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Case of bullous pemphigoid associated with teneligliptin
accompanied by severe mucous membrane involvement

Dear Editor,

Cases of bullous pemphigoid (BP) associated with dipeptidyl
peptidase (DPP)-4 inhibitors have been reported.’ Here, we
describe a case of BP with severe mucous membrane
involvement, which was difficult to be discriminated from
mucous membrane pemphigoid (MMP) associated with a
DPP-4 inhibitor.

A 73-year-old Japanese woman with type 2 diabetes melli-
tus (DM) developed blistering lesions both on the oral and pha-
ryngeal mucosae and on the trunk (Fig. 1a,b). The patient had
taken teneligliptin for 11 months for her DM. Histopathological
examination of a blister on the shoulder showed it to be a
subepidermal blister (Fig. 1c). Direct immunofluorescence (IF)
revealed a linear deposition of immunoglobulin (Ig)G and C3 at
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Figure 1. Clinical manifestation and histopathology of the case. (a) Oral erosion. (b) Blistering erythema on the patient’s shoulder.
(c) Histopathology of the skin lesion on the shoulder, showing a subepidermal blister (hematoxylin—eosin, original magnification
x200). (d) Direct immunofluorescence showing immunoglobulin (Ig)G deposition at the epidermal basement membrane zone (x200).
(e) Indirect immunofluorescence of 1 mol/L sodium chloride-split skin section, showing IgG reactivity with epidermal side (x200). (f)
Results of the immunoblot analyses using normal human epidermal extract (Epidermal), recombinant protein (RP) of BP180 NC16a
domain (BP180 NC16a), RP of BP180 C-terminal domain (BP180 C-terminal) and concentrated culture supernatant of HaCaT cells
(HaCaT). IgG antibodies of this patient reacted with the intact 180-kDa BP180 (lane 4 in the Epidermal panel), the BP180 C-terminal
domain (lane 3 in the BP180 C-terminal panel), and the 120-kDa LAD-1 (lane 3 in the HaCaT panel), but not with the BP180 NC16a
domain (lane 3 in the BP180 NC16a panel). BP, bullous pemphigoid; LAD-1, leukocyte adhesion deficiency-1; MMP, mucous mem-
brane pemphigoid; PNP, paraneoplastic pemphigus; PV, pemphigus vulgaris.
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the basement membrane zone (Fig. 1d). Indirect IF using
1 mol/L sodium chloride-split skin sections revealed IgG anti-
bodies reactive to the epidermal side of the split (Fig. 1e).
Enzyme-linked immunosorbent assay (ELISA) for both IgG anti-
bodies against the BP180 NC16a domain and BP230 yielded
negative results, but an antibody against full-length BP180 was
strongly positive (ELISA index, 163.3; cut-off, <4.64).2 Immuno-
blot analysis showed positive IgG reactivity with intact BP180
in the normal human epidermal extract, with a recombinant
protein of BP180 C-terminal domains, and with the 120-kDa
leukocyte adhesion deficiency-1 (LAD-1), a C-terminal ectodo-
main of BP180 in the concentrated culture supernatant of
HaCaT cells (Fig. 1f). Teneligliptin was discontinued, and
30 mg/day oral prednisolone (0.5 mg/kg per day) was started.
Subsequently, the patient underwent three cycles of plasma
exchange. The mucocutaneous lesions rapidly improved, along
with a decline in full-length BP180 ELISA values (index, 6.27).
The steroid dose was tapered without any recurrences.

Although teneligliptin is a DPP-4 inhibitor, no BP cases
associated with this drug have been reported. We considered
that this case was induced by teneligliptin for the following two
reasons. First, the mucocutaneous lesions rapidly improved
after teneligliptin withdrawal, concomitant with a reduction in
the IgG index against full-length BP180. Second, IgG antibod-
ies reacted with LAD-1, which we previously reported to be
frequently observed in DPP-4 inhibitor-induced BP.2 In addi-
tion, full-length BP180 without NC16a BP cases are strongly
associated with DPP-4 inhibitors.?

This case was difficult to be discriminated between BP
and MMP. The case had severe oral mucosal and pharyngeal
lesions. Furthermore, positive IgG reactivity with BP180
C-terminal domains may indicate the diagnosis of MMP.2
However, because mucosal lesions are observed in some
BP patients, and because our patient had erythema and
erosions on the skin with the BP disease area indices of 10,
8 and 27 for skin erosions/blisters, urticaria/erythema and
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mucosal erosions/blisters, respectively before treatment,
we eventually diagnosed this case as BP rather than MMP.
The low incidence of MMP may be the reason for the lack
of reported DPP-4 inhibitor-related MMP cases, despite
the high frequency of BP cases reported. The direct effect
of DPP-4 inhibitors on development of autoantibodies to
BP180 has not been elucidated. In view of the wide use of
DPP-4 inhibitors, further studies are needed to determine the
pathomechanisms.
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(a)

Fig. 1 : Clinical findings.

(b)

Itchy erythema was noted on the patient’s face, neck, and dorsal

aspects of both hands.
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Fig. 2 : Sensitivity to UVA developed after consump-
tion of sitafloxacin
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Fig. 3 : Chemical structure of sitafloxacin
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A Case of Photosensitive Drug Eruption Induced by Sitafloxacin

Maki SATOY, Yasushi OTOTAKE", Eri MORISHITA", Masumi KOHNO",
Kazuko NAKAMURAY, Michiko ATHARA?, Takeshi KAMBARAY

Y Department of Dermatology, Yokohama City University Medical Center
4-57 Urafune-cho, Yokohama-shi, Kanagawa-ken 232-0024, Japan
2 Departments of Dermatology, Yokohama City University Hospital

A 79-year-old man was treated with ethambutol and clarithromycin for non-tuberculous
mycobacteriosis and later started taking sitafloxacin because of, exacerbation of his respiratory
condition. One month later, he developed erythema on the/face; neck and dorsal aspects of both
hands the day after working in strong sunlight. Sitafloxacin showed a positive reaction in a
photo-drug test with UVA irg%adiation-dose of less than 1.5 J/cm® A diagnosis of photosensitive
drug eruption induced by sitafloxacin was made. -

: (BARBEERIET LIV F—2R5HE 1 (2) @ 124-128, 2018)
Key words :sitafloxacin, photosensitive drug eruption, photo-drug test
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CRERBLRRBOESSNGDVE@EHZ#STHIREDLE
BREHHOIND

3. EEERELTENCEER SBNICEBERBE M
5. ORRDOERBCIREAREDICSH, B2DREICIEREEZH#S.

4, RIBRESHICRRDRAUEZEILEZRHD. TR ULICH
BTRERDZBIUERIKEZZI DN, BEDRETEHIELE
200 1R T 10 B LOZRREMB (R) XEERITDIEN
BxL0

BIFfRZtHNERBNDLE, FBRREIBEBDRTET//I-IED
ZTEN £E92. 2RBEUFI THSNICHETD

<BE>

1) BIV1TDHER

- SJSERE! (TEN with spotsd&dUNETEN with macules)

