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thickness of the mucous layer of small intestines, result-
ing in the inhibition of small intestinal absorption.® In
addition, PGE1 increases blood flow in the stomach and
upregulates the digestion in the stomach. During the
provocation test in our case, serum gliadin levels were
not increased by administering misoprostol. However,
sodium cromoglicate, a mast cell stabilizer commonly
used to treat allergic rhinitis, allergic conjunctivitis, and
asthma, could not affect serum gliadin levels in the
provocation test, and therefore allowed the symptoms to
occur. We consider that the effects of misoprostol on
the alimentary tract are crucial for the prevention of
FDEIA. Our observation indicates that the exacerbating
effect of aspirin in FDEIA comes from the inhibitory
effects of aspirin on PGE1 in the gastrointestinal milieu.
Thus, misoprostol would be a promising prophylactic
drug for FDEIA.
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Cholinergic urticaria (CU) presents with a distinctive
type of whealing: multiple small wheals or erythema
characteristically appearing in association with sweat-
ing (1). Acetylcholine has been suspected to be the
responsible mediator based on the cholinergic nerve
regulation theory of sweating (2). This is supported by
the fact that intradermal injection of cholinergic agents
such as acetylcholine chloride produced satellite wheals,
in some CU patients (1, 3). Recently, Kobayashi et al.
(4) reported two cases of CU with acquired generalised
hypohidrosis who displayed occlusion of the superficial
acrosyringium, and postulated that leakage of sweat into
the dermis leads to their development of wheals. Here
we report a case of CU associated with hypohidrosis that
appears, based on electron microscopic findings, to have
been caused by hyperkeratinisation of the intracpidermal
sweat duct epithelium.

CASE REPORT

A 33-year-old Japanese male firefighter with no history of atopic
dermatitis was referred to our clinic. He had suffered from a
pricking sensation and a rise in body temperature on cold days
for 20 years. He sweated little on his trunk and extremities, even
during exercise in hot environments. His symptoms disappeared
during the summer months. His birth and development had been
normal and he had suffered from no other discases associated
with hypohidrosis. His familial history was unremarkable.
CU was suspected from his repeated episodes of itchy wheals
that appeared whenever his body temperature rose on cold days.
An cxercise provocation test, involving walking up and down
stairs for 10 min, induced the formation of numerous wheals on
his back, as well as a pricking sensation. The wheals disappearcd
one hour later. After increasing the exercise level so that it invol-
ved walking up and down stairs for 15 min at 28°, hypohidrosis
was confirmed on the patient’s back by the iodine-starch method.
Sweating only occurred on the patient’s palms and soles, axillae
and foreneck; skin locations where no whealing was observed.
Intradermal administration of 2 pg ofacetylcholine chloride to his
forearm induced the local formation of satellite wheals. A sweat
test performed using the iodine-starch method further revealed
anhidrosis in this area. During a separate visit, sweat was collected
according to the methods described by Adachi & Aoki (5). After he
had taken a bath, the skin of the patient’s trunk was covered with
wrapping film (Saran Wrap®, Asahi-Kasei, Tokyo, Japan) whose
edges were then sealed with adhesive tape. After he had walked
up and down stairs for 20 min, the film was removed from the
patient’s skin and the sweat that had collected on it was aspirated
using a sterile injection syringe (Nipro, Osaka, Japan). We col-
lected sweat not only from the patient’s trunk, but also the axillae
and foreneck, where sweating occurred normally. Sweat samples
were sterile filtered using a 0.22 pm filter (Advantee, Tokyo, Japan)
and subjected immediately to skin testing. [ntradermal injection
of 0.1 ml of the patient’s sweat to the flexor surface of his forearm
produced a wheal (7 x 6/28 ¥ 30 mm) within 15 min. Histological
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examination of a biopsy specimen obtained from a wheal on his
back, an area affected by hypohidrosis, exhibited upper luminal
occlusion with keratinous materials and lower dilatation in the
intracpidermal sweat ducts (Fig. 1). There was a lymphocytic
infiltration around the sweat ducts in the upper dermis. These
features were not observed in another specimen obtained from an
arca of skin that sweated normally (data not shown).

Ultrastructural examination of a specimen from an aftected area
of skin revealed luminal occlusion of intracpidermal sweat ducts
caused by subcorneal accumulation of keratinous materials (Fig.
2). These keratinous materials were derived from the intracpider-
mal sweat duct epithelium since they were joined to each other
by corneodesmosomes.

