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47+ (62.7%) 7} 5=l (Fig. 1), 21(28.0%) 7} ab=
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ol 4 = ool 4 7} Tubalgict,
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(Table 3, Fig. 2.

2] # ¥ F4e] glelc},

(2) 5 &5 | +5FF54 550l (73%) ol 4 k=2l
3oedgdd 2 104 olskell = 1140055%), 10cRel A
= 26l (B4%), 20c]ol & 14« (82.4%), 30 o] Fof
= 4ol (57% el M o] W85 vy SHEFH =f
Fzhal 2 10cHoll 4 # A qF ka2 B,

(3) AT | AT 13 (1Y) el =g 3

Table 2. Location of the nevus sebaceus

Location Mo, of patients Fer cent
(1) SMES | sS4 E5-E 300 (40%) ofl 4 L2 2] 3
Ao] shaks|gled eleiw 2 104) o]l 4E 20603 Scalp + 621
. . Face 21 29.0
Soll (20%), 10cHod = 31odF 1800 (58%), 20chel| M= Neck 5 67
17013 500(29.4%), 30e] o] Folli= 7ol 3 20i] (25%) o Postauricular , 13
+f fFedgh wabr) A3kslo] 0ol FlA AAE e Flank 1 1.3
Table 1, Age and sex distribution of patients with nevus sebaceus
Age (ycars) 0—9 1019 20— 29 30 — 39 M — 49 50 = Total
Male 4 15 12 1 2 1 40
Female 11 16 5 2 1 i5
Total 20 3 17 3 3 1 15
i
100
a0
84 824
B0
70
G0 Papillomatosi s 57
50 LE
40 Hypergranulosis a. 1
353
30 300 \\“ —0 28,5
Aoanthasis 20.4 .
20
Dermal fibrosis 20
10 Dermal inflammatory infiltration
':I' b T T ¥ ¥
014 10-19 20—29 30 =

Fig. 1. Histopathologic changes of epidermis and dermis in relation to aging in nevus sebaceus.
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Table 3. Histopathologic cnanges of the epidermis and dermis in relation to aging In nevus sebaceus

Age [years) 0—9 10-19 20 — 29 i0 = latal
Mumber
Degree 20 31 17 7 75
Acanthosis Mild 15 13 12 5 45
Marked ] 18 3 s 30
Papillomatosis Mild 4 5 3 3 20
Marked 11 26 14 4 55
Hy pergranulosis Mlild 14 15 10 3 4
Marked [ 16 7 4 33
Dermal inflammatory Mild 19 21 9 4 53
infiltration Marked 1 10 8 3 22
Dermal fibross Mild I 20 11 3 50
harked 4 11 B 4 25
%
100 - 100
a0 -
B5.7
BO -
g -
60 -
Sepaceous gland . 57.1
40 | Hair  45.0 41.9 42.8
Eccine gland  35.0
30 -
20 -
10 4 Apocrine gland
4]

Fig. 2. Histopathologic changes of sebaceous glands, apocrine glands, accrine glands and hair follicles in relation to

0-9 10-19 20— 29 0=

aging in nevus sebaceus,

Aslgin dEs e 104 olwbelld 6o, 10delMes x| gz 3§ 1A ol Basglc

16ed], 20eHell = 7o), 300 o] el qadlof 4] 15 2] (5) 2] Mz, 453 H=r 250 (33%) o] 4
8 35 vbEb 3 o gl b ¥ 3k AlS)A] ekl HaAahg o dedw 2= 104 o)zl A 4] (20%)
(4) Flme HaMdE HF . @4 G245 2AFS o4 11a(35.5%), 2004 6ol (35.3%), 300 o] &

el Fal= w5 216 (28%) 2 104 v]=kell A A 2] of| 4] 4od] (57% ) o]5l e},

¥ 4 g

-
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Table 4. Histopathologic changes of sebaceous zlands, apocrine glands, eccrine glands, and hair follickes in relation o
aging in nevus sébaceus

Age [years) n—a 10-19 20—29 il = Total
Sex ] [ M F M F M F
Mo, of case 1° 5 4 3 ]
Degree 9 11 15 & 2 :
Sebaceous Absence 3 I - 1 3
Glands Hypoplasia 1 1 1 - 3
Mormal range 2 3 3 ] 3 1 - - 13
Hyperplasia 3 7 11 14 i 4 4 3 54
{Marked Hyperplasia] (2) (2} Qo) (2 (3) 13 4) (1 (39)
Apocring Absence 9 8 fa 10 5 I 2 | 42
Glands Hypoplasia - 1 3 2 - - -
Mormal range — 1 3 2 I 1
Hyperplasia I 3 2 B 3 2 2 21
(Marked Hyperplasia) -- — (2) (5] (3) — (2) (12)
Eccrine Absence — - 1 I - - - 2
Galands Hypoplasia — 4 1 2 -- - - — T
Mormal range 5 4 G 7 4 2 1 — 29
Hyperplasia 4 3 7 b 8 3 3 3 37
{Marked Hyperplasia | (4 (3) 4] (7) (7) (3) (2) (2) (32)
Hair Absence 1 1 1 3
{immature Hypoplasia 4 I 5 5 3 2 3 1 24
hair follicles)  Mormal range 1 2 1 11
Hyperplasia 3 8 ) 2 1 2 7
(Marked Hyperplasia) (r (3) (5] 18) (1) (1) (1] - {18)

