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FAIE 1975 SRICHUFER B SAHE (R5E) 2236 L, [H4E,
WO B B R 22 B2 W B A BRI AR L7z, 1982 4E123E
BRFEET B A 2B RE L, 2001 4R ICAFE 1
BERERHABEAERE L 72 1970 A 5 1980 AT AT
T, YA NVRZEIGTAEMFZEIILTBY, M%7 —~
& L72E 7 A 0V A SEGGE TIRBIRAR & o 72, Il
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1. Kaposi KEFHRSIE

Kaposi K HEFBEREIX, 7 MY —1 258 I B~ L
NRAREPLIRETH S, HE, REBAEE L 723 H
ELT, D) BADT7 PE—EF RO, 2) NIVRR
KEGE O, 3) BREFOWMNSZEITONE. KE
BUIIH Z T 525, 7 M- SRR I A AL R A
BEESEHVWDIITELY., 7 MNE—HEERE MO E
PHBFICBITAPHMANL~Z 7 L VA (herpes sim-
plex virus : HSV) HAIHUARERZ LR L7225, W
HICABEIED N D572,

Kaposi KIGRIEBIE DO FEAERERE & L T, IS

HAET D EDPUHESENTH L. 7 =R EEED
IREERR B R EREL T, ZTORMICTIANVAZFHTL
TG IR E RAR 2L 25, BB R TR L b - 7.
wIZ, HSV1 HoOBEIETFHICOWTHRE LzE 25, bt
ECix Fl, F35 O#EE TR 2MEM % 5 ©Y, 4§12 Kaposi
KEMHEBETIEFH PAREICEZV L HH L7 (Ta-
ble 1)?. @M 7 b ¥ — 5 E 4 H B Tl interferon-
gamma (IFN-y) Z%H L CTWw5. F35 287 5 FAE/RE,
IFN-y ([ZEZ DMK N 72 D HEFE L 57 S e S 7z,
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DPAEHI IR IL L TV 5.
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Table 1 Prevalence of F1 and F35 strains isolated from Kaposi's varicelliform eruption and herpes

simplex of the face

Number of strains isolated from patients

Number of strains isolated from patients with

Genotype . . I . herpes simplex of the face (not including
with Kaposi's varicelliform eruption patients with Kaposi's varicelliform eruption)

F1 7/21 (31.6%) 6/19 (31.6%)

F35 5/21 (23.8%) 1/19 ( 5.3%)

Strains belonging to F35 were isolated more frequently from Kaposi's varicelliform eruption than from

herpes simplex of the face.

Mo 7275, WHEEA S HSVDNA A Sz s 2 5B L
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2. BEBOER ERE

WIREE OBRIREE, FERFEOTF V< F—2I12—HL
TR, BRI E, 2T AL BT
KIEAHBLT 5. WIIBNHBAT A MG Lz 25, AL
B OF W ERIZKE - RHEE 7 £ )V A (varicella-
zoster virus : VZV) FREPUSDH Sz, REEMRIC
FEBE R S EYeAT R LT, KEAITER SN D &gk
SNz KEIHEPHBMLTEY, BEEEns. ¥
HHAMRZBET 5L, KEOHRRICEBEZ AL I EDEL,
PEIE BT o IO NRRE LTHRMT 5 RSN
72, M5, —EBOEEBITIE, T2V UIFEARIEDO RIS
AL, BEoOERICEZETIDINCZ ) VY IFELEET
LEEZLN,

TR ORBE T, REEDIHNTEE O/ B
fa, HAESEAINIC VZV BB b hz? L 2 ATH
ANV RZDOEEIE, BRI T 5 ~8T VRIS
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J5, AIREE TR, SN T —REREDEAE LWz,
T CTWA L 72 VZV DSBS LT, B oMK
Peg B LG INT, B0z 5L, HALARZIETS
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VZV O3, FIKET 7 F ke BAERO R
FHEZ HWICLTWAD, e LTId, VZV RS
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Wi 0043% LHEE SN TS, 63idkd b 0IZ4MEREE
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R1, R2, R5 B2 KAEME D@ % FEEEZ L TR
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HE, TY7u VBB 2K U EOEWE RV, Thb
b, IEWRRERE O VIV BB E T, HEORE
DWPANNVRAEOVEH 2T A VA ZHERL Tnwb 2k
W2 A, WIS, RIEREAMKT L2 VZV BE T, mido
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Number of units N b
Pattern 18-bp 15-bp of :::a i?lrs

units units
A BBABUBADBUBIBADBAUBAHB J1 6 10 12
A BBABBABUBAGBIBUBABABAHB J2 7 12 2
A BBABBABU BIDBABADBAIBAB 13 7 11 2
A BBABUBADBUBIBAUBAHB J4 5 9 6
A BBABDBABU BADBUBUBAUBAHB 15 6 11 2

Group 2]

A BBABUBABUBABABATB J6 6 9 4
A BBABDBABUBADBU BABA AUBAHB J7 7 11 1
A B BABUBABUBABUBABAB 18 6 10 1
A B BABUBABABAUB AB 19 6 8 1

Fig. 1 Comparison of R1 structures in varicella-zoster virus strains.