- O'FAMELBBERR (TEN without spots, TEN on large
erythema)

BHE ZRUCATEBHOERT DHHE

2) UFAMLIBICIBEDIBS, BBEDEMICLD, £B
PRIRDRRBIRIARBIEN 10%(ELEDDI-EDERRRIE
EE)

SODUEITREEMRICHENTAREEZZEMN LI,
Fiz. SIS/TEN T —/N=SwIDeHHz=En L.
(SZER 1 &0)
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PiSE EMTPLUILF—ZH< DT
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YRS MR8 12 00 R 56303 22 wazmmw&%Afg
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K2 B LBIANCIRE &0 FEMNSECRL, Wi ENHTER
PSR DBV 2L 238D 5 2 & b i H
ML 7o TENICDWT I, WEKRDBWi BT
ERIE - B AN 'éée);uﬁlJ.f.,lﬁlmﬁi (k1% i
AL %
) 710 ~30%Dk }{T, SIS/TEN # — sy —
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IODEICEHLTOR VI EE L, DHHD
JEHET X i pid TEN (CUE &b,

MEEHRENC DOV TR EPES 1 7 ) >Rt
(IVIG) L & INUKE A SO0 15 A3 T 7 12 PR B ) &
NIz EDHBRMARUGTH A S i, BR, ik,
D IRITHELE DV T & & Y BRI A F4E A%l
SNl IVIGIWR e MeyE s a7 ) > 400
mg/kg/ H % 5 HIIMsitk 9 %, FTAABE
e G8% 70D B MBI A A BB,

100 B2 S 4508 1 T U S AR NUIE 8 48 (PE) A3ty
bhd, M2~4, L EIGHETHITY %,
W, 2 WA TR AR ABNB A, sl
o7 b OB Ay THRVLBFEILML
THIF2MEMTT T2 & bH b, PE DY
A AT R R GRE D ) A 2 % LS W RS I
ARSI N Do A7 — T IWVHIALR A S DHIF K
P T B, T — T LD IR YL £ 2 0
PFrohBUICH DL, AT a4 KSRk
EUFNT 2 PniZ 0 hs, G OUFIIHTR S & IS
T5, SAHICMIIDNIECHILIE R LT B,
SIS/TENIHRED 7L T Y A LT & L KEAS 5 i

EM (erythema multiforme)
PE Ciidl L4 28 45)

non-HIV IRIS (non-HIV immune reconstitution inflammatory syndrome :

Treg GRITEYE T #ik)

30 (622) FLILE— -
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IVIG (
irAE (immune related adverse event

WERBICHMD T ATV B A, i 4 L
W2& 2T IVIG 2 e fi LT A & Ry 2 i
frLTyH L,

I. SEEZORE, EELICEADD
REFHNER

1. SJS/TEN

WA, SEF 2w 2R A > ML 34 & P
H, I TEENEEDR 2 ISP FE & A, SeREBRRRIC K
ERWHELLLTEIOCE > T &, IS
Frv R4 MIEERSETCET 9512
CREIAETH BN, FhZ SIS/TEN DFEIE S il
HENRTVE? ", WEF v 2R, > ALK
FIAE Pt A <, DL Toflo dEmn it
e Z 2 DANBIN S B, SuPEIR AT T2 G
(immune related adverse event ! irAE) ® 1 D
ELT, HHEHERAL, ZOBRICEDRIENET
ARIEZE 50 1 BUBE I i A0 & D 11 L Se P90 B0 A e 76 5
ML HD " WEFy ZHRA
&% =D irAE (& 5098 HtiE o S A M BLC k-
THENiA A A{EL T ol (B8, By %

BT B gk E D WI{E L (unmasking)
<‘:% Z, HIV B Gt 3 L % 1L 590 fi
It (non-F1IVimmune reconstitution inflam-
mator ysyndrome : non-HIV IRIS) & &fitd 3
JEMNTE D, IBRRHRE L RPENRICRT 2
R 27 1 4 R 350 S g il 58 o0 b bk v g
% SIS/TEN o bl s b,

2704 REOVARLERITD &, 48 KM%
CIRBE T AN (Treg3siimL, 6 MINEIC XA
BT I el anTE®, T5L1

I~ BHLE 38 2
i

Ao S

s a7 ) 2 Kt
BRI DABUIE PR 1 )
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Treg DLW EAESIE SR DT E LTHE L
TOLLEEAHERE R E, DR~EEHCBL
T, ¥4 277 AP & B THEY DI
GRLICSIS 23ET 22 LhHY, v127 5
AT YIS Treg D BETEIL R A3 BHIA 1 &
LTEALNBET,

2. DIHS

DIHS D#ifle % $EIFHNC NI 972 &, Bk

DIFEBLY 2 2k & BN A IR e e J0) AR o> A A7) 0]
T IUEBBIIC K& BB RD A NE, ThD
%&ﬂML@,kMMngwwme [[IRGRLR
a7 ) AT, HERESED AR Y > 3EK
H k% (DLST) DEEYE(L A & e P pINEPIRRE A 7R
I3, JAUSHL TP, Treg @
B BEREDIRR, MiwiseyE s a7 ) i,
WEREHC R 2 DLST o BN b7z 2 Bl
2 & s RNRNIRE D 5 DM ATRD 545 %,

O LIS RE DL T HIV IS 5
anti-retroviral therapy (ART) 2/ 9% IRIS
SRS %, d892, DIHS (CH\ T & S il He
BOWIBHUIPE, A A AT T A4 AREGER
2= AF AN R % EDWHEAL, FRE DN
PRI BL, 1 REBE b g X0 AR I 72 2 & 11 L Sie e
MDFERMDBMEEI AT B,

M. SIS/TEN IZ&HTDRKEHMA (R) JED
HFB2ER & AARARDMRE

SJS/TEN O D # I )L IL A L4 11 AL &
BLEZBND, WK, KW & 2 LN
TRN—=—AEHEZBLNTE, Fask ZD) A
> RTdH 2 FasL »3Z)LANNC B & A, ZDHI
BHEMCEOVTRIN= 22T EnH, JE
WIS A P O EYE FasL 3 B 320D 8 7

DLST CEARAFMY >/ BRI i 55%)
FPR (formyl peptide receptor)