Fig. 1. Nevus sebaceus on the
scalp showing hairless
patch complicated syring
adenona papilliferum.
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Fig. 2. Nevus sebaceus showing
irregular hyperplaisa
sebaceous plands at the
infundibular portion of
hair follicles (H&E, =

1041},
Table 5. Assocjated neoplasms in nevus sebaceus
EE— Eppp—
Case Age [years) Sex Location Neoplasm
1 26 it Scalp Syringadenoma papilliferum
2 24 F Perfauricular Sebaceous adenoma
3 20 Il Face Trichilemmoma
4 16 M Chiecek Trichilemmoma
3 34 M Cheek Arteriovenous hemangioma
6 30 M Forenead Arteriovenous nemangioma
7 12 1} Scalp Aty pical basal cell nyperplasia

gadenoma papilliferum
(H&E, = 100).
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4], vldsmvie] Wl wl TokibAl-g ghateba 8 okst
ot} (Table 4),

(1) mx|4 4] =) ade] F42 540 (T2%) ol A
YD AF 2700 AL F4 o] FAAHZ o|F Fx
ckrb 10e] ol Fole 194 (79%) 004 HAT F4E
ook 30t o] Fel BE Felold HAF AR F
Ao a=lglch(Fig. 1),
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57} b Frbabe e,

(4) o= mub | 25 ol da wubel HaR F4
& DaElx] ghotw Axe] F4e] [AF ol& A7
(49%) = cdedel e} 93|85 Thisle 7|t

(5) Sete] Wil ; 752 aabF 7o (9.3%) <14 of
4 Foke] whals]gl v (Table 5) 2 FF+ 54 oo}

Fig. 4. Nevus sebaceus associat-
ed with sebaceous ade-
noma (H&E, = 100)

Fig. 5. Nevus sebaceus associat-
ed with trichilemmoma
(H&E, = 100).
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Fig. 6. Nevus sebaceus associat-
ed with arteriovenous he-
mangioma (H&E, = 100)
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= Abstract =

Nevus Sebaceous with Special Reference
on Its Aging Effect

Jin Seok Seo, M.D. Mi Kyung Kim, M.I.*
Mikyung Kim, M.I), Kye Yong Song, M.D.*
Yun Lim Seo, M.D.*" and Je . Chi, M.

Department of Fathology, College of Medicine,
Seond National, Chung-Ang*® & In Je University**®

A histopathological study was performed on nevus
sebaceus to obeerve itz aging effect based on 75 cases of
nevus sebaceus those were collected during the past 10
years from three university hospitals in Seoul.

The results are as follows:

1) Clinical findings

The incidence was most frequent in the teenage
group. The 75 cazes consisted of 41 males and 34 females
with a gex ratio of 1.2:1. Most of cases developed in the
head and neck areas with 62.7% on the scalp and 29.3%
on the face.

2) Histopathologic findings

The epidermal changes such as acanthosis(40%),
papillomatosis(73%), hypergranulosis(44%) were most
remarkable in the second decade and gradually de-
creased with aging.

The apparent proliferation of sebaceous gland was
observed in 73% and it was most prominent in the
second decade. Apocrine glands were absent before the
first decade but apparently increased after then.
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Proliferation of eccrine gland was not significant in all
the age groups. Mild increase of immature hair follicles
were noted in 49% of our cases with gradually decreas-
ing tendency in the older age. The dermal inflammatory
infiltrates were noted from the 2nd decade(Z8%) and
thereafter gradually increased.

Associated neoplasms were one apocrine adenoma,
ane sebaceous adenoma, two trichilemmomas and two
arteriovenous hemangiomas. The majority of tumors

occured in the third decade.

Therefore, it iz observed that nevus sebaceous under-
goes dyvnamic histopathologic changes according to the
age of patient and later develop various secondary
neoplastic changes. The pathogenesis of the nevus
sehaceus is suggested to be closely related with develop-
mental anomalies of primitive hair germ units in fetal

stage.

Key Words: Aging effect, Nevus sebaceous
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