DISCUSSION

Our patient displayed occlusion of the upper parts of
intraepidermal sweat ducts. This was not due to the
dropping of segregated cornified cells from the surface
of the epidermis into the lumens of the ducts. Instead,
it seems to have been caused by hyperkeratinisation of
the intracpidermal sweat duct epithelium, as supported
by the observation that the keratinous materials present
were attached to cach other by corncodesmosomes. Our
findings confirm those of a previous report concerning
two CU patients (4), which suggested that occlusion of
the superficial acrosyringium and subsequent leakage
of sweat into the dermis led to the development of
wheals. Rho (6) retrospectively reviewed the medical
records of Korean soldiers with CU who visited his
department between April 2001 and March 2006. The
largest number of patient visits occurred in winter,
peaking in December, and the fewest in summer, with
aminimum in August, suggesting that dry skin is a risk
factor for CU. Our patient also mostly complained of

Fig. 1. Histological analysis of a biopsy sample taken from an area of dorsal
skin affected by hypohidrosis. (a) Luminal occlusion ot an intradermal sweat
duct. (b) Lower dilatation of the same intradermal sweal duct.
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Fig. 2. Ultrastructural evaluation of hypohidrosis-aftected skin. (a) Luminal
occlusion of a sweat duct in the subcorneal region of the epidermis by
keratinous materials. (b) Keratinous materials in this area attached to each
other by corncodesmosomes.

his symptoms during winter, and never in summer. It is
likely that patients with CU have a genetic predisposi-
tion to hyperkeratinisation of the intraepidermal sweat
duct epithelium. Low temperatures and dry conditions
during winter may enhance this process, resulting in
occlusion of the acrosyringium. In summer, high tem-
peratures and humidity may reduce hyperkeratinisation
of the sweat ducts, thus causing urticarial reactions to
cease. Scrine protcase activity in the human stratum
corneum is higher during summer than in winter, which
decreases local protein accumulation (7).

In view of the positive intradermal test with his sweat
sample, we speculate that CU in this case developed
due to leakage of sweat antigen into the surrounding
dermis after occlusion of the intraepidermal sweat ducts,
followed by mast cell activation via binding of surface
IgE molecules to sweat antigen. This idea is supported
by the report by Fukunaga et al. (8) that the majority of
their patients with CU showed immediate hypersensiti-
vity reactions to dermal injection of autologous sweat.
Furthermore, Takahagi et al. (9) reported that sweat
antigen induced the release of histamine from basophils
of patients with CU associated with atopic diathesis.
Interestingly, Hide et al. (10) reported that immediate
skin hypersensitivity against sweat may be a common
feature of atopic diseases regardless of disease severity,
whereas skin tests with autologous sweat were positive
in only 3 of 27 healthy volunteers (11.1%). We consider,
therefore, that the positive skin prick test in the present
case, who had no history of atopic disease, represented
a specific reaction associated with CU.

Wallengren et al. (11) reported that substance P (SP)
and vasoactive intestinal peptide (VIP) could cause
a triple response, comprising local redness, flare and
wheal, resembling urticarial lesions without sweating,
in the tissue fluid of patients with factitious and cold
urticaria. As we did not measure concentrations of SP
and VIP, the possibility remains that these neuropeptides
are involved in the whealing found in our patient.

Acta Derm Venercol 91

Differential diagnosis includes miliaria profunda,
whose pathogenesis involves occlusion of sweat ducts
at the dermo-epidermal junction and intradermal sweat
retention (12, 13).

[t remains controversial whether intradermal injection
of acetylcholine chloride produces wheals in patients
with CU. Commens et al. (3) reported that only 25% of
CU patients produced consistently positive responses
to cholinergic agents in repeated intradermal testing.
Patients with occlusion of the superficial acrosyringium
may give positive test results if the agents used cause
excessive sweating at the injection site, followed by the
leakage of sweat into the surrounding dermis. The oc-
clusion of intracpidermal sweat ducts may well explain
the association of hypohidrosis with CU., However,
the cause of hyperkeratinisation of the sweat duct epi-
thelium requires clarification.
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Fig. 1 : TEN-type eruption induced by an ST combination drug.
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Fig. 2 : Clinical pictures 10 days after ampicillin administration (a, b).
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Fig. 4 : Clinical pictures 3 days after the second provocation test (a, b)
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Viral Infection and Drug Eruption

