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Five Korean Cases of Dysplastic Melanoeytiec Nevus

Kyoung Me Kim, M D, Seok Jin Kang, M.D. Sang In Shim, M.D.
Sun Moo Kim, M D and Baik Kee Cho, M D*

Catholic University, College of Medicine, Department of Clinical Patholoegy, Dermatology®

The dysplastic nevus is a rare form of melanocytic nevus in Korean people. During the past 5
vears the authors experienced 5 cases in the 5t Mary's Hospital and Kang Nam 5t. Mary's Hospi-
tal. The criteria and the histologic findings of dysplastic nevi are debated in the western litera-
ture. Clinically, all cases were greater than 5 mm in size with ill defined irregular borders and ir-
regularly distributed pigmentation. Histopathologically, all cases showed numerous discrete indi-
vidual nests of melanocytes located in the dermoepidermal junction and the papillary dermis and
were characterized by extension of dermoepidermal component of the nevus at the “shoulder”
beyond the dermal component of the nevus. There was no cyvtologic atypia of nevus cells in all
cases, Our cases lacked personal or family history of malignant melanoma. Therefore, we believe
our cases are nonfamilial, sporadic and benign nevi with no prognostic significance. A brief re-
view of the literature and a dizcussion on the term “dysplastic” and clinicopathologic correlation
are made. (Korean J Pathol 1993; 27: 411-417)

Key Waords: Dysplastic, Clinicopathologic, Nevus

M =

ol 84 =muvbdysplastic nevus)e X8} F54
Aol Fgi=e] 9le 47 F718 olazpd dzd 2
dh2] § FH=2 v]HY 2ol B-K 2l £2 o34y
el E zu Fog Egfo 19784 Clark
Sle] mile] oty Zazel rifaje] gl g o
dgl o|¥ 4 wulg BK 2l e dasiga
19801 Elder3"& of4 F4F e 71Z8o) gle 7

A a0 1902d 114 284, HA49) 1993 249 259
F oA 4EA MaT 2 F 505, fHdE 137-701
iz sl qlabd e, Aol
P 24T 1, 2 3, =& 199249 5¢ 24 sz
ol 4 A A= % .
P2 =2 7HY ot f a2l e dT 247G
o F-of 3 &

Foll wAR o194 myba sbdA oh4] FalFs)e]
Aol sl 7lEe olF o4 Euboll g Fa
ol Fasgleh o F4 =t ldzez a2z &
A =ofs] Ay wiboz AAq EH et
g ol BATH Futen, 20T dayd
Az wvAHHq] Al FE k4, Alale] 45
W HET AEE 50 o, HokeloMe 18
~4.9%" el 4 viejsietn Basle] glevt Feokglel]A
gl vl g oy gla] ook Fdle] 2azgl e[F4Y
2o Zel®Mrh glcl

AAEE A 6dEat AHEHEa e d £ 5
e Ard o A Aget ol =4k 5
o & AEalzlel o F W3 Wy e T4
& Fol Bndle ulo]df,

5 8 82 3
Zd 12 204 FARAL $97 el A5 &

— 411 —




F¥
L2

— o ghd el ba] =) oA 27 M 4 & 1993

qbede] zulg F22 el 2yl 4
FAMaL ok7t Fr|slgda AAl SEeElee

o 27]= 06 cmEch FEl 25 244 ofadaz
1037 gloj @ B3 g $3 4 gle] WG| ¥ adls

Fig. 1. 1.0 cm sized ovoid ne-
vus shows deep brown, sligh-
tly elevated central portion.
and peripheral pale brown, ill

defined margin.

Table 1. Summary of 5 cases of dysplastic nevus

Case No 1 2 ) 4 5
a, b a b c
Surg No K91-2630 KAE6-4209 KEB-345 YO92-1286 YO2-6782
Age/Sex 20/M 24/F 22/F 21 40/M
Location Lt. temporal abdomen Rt buttock lower back whole body
Rt. forearm

No, of nevus one multiple one two multiple
Duration several yrs 10 yrs 4~5 yrs G yrs 30 ¥yrs
Family Hx absent absent absent absent absent
nevus size 0.6 cm 05, 0.7 cm 059 em 0.7, 1.0 cm 0.45~0.7 cm
color brown brown to pink deep brown brownish to brownish to

dark brown dark brown
shape of spindle & epithelinid epithelioid epithelioid spindle &
melanocytes epithelioid epithelioid
shoulder effect Pr Pr Pr Pr Pr
amount of ++ + + + o e
melanin pigments
inflammatory - + + + +
infiltrate
fibrosis + + + - + +

Hx: History, Pr: Presence,
+: mild degree, + +: moderate degree, + + +: marked degree

K: Kang Nam St. Mary's Hospital. ¥; 5t. Mary's Hospital
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Fig. 4. The melanocytes with-
in the epidermis show “shoul-
der” which means epidermal
melanocytic extenision beyond
the dermal portion of the
melanocyies,

Fig. 5. The dysplastic nevus
cells reveal mild cvtologic
atypia such as anisocytosis, nu-
¢ clear pleomorphism, visible nu-
cleoli and somewhat dusty pig-
ments in the cytoplasm,
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Table 2, Clinical criteria for dysplastic nevus®

» Acquired pigmented cutaneous lesions, appear
first in adolescence, rare in prepubertal children

- Diameter usually hetween 5 and 12 mm

» Macular component always present

» Papular component may be present, often in
center of macule

- Color variegated-tan to dark brown on
pink background

- Border slightly irregular, ill-defined, and
impalpable

*MIH Consensus Conference, 1984
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Table 3. Tentative WHO criteria for histologic diag-
nosis of dysplastic nevuas™

[. Broad intraepidermal basilar proliferation of
melanocytes with varving degrees of cytologic
atypism(]) extend bevond a dermal nevus com-
ponent if present(2)

(1} Atypism is defined as wvariability in size,
shape and/or staining intensity of the nuclei
of some lesional cells, often of subtle degree.
To some observers nuclear atypism is essen-
tially absent in some lesions,

(2) “Beyond” usually implies extension three or
more rete ridges or approximately 1 mm from
the edge of the dermal nevus,

[I. Lentiginous{3) and/or epithelinid cell(4) mela-
nocytic hvperplasia singly and in nests.

(3) Increased number of solitary and nested small
nevomelanocytes in the basilar region of the
epidermis associated with finger-like elonga-
tion of the rete ridges.

(4) Increased number of large cells with abundant
cytoplasm, often containing finely dispersed
melanin plgments, surrounding small round
to oval nucleus,

ML Two or more of the following “stromal” changes:

A, Patchy perivascular lymphohistiocytic infil-
trate.

B. Concentric eosinophilic fibrosis and/or lamellar
fibroplasia.

C. Prominent microvasculature with plump endo-
thelial cells.
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