A: 18 bp; B: 15 bp

The varicella vaccine strain has the J1 pattern.
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PEEIDFR DR TH o7z, —TH, HEHOT I/ BEE#
(481 FH) 12X Y CD46 DRI REIZ %2 5 & D5 D
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fZg#kEIE Y £ W A (molluscum contagiosum virus :
MCV) 1£#5 190 Kbp @ 2 A DNA % #FD> KE 7 £ )L X
TH5b. [pFEMKREREOMEX, 4Thin vitro TO7 A
VAR L T wnizd, 74 VADEEREER Y
ANVAZERIHFECE R VWHTH 5.

7 AN AT O LA O ZE KM &S 5. b
BEREICRATY 5 &, MBI O B ARATER S
N, ORI ANVAKFHIPFAEST L. £, BEEHTE
ML OBTAEITHEIL LT, 74 2 RGN R B
Ehs.

RGP R N B D IR E A 5 MCVDNA il &

R, F—HAENTOY L VADEEERFT L. F72,
{RGMERE B P OB H 28R AL I V7R
7 =V TOE — MUE AT 2REDO W M2 Bat L 7-.
Thbb, BROME)REFEPLTRE LR EOREHFICH S
AR E — MRS D7 4 )V A DNA O % ik 7z
WRIZ, 1) AL IV TR —=NVTOY— MR Z AT
L RYe R ASEE & 7z, 2) BEZETORNELE O |
PSR S 7z, 3) W TIE MCV 254745 L 7224
F 7z F 2 BT 2 RiFREI R SN, 4) 4
R CIEHTNCHIEIE A 2 < T LRI MCV 25375 L
THY, HBROFE2ENT 2 HAREIHLE SNz, 5)H
RIS L2 MCV i3, BEBEHOTLSNS, THD
BRBA T & TEG A SN D REEDE 2 5z,

B rNIVERT A IV X B19 BRRAE

v b2V AERY £V A B19 (human parvovirus B19 : B19)
12, BUR—AS DNA O >R — 7% & & EEE 23nm D
NI A VATHD.

BI9 BRYuiETIX, HV¥ 4+ ¥ Y, rheumatoid factor
(RF), anti-nuclear antibody (ANA), double-stranded DNA
(ds-DNA), SS-A, SSBAREOHTHMAEZBELLT V.
F72, A, HERRA, ) CosERRA, VMGRA, #
RO, HRERARE 25, BHIE OB, HEmEzETeT L,
— 345 & systemic lupus erythematosus (SLE) (Z3H1D

$%. W2, SLE O34T BIY PR MBI % 254
BHY, BWITEE T LR H 5.

B19 OMBBIIEREABETH 545, KA TIIHRE =R
D FITIRBREIRFE MO A DIEFI R, KL G KRB
7% EIRITIG) % 5280 DY B D% .

B19 ®#Zkrix, g @ B19 immunoglobulin M (IgM)
Pk, 7213 BIODNA OBt Td 5. Polymerase
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chain reaction (PCR) %2 & % B19DNA ¥igiZix 1 H#%
il L2al, bhvbhdRet L4807 I ~—
% H 272 loop-mediated isothermal amplification (LAMP)
BT, 1 BT B19DNA #IET X 729 Ak ClRE 21
7R TWABRIZ, 7 A4V AEZWIASTE 2 FMENE: % D,

%I, SHECTITEEZY - 723 RTORMRICE#H 2 0 L LT
TTLEBDIE, INPLEMICREZEDEIADOITRELZHEL
T, B¥HEREVWLET.
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Viral Infection of the Skin
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ABSTRACT: The remarkable development of molecular biology occurred between 1970 and 1980. At
that time, the driving force for molecular biology was virology, as viruses basically consist of nucleic acids.
Innovative pathologic techniques were developed, such as the use of monoclonal antibodies and the enzyme-
labeled antibody method. Using these techniques, we have studied a variety of viral skin diseases. We util-
ized a restriction fragment length polymorphism (RFLP) method to classify the genotype of the herpes sim-
plex virus and found the predominant genotype in Kaposi's varicelliform eruption. RELP-PCR was used to
differentiate the wild strain from the vaccine strain of varicella-zoster virus. Signaling lymphocyte activation
molecule (SLAM) is a receptor of the wild measles virus strain. Although the site of infection of the measles
virus is the follicular epithelium and epidermis, SLAM has not been observed there. Molluscum contagiosum
is a globally recognized childhood disease, and the DNA of this virus was detected in the immediate environ-
ment of children. Erythema infectiosum is a typical clinical feature of parvovirus B19 infection; however,
many adults show the atypical patterns. Therefore, we developed a new viral DNA amplification method
called loop-mediated isothermal amplification (LAMP).

J Med Soc Toho 60 (3): 154-158, 2013

KEYWORDS: herpes simplex, herpes zoster, measles, molluscum contagiosum, human parvovirus
B19 infection
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