Hideo ASADA'

* Department of Dermatoiogy, Nara Medical University
840 Shijo-cho, Kashihara, Nara 634-8522, Japan

It is well known that drug eruption can easily develop during viral infection. Recently, human
herpesvirus-6 reactivation has been found in drug-induced hypersensitivity syndrome (DIHS), and
this discovery has led many dermatologists to focus on the effects of viral infection on the onset of
drug eruption. The relationship between viral infection and drug eruption is classified into two
groups. The first group is the type where viral infection precedes drug eruption, for example,
ampicillin eruption with infectious mononucleosis and the drug eruption of patients with human
immunodeficiency virus infection. The other group is the type where viral reactivation is caused by
medicatian, a representative example of which is DIHS, We introduce several hypotheses about the

role of viral infection in the onset of drug eruption.

(J Enviren Dermatol Cutan Allergol, 4 (2): 83-88, 2010)
Key words : viral infection, drug eruption, human herpesvirus, DIHS, GVHD



PR IR \ﬁa)"'l" 34 Clinical Dermatology 2010

BB B T PR AT A N AR

EH FHRY

\
HFAL R AT AN ABRRBHMEOSERTH S 2 Lo, RUEBREFECKDISHE RS T b &,
ﬁ‘#b@ﬁtﬁ&ﬁﬂ)?‘ﬂi, BIEEEIR® CKD QAL Y OBHERME 2 V2T v, &F, RIK
B & D T ROV R A7 A L AEBYERT 51208, Lo DFAICE % JifE X E R Ok A
WL TETW5, 207, CKD BFIHUTHALRA YA LA EENT2BORA b L
<, DEHESIEL <ML, BUSMHE T C TEMORS&EIT 5, Q®H2 > br—ric
i, T b7/ 72 REHL, hOSHTIE T AROEDT H, @F0akSHEGC L DBKET
Wit B, @b, BESEORESROICEMU T, SIS i £ oI i £ e 0 izT 3,
RECHBT HLB8H 5,

CKD, eGFR, Ji~n~=Aw 4 nAE, 77 oUnfigh, NSAIDs

k&mﬁ%:aﬁ&sum*ﬁ):mrmazmn )
(FCHIC

1980 W, 7y 7N, ©F ;t/fu BEOHE

U EdTAHANLLAY A L AFEMNEE L TEL 1. AR T A W REEDORE

%,mﬁ,%ﬁﬁﬁméﬁﬁ@lm%mhﬂﬁb 1) FANVRATAL I AREDOTER

1m. SEE, fERO7 v 7o EANIRIEE R, Blfe, AV RR YA VAR, EHE A

s & DRI E GO - DR S I, TREE(SEA), FRD, AHEEOTXTORBMND

K, HIKEEOBES S LERBICE ST, — D, FEIRCER, EEERAL SIS

¥, WNSHEOELHNRBEOYE Kz AT, B hTws, &FTR, ARELLT 7yrol

O BHAPEREE L POWME LML TE Ty A, NIy ratN, 7y Av7aEno 3

Za. -z vld, BEEREES (chronic kidney dis- 2B D, HMEEE LT, 7yroEnrEEyT

ease - CKD) B B AFANVRA T AL ASE EraEERTHwA (R,

BEDRE & 2 OXRE LIRS, 2) HANRAT AN AEOIERER
ﬂ&%&f«w«x A NAECTHET VI
EaaplizE D, 7o) ﬂ%’é}-ﬁ%nﬁﬂﬂﬁ“é(l
2).

* Treatment with anti-herpesvirus drug for chronic kidney discase patients

*1 Hideo ASADA : ZRIETIERIAFE L RERESE CET - %R FX#d%)  Department of Dermatology. Nara
Medical University, Kashihara, Japan{Director : Prof H ASADA)
(BB CP¢F) B0 555 | ZERIRSTIERREE TR (8 6348522 48R RATHTPYZRAT 840)