TLF— - RE
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DIGGEE EZ BT WO AT LU NIVEH
THRVDIHS REDFIETY LTI &5
POBFFIECZ LD &M o T &K, SIS/
TEN (L4400 AHT A & K% 28 U 7o i % BB
KD IEH LB M 2 2 & ZBHI NasEA 5353
2600, M NHARDZLEEMITMZ T AN
BAZEL RV, SO Ehs, BHEHKD Eifh
AN AE 2 N 2 i IAI-J"iJ {HET % h3,
DRI & ] 5 D> DIEZIEAHET B 2 &
NS A ARCY i

WrWMBIC L 2MBETEATRN—> AL 22
o—> 201 BR{ELTHALNEAZO—Y
ZDWHEZR I 2 AN D % < & formyl peptide
receptor(FPR) | £ ZDV # > RTH % annexin
Al @ interaction (& 2 XV FNTHEREI NS
2207 M= ATHZ PRSI hL"S ML
DAAT—REWHRZE, 2707 =2 ATR
LEHMEDORIPI, RIP3 IS 2 LTH | NU3EAH
1:9°%, RIPI 2559 % necrostatin-1 % Il 2
5 & N F 2 2 EMHER I ATV B,
SIS/TEN BH D LifiZMA 2 &, MEDHTHK
BRI FPRI A3EEEE A, Ml NUsEAUEZ © %3
VDI EDEBRINICHED D STV %, FPRI B
dEAYSIS/TEN (S35 2 EKEMINLYE 2 41kl 32 =
EWMPETFAVTEVGEEATEY, ltodh
WHIL FPRI D A2 ) —= > 7%, IUfED
FPRI HLHHE DMK E TV 3

NV, 7=/ 0 DH

A - FIHEEEE
TSR DT & S I IS 2 3845 T % 5
MU, 162 ANCBES T 2 3 % USRI, Y
A2 &NMT 27 7—"a% ) 22 AEHIEA

ART (anti-retroviral therapy)
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PEE ENTLILF-EHI ST

TV, ZDHiiiil R >27=DIX 2002 IED TN H
EILiS & B EEAM A HLA-B*57:01 (HLA :
L M NLERYTE) (CIHMS 2 L DG ThH 72",
Zotk, FloEY e RS sEBLCNiT 3
HLA 7 LR 2 3o HLA 7 L LM
PERRIBICE O RES A S T &N D, HIAANC
BB BEYEE A ANZ RIS 2 08D
b5,

B FBE, HANTEE S ZEBHREKT
(¥ SIS/TEN i 44 N4EC HLA-B*15:02 A3
Wb B, BEIEZ 100%, THIE 97%, A v AlL
2,504 & ERMEMYETH o F2h8"Y, HAANC
BiF2% HLA-B*15:02 O— i 3% 0. 1 %A%
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HAS AN TIX HLA-A*31:01 234w AL 9.5 & #
MEEFTLBVDS, AAUNTEE L B35 L
DWHYEH R D S HLA-A*31:01 4 1
HICHNNATEE NGRS T2 L
W&, ANNRTEBE IS X B EZEDIIE R
FEEZ I EMNTEZNITDOTOR I ENfTEH
MfTERTEY ., WY TR TEBIEA LT &
2LDTETHY, EMTHIRIRIND,

ek & W E DY LB L &G
LTINTTUHURELTARENBZEE LD TY
%, ThibH HLA BAVEC &0 TN Z KX
KiE D HLA L& LU TF K D& % ik
T&%, ¥ EDHINARTF R 247137 % HLA
EZFh B ik 2 THSZE A O AF bRk
F-oTWwb,HLAclass 1, T4 b5 HLA-A, B,
Cliikiz CO8" THINCPERT % 72, CD8”
THNEAT: B4 effector & A % WAEHIE T,
D HLA class | #8473 2 Ad ¥ 3l
FBUYEHE R L LTI LB TE S,
HLA (2 | i ERHTAD
MHC (1 S AR S 7 s G 4
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CZAUZHL Pichler 5 ' AH¢IE 3% pharma-
cological interaction (p-i) concept Tl&, %1
U B ARG o> MHC (32 BERL i & 5 {5 7
BEk) LETHaRZERE OB OMROIEILARE
CEOELET S BOD’CA*D D, }'}Uh'}":?ra'lllllﬂtz
LY A Z AT processing B Ly, #yY
ETHNEZEFERE DBRPEC L0 THIEAEYEL
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=77, ing &' 737 OV s 80T,
FFED HLA 7 L)L RS Hi & & B 3EFI AR
WICHB (Rrw b)) kg irdl ey
MHC 23878 § 2 IR 7 F K D #f i FH A A 2L
L, THIMASEVELT 2 2 & 2815 L7 (altered
peptide repertoire model) o 2013 4 o1 [ (2
¥ Tdapsone(4,4-diami nodphenyl sulfone)
i A A HLA-B*13:01 (g 3% 2 & A3l iy
SR LS TLIDT LA ERAT S dap-
sone (2 & % DIHS iE# &8 L 72,

¥ 5%, dapsone i#IEE (14 2 HLA-
B*13:01 &ML A HLA-B*13:02 D {Afit
MERILET 2L, ZRZ2hDT7 L L e dap-
sone & DG E & ERINSILIEL 72 °"s Z Dl
B WEDO7 IR DE I 3T DAT
Ho PRI EIAICH Y, =Kol T LL
9% & HLA-B*13:0l T F-R7y bV
HLA-B*13:02 (@& WVEOY TR v b HHEE
3% %, HLA-B*13:0l TR Z D% TR v |
IZ dapsone DYV AFHEA T IZD LIE E VLA
THOHE 12 JERT 2 DKL ( ) Sk
HLA-B*13:02 Tlk¥ 7R v b a Ll #a N
A (B2, R3) ™. ZDEEWHIEIKMN
% dapsone R DIEZPEDE O ICHID S
DEMEEND,

p-i (pharmacologicalinteraction)
NIH A RS 712 00F 00T
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HLA-B*13 : 01

iy . Trp147
7N 81 HLA-B"13:01 D 3D EFILE

dapsone YRS & DR
HIRT Y MC dapsone DITIRESH
TOFNERFFEVAANTRUVESNZRB
gd.

