologic fidings ?ﬂﬁ;ﬁ ﬁ'id]:
Epidermis
parakersiosis with or wilhual neulrophils Q1 500)
spomnpingis andfor spongicdic vesicles Bid4}
wodge shaped necrosis and individual
necrotic keratinocyie B33
epidermal invasion of Tymphoyios 1478
Dy
wedge shaped infiltrate in the denmis | (W 56
perivascular infilirade Bdad]
many noutrophils andfor cosinophils 1 CH S8
pleomorphism of atypical cells 18100
Bead Stemberg like cells 1T
milcnic (gures 2(11)
plump endothelial cclls 18 10K

,' Fipg, } Varous sized eryihe-
¥ natous papules and nodules am
o the buttock{case 11; &} which
L rransformed 10 wlcerative nodular
lesions on the upper  armicase
LLb)y after 3 yeams.
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Fig. 4. Microscopic view of a
papule, showing band-like infil-
tration  of eyiolngically  agrpical
lvmphedd cells in upper dermis
fease 111 High power view(Inset)

Fig. 5. High-power view of Ki-1
lymphomaicase |1, showing large
anaplastic cells carscterized by
plesnophic  noclei and  plang
eytoplasm in dermis,
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Ao wWdse] glglclFg 5. 24, A tdlgin 1 & ol gEEe s Ay
- | 3 AfolcfFig. &) psiell kAULE-E B FeE
) HHEZASEE Y (Table 3) Sed|(Fig. & A% 1o, B9 14, =38 3095

CDIel ebANkE S Rel ot g BF AZ  bel2eli: 20llFig. RelA kanlLs Rdom mE

Table 3. Summary of histopathelogic lype wnd result of imuonohistochemicl sain

Tmmynohislochemical stain

Casc Hizsopathologic Lype _
CTy 30 p 33 fof- 2

I AR + —

1 A - —

3 A + -
4 B —

5 B _

B B - I -

7 B — -

8 AR -

4 AR + |
Y A — -
I A hl | -
12 I —

L3 AB -- —
14 B - —

15 AR —

I AR + + —
7 B - —
18 B — —

Fig. 6. The nuclei of the large
arypical collsicase 3: leff) and
anaplastic  wmor cellsicase 11
right) show immunoresclivity for
Ki-1{CD30y.
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Fig. 7. The nuglei of the atypical
cells show immunareactivity (ur
P33 (case 16)

Fig. 8. The nuclei and eytoplasm
of the acvpical cells show im-
munoreactivity for bel-2(vase 16).
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