0021 4973/10/ ¥ 500/532/ JCOPY Kike 64455 2010 FNPE 141



7io0El
(3R - £00)

ol %
(m35)

o NH2
N NZF
HN | ~> L\ | ‘>
/L§ ) N
HaN -y T/ HOH2C NO
0
TN
OH H HO
H H
OH H
nSLoarn IPLIOOEN
(#20) (R20)
0
N
N N/’I N
ti\ | \> HaN="S~" N 0
H 2
HzN \N T/O Q i O)I\CH
3
H NHz Hsz \n/
0
F1 ARSI RBE
| 7yooen |
L----- A L2 TK )
| 7oooen v |
o= 1= -~ MRA3ER TK
[ 7vooen2uom ||
| 7oooensuom | | FAFsorsoy
- 31U
"7 1ER
A 4
[ ®v1nz2DNARY XS—vEE @)L DNA &ML
. W,

B2 FPioobIOERgF

TyrzobEnig7) v 27 vi vy FEHEYET,
B~V _RAT A NAPKE - WREE VA VR
(varicella zoster virus : VZV)HIEDF 3 ¥ %
+ — ¥ (thymidine kinase : TK)D{fii& i L H )
vEba NS, ErOTK TR YElbsh
W, T, 770NN VZV BEHIAT
RICABE, VALVAETKD@ETLY) i
ftah, TEL7v 70001 R, BE
Mg TK 2k D 2V UEgfe, 3 VEEEAE R
JGskty, TORRTCELTY 703 >

142 5

6455

Wi, AROBETHE74Fv 77 /v >-3
DU EIEHILT YA A ADNARY A5 —¥ %
HET S, S5 9ALVADNAKCTD AN
7y ruben-3Y CEEl, DNA#EHOWEZ2EIE
B, vANAOWMERIET S, —F, SR
METE, YVAVAHEEOTK 2R DT v
zoErol gkl sy, BEHED
DNABHICEREBEA EHES2E5 27, LR
MrERDHEN B,

2010 SEHHIS



3) PIBREE & WNEhE

EO7y270EVDOREE LT, H{LE»SD
WY ASBE L, VZVIIR L T 800mg 2 1 H S
DWWT M%#%O# %’?797m5w@
mtn7/7utwm%%ént.nﬂ/ 7oy
Nk, T ZobEML-23) v E L AT VS
XgPhbOT, Ty 7ol bRINEEN
3~5fE L ¢, B THEPAILT vy 270l
NMCERENTH YA NVAERERIT 5. KA
oy 7oEL],00mg R 1 HIERKRELL
By, 7y7uba8iimgz I Ho5ERES LY
BAETLE, NIV IOUEMREHTRT ¥
oA, 7y 7uergsielt
~ 5T S, BROBSLHRBEERMERO
FsBRIcBWTEs TR EHEENTL
50,

E iz, IELDETHIREBEEE - U TR
Ehik7 7Ly 7oELb, AR, HEoX
vy 7o N EEE e AT LIS a N Ty S
cLThRsh, EEETCORNEIE LR
ATH5,

2. CKD BEIZE T RMANRZRTA N AHK

HEOMES
CKD (18 B I8%) & i3, BhRaEs A0

609G LAT RT3 % 40, HELEEHARR EDORE
[k % i 3 2R RS 3 AL ERfE T 58 T

H5(EL., B3I CERBEBETL TS
L7, GEEIEYCKD»ME L, HETRH
T, CKDHBENLI0FTAEL, ERME S
Wi BRIBICE - TE T B, T, KBRYEY
AL D, CKDALHHIERHMER L VoL
DIMERBOEALGREATFTH S Z B,
iwancCEizA,

RS IHERCEEL{ER I T B~V
RAIANREE(FT 700, STy 70,
7y Ay zarn)ii, BHiEOER O,
BHEETOH BB CRET 2 &£, BEEAK
o~ Cmax (@ mdr ) omm, t1/2(4 8
MoOERES &L, BHREEL EOMATEE
RERZILPIT NI EMAHOATWS, 770
EAT & ARREER T [7 > 7 0 L RE

HiE 64%L

1 CKD sl & BEAD GFR R

CKD Mz
FROW @ anFiun, 412
é’v‘a‘L v A IRTE,
1) GRS 4T A T GBRERILH,
s Hs, AR RA L) OfFE
(2} HERAREGMGHCFR) 25 60 mb/ 43 /1. 73 m® 5K
GFR #H
eGFR(MI/9/1.73 m?) =194 X Crmtom X Age-0287
(Lt =0.739)