(@K 20 LV EHB =B TR

&3 HLA-B*13: 02 BELU HLA-B*13 : 01 & DDS DIESBHAMEDLLE

T AG * IAYAYCR
HLA-B%13:02 —58.725 @)
HLA-B*13:01 —63.719 —9.994

* DNDOBEBERFIEMNEBERZENRT DBOBBEIRILF—Z. EMEVE
ERESMAENBL) (81 : kcal/mol)
MM-GBSA & (—REt8) ZAL\IcBEBBIRILF — (A Ga) FHD.
DOS : Drug Delivery System
(2@t 20 &£0)

HLA-B*13: 02 i

rfl A:"

\ ~ ’i\d Asn1 1

|

4

26 X} /

B2 HLA-B*13:02D3DEFILE
dapsone IS DEFk
TIRT Y bHE<, dapsone DILR
BE(FAESNHGE0.
(327K 20 K NEEBEZETEHH)
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Treg DEAHEFZ—ELTE LT, HEEEIS

BRI R

—ROO=E - 3+

BT TregBENE TS LE, o
S TECRERBEEELAE LTH ARG
H)EHA,
Treg RIGIZHE L/-BPOEFIHRE L H D °,
BT TregORREETOREIIL Y,
BP180 % EOPUFUI RIS T 5 Teff ORI Z 4t
L THIERRYBHRELHFLEL, AoiifEs
RETHLDEEZLNTVET,
(iR
1) &t8 A, #h: BEEEE. 2011;121(12):2467-82.
2) Shiohara T, et al:Allergol Int. 2010;59(4):
333-43.
3) 18[FEHEEK Geriat Med. 2012;50(7):801-5,
4) Atzmony L, et al:J Am Acad Dermatol. 2017;
77{(4}:691-9.
5) Takeuchi Y, et al:Int Immunol. 2016;28(8):

401-9.
6) Taki R, et al:J Dermatol Sci. 2007;47(1):104.

(E&H]

RAREE EREEEREET ARSI

EﬁbTﬁLbHéNTpmﬁNHﬁ
DRI ?

e EEET L, By ORI L IEHE
FRERL, BRERPHEFRLEOREMIC
HET 5]

BHEOTFEICH Y 3BENafRNTF K
ctlﬁﬁ%N%757x>bmﬁwmemg
ment of pro-B-type natriuretic peptide : NT-pro
BNP) [ElZ €N L S ICHEThIELVWDTL &9
o (RERRT K)

BHI Na R~ 7 F FRIBRMEN G 7 7 7 A
% v I (NT-proBNP) i, LHE~OEERI
BT s g 725, FOUTIREE LB 0
L BT BT BIROEL GERBIE) SIaHEL
goHECAELHOLENRTVWES,
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Key Words : SGLT2 inhibitors, cutaneous adverse reaction, drug rash, sweating, dry skin

i U &I

SGLT-2 [HESE (X O R 1281 5 D
@WW%M%T%;t;ID,RWhﬂ%&%%
PEH &€ 5 &) S OMEREFE = A3 5 Wi
(Y 2 R IR IR BRI TH B V. 20144E4 HITA T
gryV7RYrERONICAT I IRy, ¥
RN IT Y, Epadf) prusie, edd
youygy, MR 7Y yBELEEN, A
TN 7Y EFBBIIERKTIHILAEARDL
NidpolzEH OREFIEEERFLEHE SN
722, ZOWIZEAEREE THH Stevens-Johnson
REMEREDRIERA & TOMENEIN -2 b,
A 478 A 29 H 2 H A R 9% %% < SGLT2 [H 3¢
OWIEHEHICET2RES LV IEEBICTAE
B % il 2 72 recommendation S ETRE 2358 5
SNy, L LEDHRDOEE I#XA—IL
A HRFETIE, 2016 4F % TIZ SGLT2 fHEHE 12
Stevens-Johnson fEMERE & F5 T & va“fﬁlﬂitcbi
EDRBETHoIZY,

(395 | LI, &FF%5 LD ERICEREN
AN EEEIEEONMED OB WL
BEEAERC L Y BB SN M RIEWRE & &
FENAHY, FAKTId cutaneous adverse reac-
tion(EMAEHR) L KB SNDL I L F W,
TULVEF—BFICLA8B LIET L IVF—#F
W& HFIZITRA SNDHA, DOAE TILFEE T3k
FOIE, BB IEMEE L ERBSNLZLDE
vy,

%ﬁa%@ﬂkh wf%%btw.

EEEEERDEFIFLE

SGLT2 HEHIZL 2 K EEERDOFEILN
NRBEAE 120 B, B 2EBLDAIZE . 7LV
F—FE L BHEEDIR1~2:8H LA S
THIENSGVWILPOEZLL, TNODOFE
BREITULAMTF B rlE L ks, —7,
WHRBAZE 1 HR 3 H THEL TWAEMD % {,
INBIIT LF—BAEDO R I ER S E 5
Zen, IETLAF—HEFEEDEL. HEY
(% 2016 EME T SGLT2 fAEHIC X 2 HEHFRD
el FE RS Lok S, TLVF—#FEo
SIS T BB TH Y, BEREREREESE O 1]
DH, BREREZ X 1F]D edhol LTWA,

SGLT2 FAESEIZ & 2 M EE DS DT, 2014
EDHFEN GBI R, DHE DR T K X
Mz BEEBETHIN L7, Bkt Log vty
RG2S 108, SIS 2 AR ORIEDNS
Motz ZOREITESICED) FHTHo7
&, BEIIRBENS P/ L, BREER
THEETREIIBIT 5 BN 2 Ko Hiie w0 R
DR CThdr o722 L4 ED B FADMRAE S R,
& i B SE BN S oW et AR S h
7o, BEOWEHFS) 7Y oHREG6 BET
WMIEOBRB I REEE U EN 2 FBLAD.,
L, 201548 BARE o R L A 3 B ok
SRS 7 & BAREY 2 AR AR Sz 720,

* Skin lesions caused by SGLT2 inhibitors.
#% Hirohiko SUEKI, M.D. & Tasuku MIWA, M.D.:

WA FI B R 0 He W R (9142-8666 HUTLHR IR i D&

1-5-8] ; Department of Dermatology, Showa University School of Medicine, Tokyo 142-8666, JAPAN -
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PUSHIL - BIEEHS - FCPIRY G547 % 453 %

HEOIBE B
(BT XD 51H)

F3 TRICZRT S ZEMEIM
—REEIR T BT 5.

2 R B DUFE VL RNR NI L7z

65,8 LA _L- D HiE R L 8,505 A (T3 4E i 72.3
B)ERMRE LA TSI 7)) 7ad TR
A RS TR O F EH5133.25%
(WE BRI 2.88%), kDG ETHOMEZ) 71
2 O AN AR Y T 2.39% (R BRI
151%) Th o7z, WFhd TS OFEBE I
IO PEFR GG & il 45 LMD R .
175 7)) 71T 3R S i SGLT2 FH
EFIIREHEFEFROFEERNIRRLH .
ZOMBEIHLLTIZRVDS, Ty hOEENS
475 7)) 70T AN LI U R R
HEVWEOTELRVNEDEZ b H 5.

