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1. FROKEE
BEES R IR 2l el HERYME GA) D MAST  pDC L5
1 E Bowen %! S 4 93 12 0 %%
2 E Bowen #! 5 8 92 14 0 4 5%
3 E ES 5 8 72 16 0 %%
4 E JIEJE 2 L8 8 79 6 0 BigE
5 E e il © 9 75 7 0 JERAS
6 E AR 5 12 82 15 0 %%
7 E eSSl © 22 60 18 1 Bz
8 E R 5 12 62 12 5 BES
9 E Bowen %! 5 6 78 13 3 % 5%
10 E e % 14 56 8 0 %%
11 E eSSl © 8 77 13 2 %%
12 E T g T L8 8 83 5 6 4%
13 N Bl © 2 76 0 0 =4
14 Bid% ES TS 4 78 2 0 o
15 E EJEEY © 8 77 7 0 HiZg
16 E Bowen %! 5 8 87 15 5 REERAS
17 E i % 19 82 3 3 55
18 E Bowen %! 5 6 75 15 0 HizE
19 E Eifa i LS 4 80 18 0 %%
20 E EX il 8 85 6 0 W
21 E 3 Al S 8 82 10 0 HiZg
22 E Bowen %! 5 8 72 10 3 HizE
23 E R TR s 8 78 10 0 5%
24 E AR O 13 91 8 0 5%
2% Bi%  Bowen % % 3 84 2 4 %%
26 E eSS il I 10 76 8 0 =4
27 Bid% B 70 5 4 76 13 4 B %
28 N Bowen % © 3 76 11 4 HiZE
29 N e il 5 7 76 21 2 %%
30 N Bowen %! 5 3 89 26 5

MAST: mast cell count (/1.5 X 10° um?) ; pDC: plasmacytoid dendritic cell cMASTount (/1.5 X 10° um?)
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- C, HEEFRFICEET 2 EmMREOZE
PHBAED A I FF FARBEDOF — KR4
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&% FFE T A BEEE P o2 pDC i A kA
W, EHIZFOEERE LKV 2085 <
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FE ML EHMEEL AL TIELOHTpDC
PEEREFICES LS OIHEELT2ELEZ L
na5.

— 77, AHWEFE T HOGA RS 58 B o 1= E AL
AR %, Lad A IFE FOBER
RIO LAREMESD VI ERW E DR
27 KIS 9k~ 2 DEERIEINETE
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T O L e 7 vo VS ERTH
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KIFZET, A I FF FOMHLARK & zhEEH

(B A B T2 hs, REIM O THR4ICH
TEAALRERHIC 7 + 7a w7 F & CD44 »°
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WMEHZBIZHIZD, KIROEEEG 2 TS
D, L - HWEEZEY I LoaFERRFESS
BRI - AR R IZIE CHIFLE L B 7.
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Abstract

Imiquimod is a synthetic amine (molecular
weight 240.3 Da), and has a strong anti-virus action
and an anti-tumor effect. We analysed 30 cases of
actinic keratosis treated by topical 0.5% imiquimod
cream application, using multivariate analysis of its
therapeutic effects and each patient’s background,
treatment period, the number of permeating mast cell
counts, and plasmacytoid dendritic cell counts of the
dermis. Staining for permeating mast cells was done
with anti-mast cell tryptase for the first antibody, and
for plasmacytoid dendritic cells was done with anti-
CLECA4C polyclonal antibody for the first antibody,
and then with immunostaining in ABC with DAB.
It was supposed that the numbers of permeating mast
cell and plasmacytoid dendritic cells are larger in

cases of effective treatment than in ineffective cases.
However, in this study, there was no correlation
between the therapeutic effect and the number of
permeating mast cells and/or plasmacytoid dendritic
cells. From these observations, we can suggest that
even if there is an incomplete anti-tumor effect after
8-week treatment periods, continued application
of imiquimod to the lesion can be expected to lead
to complete tumor disappearance. Furthermore,
before the treatment infiltrated mast cells in the
actinic keratosis (AK) lesion are scare. Thus we
can predict that imiquimod leads to infiltration and
gathering of mast cells and activates them in the AK
lesion. Consequently, we suppose the degree of this
activation is related to the effectiveness of treatment.
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