(Ll:?lu' ﬂt,t-;- fﬁ D‘ =y 1 /l"'i&’)< CKD g4 A ¥

TWAHs 3 AR ERE

T {5 PR

YRS AL, B - IR - 85EL - 08 2 A 20—
A EREL, BELZESICEEmMPIICESD
ZE bbb, FORECE, Tyrzotrof(#
FEYC & % 9-carboxy methoxy methyl guanine
(CMMG)#5, MG L TwaEHELZONTWLSLY,
Bz, BIRE I BL bR R 7 A N ATER
iz L AFEOMEY LIELIE A SR, g
T4 ESEN T3~V A T A L AERITEA
Emﬁén&wctm6mﬁ§uﬁr?%t*n
Twva9, DL, 7327 oL omiEc
BEFEDYE & AL T T, m¢,mw%¢®;wﬁ
MEOE R DI, PRIEC DV T bR
HOWMEMEML TE TS,

Fhr, AR AT AN AESEEE LML
T CKD QAMEMELEFISERITI L b HH™,
Ty uELl kBB, RAETTY U
A OESHHRTH T 5 2 b & A RIEREE L
MekzonTnds, 851, HHREEOEE
Davho—nicid, FEATOA FERRESRE
(nonsteroidal antiinfammatory drugs:
NSAIDs) 5t 3 Z M % 1w, NSAIDs &
ot A 4 AR E OPFRIIC K D BREED )
A7 RHASELAEEBERHE R TH L (E]
G HZ PFges (B o A i~ A 7 A4
N APRETFES) ), 2009 ).

B - S

HARBEDENRERE L T, KBEvYANINEH%E
MR 3 2k, JEERE, YRA, B
e K OESPHEE T 5 2 &, HREEEA
BEA K DRFRE R VIS TR I R EEE

2010 I 143



g2 ILPFoUoNPIR(CMIELT
N"SLonvIRBnER
WHATAT 2007 £ 1 HET)

Ce: (ml/min) : /7 > 7 o A 54t

230:1@1,000mg #1830
15~30 . 1@ 1,000mg # 1 F 2 9]
<15 1M 1,000mg 21 H 10

MBLEHEE 1@ 1,000mg 2 18 1
(OMFLEST B S 485)

4
CIT#: (2007 £ 2 A BARE)

Cu.-(ml/min) Nz n Ell’&%‘-hi

250 118] 1,000 mg % 8 KEHfE
30~49 1A 1,000 mg % 12 K588
10~29 : 1 [ 1,000 mg % 24 RERIEE

<10:1[E 300 mg % 24 Wil

WSS BE ¢ 18 250~500 mg % 24 BEAHE
(IOEEEHT B B i )

Wehsbd, EEOBETIR, FTFERYALVAD
EENHT 2 EBROLBERTHHOT, TE
L2 B, +aEomAL AT L VAR
HRET L LBEEOTLERS, FO—F
T, CKD@EHFIZD>WwTix, £l L 2 Hi~
NRAGANAEIZ L ZEEANEEHLLT WL
W, TOPHICL+HCHET HLENDH 5,

ABBODER
1. BHEEZIEL (FHEL T, i~V X7A
WAEDOIES &% RN

¥ TBEEOBE, ENETOEREEBZICT
MRT 5 E L b2, HEEOBS B
T2FPHTHIEEBHEETHS, BEMEBTHEE
b 3L, TESRVIMFE I vTF =8
#PEL, M2 v7F= Atk E, O3
DOT— 5 56 BEEEFESPHER T 5 R BkER
e (GFR) AR (R 1) i2 X b #ERBRE AR
(eGFR) #EHL T, BHAE*FM+ 5. B
FERTAM OO £ b R e IRl 2 v 7 F = Al T
HBH, TOMIZREHIEL, GFR H 30 ml/5%
CHBERETT23TREENASAEY, 0
BEhDIEE LT, ZVvFPFor 72V T IR
& 545, Cockcroft-Gault Rz EDHFHD 7 v 7
F=r7 V77 ABMBENTHEHELAELD &,