92

F2 FKHNADIELZ
(HR™ L D FH)

F4 _EROFEMATH
(FPEAER R RGIEAE & D JR4I)

SGLT-2 BAFHE(IC & 2 FEEE DiRkE

BRERE LTE L ALNLDIZERE KD
AT LSS (F1, 2) & SRR DR
JEMEATRE (B3, 4) ThabH. FBFHITBRRTETS
ZEbHAH(HI). AEMAEZAH LTS
ik b AA%, HEANEER T 2 FLHEH SRR
WS STl RV, FRIEMAIBEET LV —
BFIC X B ZIEAIETIE R ¢, ARG IHAD
55O ND . BARIETT 2 L% (DT
ZEFFHE D WA T 5 A%, HERAEE TIETC 4 PR
AN e A B & LTI P S I A A
U WZ LBl 0B R AE 2 ) BT
AEEE IR DR, FAATHELT LT iR
OB S — R OFRAL TR 2 42 L,
Z O TR T 2T 0 B B N5
WLTEENDERET 727, TFORBEL X
LA E LTRA SN, TERE RIS 2R AT
HOREZ 2 TLOTIIRWRLEZLNLTY
56, MO ML LT RN OB HETS
BHIEIZEY, TR 2O BN
ANFDRHE LRIER D Z I3 BWIEA S D,

r
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60

40

e

GG ] G P e 5033 e SEA” e HGE e SR G (57

5P 7B

E5 SGLT2AEHERSHIED 1 BRWETREOER
SG1-7 \ZHEG 5 % 757,

HABHWITY) AR TF BINEE S AT b 2
)y b EAPEMICRITTREILRWES ) D,
LEEGLDTATTHINEL . BB OB LM
T, W& FN15 dermeidin %2 &% v — 1 —
ELTRMBANCBI 2 Y $ 5 48
H5b.

BRI R TR NS~y o o8
HEOR AT V. SGLT2 HEHS T L
THOMEH v Y R, SRR A > Y YIS
HIZTIE AT A, SGLT2 EIEHRS 12X b
FDHIL, > 9 T ORE LS 5 2 L8
BHERIEOER L E 2 bNE. B VTED
EESWHIREIE 2 L BRI TR, BBiDL0
MBI & ) MR R T2 LTSS,

SGLT-2fHEHENRFEICKITT
BENDIGE '

## 513 SGLT2 HEIEMNIM O IET R KT T
WA T 572012, LTOBKWEEZIT-
7z. SGLT2 FHESE = B A Y B AWEH DBEFR &
B oM RICHIMAMIZ 7Y & VIR (61
AR BRI SKN-2000) (270 — 7 % #6535
L, &, B, FE1EHZ?S 605H (&F
1 H 180 73 f) @ R seiTm % ME L7z, SGLT2
FRESERIARTH , Bl 2~3 Bk, FG5~7 Hiz
O 3EME LRSI RIS S0 &) BEREID
B Bt Lz, SoKEEE S it +500 mL/ H
Ll ZORER, 66 46ITIE2HED LY

B 6~7 H#1220~60% DI AR S
7o L22L1BITIE3 H B 1C40% OHMATA S
iz, EpIT3ROMNENTETESLT, FITE
AT B L DR IZIEE > T (H5).

AEERFHOOMER

AR SN E TR & 9 I2HEE DT % R
T BRIk L LB LTWA, KRR
Bzt >THHEROT LVEF— I L 53513
ik Lot R OMERRE 2 I L TET
HREMREIED L) RIRREE B0, Hb
DLOTFRTLIEVHREETH Y, ZDLEEAHH
BT A F TIEB WAL ZE DWW TIREL % 4
Cedve, RG-S AR IC B TR
BAA DHIWE, BIVEH % OBE ST Lz ERE
CHCEMEAD ), RMREE, BB R Pk
THEMOME» 2T — A0 %, JBEOR
LR DPEELHEFRDIZOVTY FEHE T
WaEIZINRLE-TWA, SGLT2HER 2D
WTEZ ) LSS LRI COFRFTEE NS E
FEHIE ® GO RMBEEDSIENICE , e
ERThHLLEDRST-HIREGLTLE, 20
ERIZTL—F2MITLESbOEZEZ LN
b, INHEOREDS AALHEEESICH MR

ISk B FRES BRI € = 5 - BREAHRE

93

S, PrHBER L IR OIS - R R
A LAVEIC Bz INE LTEM L, B TE 5
XA SN X H ko,
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FEREREE D e & TR

BEFRAF B & 70 10 & PR T R R R
EMETHE, WL ) TR R IR
LINR\A, fRgAKGEE Y )R Fidw
CTRTHILTFLTB Y, Wil ofkE & il st
HNEDHRE ENTWA D, LB KSERHE A
e DA & B L IEREIR A E TIEAFE
ZFT A4 AF AL T 50, BEERBRT L0
WL, BERFEE TIBEMEIC FT A AF A8
ALNBEVI B, O E L TRER R
REMEE, IS BACRE R IS EE D K BT DOET
WRECHELTVWALDEEZZONS., FERE

BB 5 BT R TIERMIZ L D 5
PﬁT%uwﬁﬁ TR DA, MFEAE LA
R RES, TRRICIXUF D KRR, SR, b
ANEYEKRT B WAL FE R T B A5 656% & i

%b\th) 14)

ZD L) IR R L SGLT2 [HEHE 12
EMEED TR E LCTid8 1121 B 500 mL
ORI R LB BAKTFH 2 I ROO 1 H
BIZRSF LW 2 S EHWEEEZ 55,
RS54 AF rADIALE LTS IR 2

Et o DY L RS A S B
TR AL 1R PERLEEAS TR L 720 & 0 TR
ELTHOHEREDMEIH D, 1REMWRIE T &
U785 d strong 7 T AD AT A FHLHEEA
M SNBE ., RIEMEALEEIZIE strongest 7 9 A%
AT b B O SREMRNCRI R Z L L, %F
xt LTI T 5 2 L bR S e,

BhHI

SGLT2 &R & B B I E O IZ2WT
BERR L7z, 3|:5i fri AR D SR B B 5
T VLNE— LA EIRETHY , MG
PADFFILE L% H% SGLT2 BHESE D ki Ani]
BETHA. BEA a—VIEWTLLF—LHIETL
TG EHRIETAILICE ) BEICKELTF]
WMEGZ VL) EENLETH L. MEoH
Wi R L2 3K ) S B IO & b R i RPELPY EE A
DA ITF—a reBEWLz,

SGLT2 M ULHEET, PN A
75T TRL ’ILUHX’!.RJG(&J}E:J?& EHEL, e

PSP - BERRIR - QAL H547% S35

RPENIZHED MCREFE MﬁT%W&E®
A7 FIVED & [EI BSR4 b%m%%ﬁ@iM"
DOHLHWPHITHA. uWMﬂmwmwauL
12& D % OB ICARA O BEA T KR I35
éﬂé_&%MﬁLtw.
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Key Words : Stevens-Johnson syndrome(S]S), toxic
epidermal necrolysis(TEN), drug-
induced hypersensitivity syndrome
(DIHS), drug reaction with eosinophilia
and systemic symptoms (DRESS), phar-
macogenomics

i U ®iIc

BEEESEIERICIEGEZEITESLL
CIZQOLZEETAREELZERLIAIEL %
g L, fUERMIFE & L T Stevens-Johnson syn-
drome (SJS), & 5 EIEIE (RLAR) fE (toxic
epidermal necrolysis ; TEN), % &|1%:8 8UEE
{&#¥ (drug-induced hypersensitivity syndrome ;
DIHS) 2% 4. LA LIARICIIHBEERSE 5
ERZED BE, AEIELETLES YR
(EDDLIENHD. ZHAM(EER), £%
HEEES, AARER, 2HAEEEZHERE
fE (acute generalized exanthematous pustulo-
sis ; AGEP) Z & OIFEIAE TIN5 .

BFEELTELPTVEBEBD 1 DL LTE
HOMBRTHALEER - BCREEBELHITS
nNTwa, EFlOREIEHEET) T M-
TATHANVY, BEHEHT) T —TX,
) v=F, Yz =7V UERE, BORER
m/NRm A TR, REKR, BCRERES
MW ERRE ], B CREEDFERME, &

HREGRLEDRED DS .

ARTIIRBEOEEESZ IZOVWTHRH L EE
APLICRE L, BEFE - BCRERBLOH
b hiZonThAbN -,

SJS/TEN

1. BEeRE

SJSI3 1922 (2= 2 — I — 7 D/ B ELEE Ste-
vens & Johnson® 2SI R L IRFE L #H L
WELAERBIEE L TROICERE L, 2 ADLAHIIC
HRT 5. ZhIxd LhEMEERELIRIE (RUAE) iE
(TEN) |3 1956 £ |2 %2 [E @ & £ £ Alan Lyell?
DB RBEL LTAERN T RE LD
MNEZETHD, FIED Lyel IERFOFFKEHI D
5. Lyelll3F#z ko TRBICREL, BiGH
DKAE - VHAZZEL, MERFIZITREDOR
FRIE AR L T ATRELZ TEN L fna L7z,
SJS & TEN DR IZOWTRKERER AL ENT
7275, 1993 FE L ZFCK O BB 7V — 7AW
BRI —EDANRY MVIIETARRELL, X
DOR]EEZRERLLY, ThbbehRmiEC
o5 REFEETMEDEEH10% ki % SJS,
10~30% >kiifi = overlap SJS/TEN, 30% Ll k%
TEN & 4L 729, 2000 4 LFEG IR ey I12Z 0
FENZIFTANGNTWAS, b E DRI
Tldoverlap SJS/TEN 2 &%, 10% L E% $X
TTENIZAELTWA (K1, 2).

* Severe cutaneous adverse drug reaction.

** Hirohiko SUEKI, M.D.: BB KZEESER M R4 (£142-8666 H R #an)l| XKD & 1-5-8) ; Department of
Dermatology, Showa University School of Medicine, Tokyo 142-8666, JAPAN
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X1 TEN DEEKE
OEOHIL % ) LFEECUS A

SJS & TEN &\ & L T SJS Tl B 75 4
I A$53.4%, BEYAEFHERIA21.5%, EREID
10.4% & SN TS D4 L, TEN Tl E A5
WRIA944% % EDHTVD AXHITONE. /I
BrOFEHIEI~A 277 IBYSEIE D) E
B3 <, INBDSJSTIE27.6% 27175 X
TOEEFEHEN TS, SISTEEZIRR
LafE ) EPNIRE KRG TNSAIDs 5 5 s h -
BERBIIHZ VI EDHE SN TS,

B D ERSAFE 2V — 712 SJS/TEN D3 HE )
AR BVERIE LTSTER ST FD
D7 7 Bz FTns 0, LITHAM ) 2
sOBWIAIZH VST EY Y, A3 LR SR
SEMEEE, yUNAY ) v BIBEEATOAL N,
Tx=hA Y, 7O T) )=, Tz /NS —
R ERHITFONT VS, EFEIZ LTSNS
TR I, SEN)F S THIF) X205
W, STEANZ) w~FBER - BCRERE
TRITEREEATO A FELREINGIEZ SR
Za—EVAFABREEDOTHICAVON, AT
O A4 FEFEFRFO unmasking (2 & ) EEEEH
ST LT A2 e A .

61 © 259

2 TENDERFKE
L#BOULA, —aVAF—HELBD5.

2. & B

F1IZSJS?, F2IZTEN OB H Lt % 278
58, SJS Tl 2016 F D egF] TR FE
WREDRIEUE2ROLZ L, ZTALME
JEE! (erythema multiforme (EM) major) % &4+
T&AZ ENYABEBEIEME N, EM major
NI BRE ORIRRE L) STRALEE
9. BHIITEBERLIZ57 L, typical target X
raised atypical targets * 255 . EM major T
bMICEEIEBROBERZEIZL D RETAK
HEEIZeAH), REBEMAEFNLENEET
%. EM major ThbEHFEKE L TLITLITFESA
APEIDVEBEENZLVATSISEERS. SIS
EDFHNI ZDIIMPEFEAO G, IR
RIZBUT 2 REME(R)EORE L EE MK L
TGN 5 9,

TEN O3 SIS & @5 Ho 2%
A, INFEFTHLHABEE CTHo7o7 N EKE M2
185 5% 52 Jf AiE % B¥ (SSSS) (2N %, 2016 & D ELET
TN NF D v 2o a v 7 EREE, Ryl
B, SHREEREEHRAE (AGEP), ACRE
TERIBIE IS DT BRI HSLEIEE (2B MmE
720 WTNORB S EFARICL D REBHEER
IR EHTHS.

SJIS/TEN WIFhoZ &L b BIFTR = +0%
BoLt, EEMR(LA) T XT3 iHa12
BT, —BATEIRERBEEIATHR
BRICHIMTITAZENEETHAS.

3. A &

AEZRBOHLHEETEHEEME, REIE
ME* & CEOMBEI MR NS, SJS/TEN

97
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£1 R7Fq -T2 - U3/ AERE (Stevens-Johnson syndrome ; SJS) MR (2016)
B

ek AL, TR, SRR AR X L kLI RS AT AN I B A BAE DRSS 7 By, M ORI & I OIETL:

i 2 %o(iﬁ OOAERERETD, ERFOMIZ, <A TTIXTR0 4 NV RAEDBYTEN RN &b

ELH

?—cﬁﬁ'ﬁ (M’EI)

1. FERFASEBREATER (R, DOF, 4hadhz &) oL T ES 2 RBEAZE (M - maiz ) 05 AZ) A sh
6.

2. M ONFEDFILINE > TREDEICHEREIZILOLUBA - K2R, BYLZIIIIE, EHEER
AHELND. FTOMMIIFEEMAO 10% KRG THA. BL, 4IhNEMAALLREVEH TS EBD
ﬂZHI;fwl;t OWBIZE TIN5,

3. RBHHSHE.

4. TREMEFENICEZE OB R0 5 *,

5. ZIALBEEAER (erythema multiforme (EM) major)#* # Yk CT& 5.

alFTR

1. #IPLIERm, SAED, MREREMIZEZ M Ai T4, ABHIMEEES, bR B flat atypical targets =
~L, AlEEmETRD5.