144 BER 64% 5%

HEANDOBEK T — 2 eIV TEDH &hiz GFR
HEEICLDEHLEDIZS H, AFAORE
e & DIEMICRIRT B L &8T5,
PFANVRAT A N ABEDREITEL T, Bl
MEERCBEE L FOFWER BB L T, B
ETCG L TRER2BR T Lo b, &
BMOMBIZ LTI, Z2v7Frv Y75 0R
KT OLLERO BEBHFMA BRI Ty
50T, ThiZ->-THE BAEXFAGHT 5.
2007 2 AT, NF 70 EANOFRTXEN
ET&h, WHREMEBECBUS | HELSE
HICHBEINI(R., ME7VvT7 F= U ENT
CZ3bh s TERBESTHOBETYL, SihE
WIITHE RS T 508X H D, FiIC 70U L
DEBETHE, BEEITEED0%UTEEZ,
ERIOBMBIREXFT T 5 L L i, R ZiE
T3 03k B EigE T 5,

2. NSAIDs & OfFRIC & 2 BESICES
WIEE OBRIETE, EHOaY bo—
NSAIDs #ffH 3 2 Z £ 25% w8, AL~ 2R
AN AEE NSAIDs EDftHIC L D, i~v
NA T AN AFEOFRGRELE D BEED Y X
7 KSR LAEENRENRTVS, B
CKD v mind  BURELEH T 288101,
R E2EOBWT v b7 3 /7 2 YO
HiRantns,

3. F+HBILKFHIEIC & DBRAKTES
Tyruaeamc kaBRERE, REETT Y7
O ENSRERMET A 2 LIk ARIIEEEMNFERA
EFZONTWS, IRETFHTELDI, fin
WA 7 A N R FEO GV 5 KRG D
HETHDL, GEFERZEDNA Y A7 BE, EH
PFRDH SHE T, TR 74V A#E
i 1 H 1L~ 2 BEOHKKERERT 5. BE
CRFERRIICHELTH S W, ZERPERE Y
ORESENL, EbCEREHE2Z2LTLS
2.

4, BfE, BEBEORLEEZFEOHICEML TEP

#Lﬁﬂ

Ty 7o VREEE, BE - R SEEL - O
HeiAd7o0—XA - Bl Ek4 LERETET
295, BEOPIHICIE o bEltd, Bl

2010 HEHGTSS



] EBERARRBENR T I EHEL, TO
EA LT b, MEESED Z EMRUITH
5. k77, BESACHEIAEMHLLBETC LM
FEREIDLENH D, HANVRATANATECL
BIE BN ~EERE LT, VZVIC L B4
% - Bl H3d AV, ERISEEL  AEAE

FOEMENEEE RS, £, FiINVRATVA N
AFEID L B ANBREE OVWTE, FIZRCHE
BT 20883 b 5.

BefE O BB HE LS, I
RAYANABERPIET S, HHBREOPRAR
A BEEE, BTt ZEL, TATY
Az e & 5 TH S IMBEN % fTy
5 ANBTRE22RILERCE> TV IES
D, BENREOBEE, BRRMEENPSLEL &
5.

Hbhic

SRS ORBEINE & & L KA S
R, G EBETLTLIFHIIBVL T, %
S IBEROEBMBTEEIAS, —T5, CKD

B E ML TED, RFTRV:EP 1,100
FIACELTwS, B 0N EOEBRE TR
HFPREHM CKD THB L wbhTws, Lizho
T, HEZHC B LT CKD BFICREL HR
BEALLBENSHREITETHML TR LD
EFME N, bibhEMBEEIhETIHULE
W, LD IE L OLEIjIz T AR A T A
NAEOBEFEHCHET 2 LESNHLLHFLS
ha,

X &

Beutner KR : Antiviral Res 28 : 281, 1995

Y Go AS, et al: N Engl J Med 351 : 1296, 2004

) Helldén A, et al: Nephrol Dial Transplant 18:
1135, 2003

§) TTAMRER, i KIRESTITR S REE 220 153, 2004

5) NiAtEd, fh o AASESREESHESE 40 0 429, 2007

6) FEIFaL fi: BT EE 61 372, 2007

7) AR —, flb - BRTEIOBEER 42 1 2085, 2000

8) Aol f o RATEIOEI 44 1597, 2002
9) Bridgen D, et al: ] Infect 6: 3, 1983

10y ZF¥EE, ffh © BB 43 70, 2003

11) Sipisan, b BOEIOBIK 47 0 1357, 2005

[ECI Sl ]
St

~—

Bl 644855

2010 SERIFIF s



@ -
TAIDS (& PF L= ERREEEICMFAZBBEELIZDHLE 1 F)

A case of toxic epidermal necrolysis in AIDS treated with plasmapheresis
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