2. ERRERATE OREREZ S . RMETRBIEER L IRET LE RIBOEES2H5W0IEM £
‘ﬁﬂH'LFU)E’llT |8 ANy (-

3. BHERE L TMEMICEER, BEMIIIBEREMES. DEAOERCIBEEROCS, HiteDIERIC
JH‘FF'*—L 9.

4. BCSIEMKEEZRINTES.

BIFTRE T EE0 L, FEMASHBZETHITHE, SISLBHT5. MHYOADEEMTIEA < 2480

I L D BT 5.

<BE>

1) ZIAIEER L 0ENIEEAR1~512Mz, SAERK -
B OEITMLELDFREE 4 &2 DIk L TREERIHIBT§ 5
2) = FRELRAE O IR LR TR RE DO SR I % 2355, 47
MR (BB A TEFRTHZ EAEE Ly,
3) *E %’/]f' I EAER [erythema multiforme (EM) major) & (X ILIRATIEE D 5IFH 2 % 1 ) LA E ) .
SR L, EFERE LT UL ELE ) AY, BEKIIZ L. SIS EENEETHA.
4) im_, FEEREDAE 2T HSISHH 5.

1&’;”- %

(SN

BERANOBUE, FHELARET RAZBIT 5%

& 2005 HREF T 10U Lo R

BERGORIRIIEEEO D FTHE, T

ATO0ANEETRLENHSB. $TI260 mg/
Halz TWAEAIZATOL /2O AL 75

DIER TV /ARIETEONEEITHE. &
BEIEHOBANT ORI - REEW L LD HE R, HEFHELNIUSI~THILIZTL K

H(AEOY A—J134%k

c\ T, EE2RE - 53 —vor10mg/ BREETORETA. A704

EEGIIEOWMEERLEE LE2v), QBT NREIZL D IREERPBR T HZ M50, IRE
% JAE RGO, @ B R HEIEHRR 2 ED 525 O K B9RT ROEME LA L ETHS .
4e¥ 10, @ﬁi*ﬂﬂﬂﬁ‘]%lﬂf‘%% AFOA KOV AFERIGEER R 20RIER

BHEATOS VEEGRETHS.

TAHEH, RAEOEEFTEE SIS, £ F
VT L F=1 > 500~1,000mg/ H, 3HM%Z 1

ELHERIIEEFN(REZT7TAAIZET)D

RIERE

FRHEEN ST I RALZERTOATO A N3 I—2&T 5. MEATGRBEHRFIZL) 13—
S BG IS MIE 2 E DG E # O &R 2§ T RE AfFH2tbdhb. RTEAPLIZTL K=o
A B, 7L N=yor (PSL) B THhEE SMET1~2mg/kg/ B % 4~7HREZS L, L

i3 5.

Ti320.5~1 mg/kg/ B, EiEIZ1~2 mg/kg/ H
THET A, BEABLEHORERETTTIZA
FO04 REFIZ5IMThN TV AIEEIEFNE %
N=254 %z, BRI LGEEELIDZ W
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A704 FBETHREATSLHEIIE MR
& a7 o E#E 400 mg/kg/ H, 5 B &%
5424 (IVIG). A% =% a 35 A% T2 5
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Fo hEMERKIRILIE (toxic epidermal necrolysis ; TEN) D2 EHE (2016)

e
JEFDH 2 HLHE & 25 D 10% L LRI - S A - REFEEZ S 75 RE OBIEMERE © 780, Bk & fhE
RS, HEOZ CIEERTHS.

EERR (L)
1. EFEMZS T AN AREERID 10% 2 B2 AKE - NHADARSILE, YW HxMAbEREDVE

GINZHEET AL BHONALEMITZ OB EDA (4B, EMSIEMEIZHE U THREREID 10~30% D FEEF
HElZ, SIS/TEN +—/3—F5 v 7E W LTD L),
2. BIAHD .
3. UTOERBZIRITES.
© 7 Ny BREE SRR R AE E T (SSSS)
MR v oL v VERER
ARG WS
- BYERSEVEFE B VEEE (AGEP)
- Bk AE

I &

Il
FE

Bol

—

PR ZN IR L A S U5 B Uiil'}?l L FTORBIERERES, PRATEILE O flat atypi caltargets b L <
B FAMNIECH A, AL, SHEB, REMEIZH T 5.
2. IEREFEIEREATEL DFEIBAGZ % 1% . DRHZLL(;H/‘;I! % & IREE EERBOELES)H5WIEM G 219
IR D B FE I 2 AR 5D
3. EEERE LTMEMIZEER, BEIIEREERLES . OEAOEREPLINER O/, fE4 DRI
BEMEEYS.
4. EEAREFEONIRE O ERL 23205, T LRETIREDOEBIIEIT Y 23 555, BEDHE
THA LD 200 AT T 10U DR ANDE () FEEFEFET A EANLF L,
L)
GIFTRE-FSZEOL, TEHMRIEHNE T M7 LD% TEN L35, £iEMz i 2 TRAEWIZHB
T5.
<BE>
D784 7D
- SJSERE (TEN with spots & 4\ 23 TEN with macules)
- U'F APERLEEE R (TEN without spots, TEN on large erythema)
CHFERE L SRMUETEEE SR T AR &
2) CEAMRIE UG F 256, GRFOEIZLY, TEMROERZAEREFA10% IHEL 207200
EAERETS,

AMEDPHSNL. IVIGDHE I MIECIHRE PE{E 252 mg/dl Ll E, ® [iLiE HCOs %20 mEq/]
hriToE, FRHT ARG TIIRE SO DT, @010/ s tzFnfFn1ae L,
T)UNBFEEENTLE) MDY, HEEE FECEIES AL ETI0%LL |, 45T 58.35%, 3

T5. MT355%, 28 C12.1%, 0F 72131 AT 32
4. Fi& - BEE LT3 0,
m%~mm$uﬁbntbﬁmuﬁﬁéﬁﬂ SJS/TEN DZ#HE & L TlakMz & LR IE
BERENS, BEESIZLHILTEIES]SH E, FIA7A4, BEBALEL CMEGBENEKRT

%, TEN f)‘ 19%, DIHS #¥10% A f& & H#ERT & Ha. ZOENPFHEEMRE %, Bk, B
N5 LR E LTSJS TP EREE, TEN QR%E, FREERE, 1 L7 ARENPRESATY
?@&Mﬁ&f@mwrtﬁvémﬁ EME A% EROBMEE L CXMFBE, ZTiE,
Bahb. BKRDONIFE 7 IV — 713 TEN-specific HEE, FHEL 9555, ZOIENEID 512009
severity—of—illness score (SCORTEN) (2 & ) APz IMB TR A N L ABEE (PTSD) R 3EM AR 4 &Rt

BB EAHEET LT 0, F4bs QER A9 B 12T 2 S A H B 1,
75*‘40:%&11 @ EhEH O EGE, @ FrkFHm 5. 77 —=<a¥/I7ALBTFES
£10% Ll E, @MiE BUN 28 mg/di L E, G VAR, YFEDERNIZ X A BEEEEZ O IE A
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FE o b AMEPUR (human leukocyte anti-
gen$ bbb HLA) 5§52 LSO
oT&7:. BADERITEIZEERES & RIE
LT WHFED HLABZF SRS EE,» 5 R4
WHRE SN TWAEY, ZOHMAEDLEIIATE - K
RIZEDKRES BB,
BEDEREA MR E Lz EE L
% SJS/TEN B # O HLA f##7TT I3 HLA-B*1502
A 44 N 44 NEBIZFEIR L TWz0ZH L, #
WXL &3S L7=ASJS/TEN % 54E L
ho72100 ATIE3A(2.9%) LAFEBR LT
B5T, oddstbid2,504 L BEEMLERTH -
7212, AARAZHRE LR TIIALANTE
VN LBEEEBBEDTT A 45 A (58.4%)
(2 HLA-A*3101 253 L T 7zdiZxt L, Aoy
VP TCEERBLRE L GVWEBE AT
420 AP 54 A (12.9%) DIREETH - 7213,
BFEDOESZZGTARNI) 27 DEVHLA
TLWVEZRZ) ==L, #FOHLA7 LV 2R
BETHBENDZGEMITAZLIZL) EAEZE
EEFHTAID MAIIKEEBETTTIIN
FoTWA YW, bAETLHINTEY F5FH
(ZHLA-A*3101 2 27 ) —= > 7' %47 ) Ril[0) & A 52
&0, EROANMNTEE L BEBRIER
I HETEMICAEEICRERSET SR L
PHEENSD, LarLwEHLAREEFER
DAZ) == FRBEOFEH(LRLRBEA T
EE > Ty,

DIHS

1. B2 Ee’F

PUEBIEL 5 h I F B & IR B E 5 A K
P& % 1 > THRIET 5 %4513 1950 4E 2 dilantin
(phenytoin) hypersensitivity syndrome & L
T8 Z® f%anticonvulsant hypersensitivity
syndrome” DZIMTHE SN TE7/. 19984
WCEBERFEMMOME L —7 18 L BHRAEFE
BERFOTN—TOPEEBORFREIZ L AL
NRAY A )VA 6K (HHV-6) 44 b xyoy AL
2%IEUDETEANRIB YA NVAHDEET S
ZEEMAROCTHLAIZ L., RRE RS
BOEINSTILZNANKY, 5V ALV T 7
Yoy, 7a7) /=, EBEAXFILF R

VTR 61 E3E

EDFERNIL->TORETAHI L, IFREEDME
WUESE R & DR % BV T 5 7000 FE A1) 14 8 BUE
FEFEFEO LIS RE SN, FRRTHEDNLTY
%4 drug reaction with eosinophilia and systemic
symptoms (DRESS) & (FIZF — K B Tdh % H5,
HHV-6 & Dw A VW ADBEHEILE BE LT
22\ 7@, DIHS & 2R L WEH D EGI2E
NCTwa 0, EREAYIZIEDIHS/DRESS & X5
ENns.

DIHS D LEFIIOWTIIIEME R T — 7 A3\
D, EERREOHEEIZLEZLDLED 10%
Bif% L HEEt SN T b, FERIZHHV-612 & 5 %
R, 4 hxFOT AV AL BRI%, LK,
HILBEZEIL R LTHA.

2. ®EA - fREE

PUERELILDLETIFENEA* 2~6:8
BMNRZICERNICRIET A 727 % —THiAD
WAL L &b CEHIE O I 14 THIA (Treg) @
BRVRMEFERE/O7) P OEKTP 2.
ThbLRERIIIRENGRECH ), 5
fE2~3 %I HHV-6 22 &R Y 14 LV AD BIE
ke 95, RIERBERESD LTI ICTreg
HEAMAM E ), HRAERECHEES I
TAHLZRIRICHEI L AE, v L ADOFEHE(L
WD EBRZTTRECHERSBOEEEZES .
Treg DHE/MIL A REDRIEIZEEERRE D
IR R =2 —F VA F A4 7% ERYED
HesE e 1 BIMERR G, BMRRBR AR EOHCR
EHRBOGEIMER SN T15E B, HIVIRY
FEDGE & ) £ 2 R BHESEEER (immune
reconstitution inflammatory syndrome ; IRIS) &
HBTRIRAEL EZ LB 25,

3. % M

EAEZEHENERIICLLZMEELTRIIC
R, —RETlE% 28 2 A8 (ZFEE
LCET 4. MEMBIIY-27BOR % KA
5. FFEEZTOLMEIIIER LRE 2L
EDEFET OB THS (H3).

4. A &

DIHSOGEBIZBWCEE R AIEAT7O04 K
RoeGx5*MiGT2EH0 - NRix5E Il
5. EBIRBE AU EIZhio TEIE(L L
EFOFEH 26, BRD12E LTATOS NE

o &
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#3 FEHIMBSEEESE (drug-induced hypersensitivitysyndrome ; DIHS) 222 2005
(BEFZHFFMERFHEE BN EBRRMAET R BESHABHMDRICR T 2 AEMRIL)

e
B ERAFEE L) BB T, EAPLBRLEBENRTS. £0HE, BER2H,S 3BEHZICHHV-6DFE
Btz 5.

EER
L BROoNAEFIZFRIGEREICEL, BITIKT A, USUISHIEEICHEITTS.

oo W

6.
T
&

[FEEADP %D 2 AU EELETS.
38 C LI EDFEH

FrisatisE

MEFHRT (a, b, cDIBL1DOLE
a. AIMEkEZ (11,000/mm3 Ll L)

b. E8) 2RO HR (5% LI E)

c. WFEEEK¥EZ (1,500/mm3 Ll L)

1) SENENR

HHV-6 O FiE ML

#17 DIHS : 1~7&7.
JEMEI DIHS : 1~5£ T, =7°L4I1I2FAL T, Z0MM0BEELREEEL L > TN ABIENTES.,
BER

1.

2

FREANIHLTV AR, diaphenylsulfone, salazosulfapyridine, allopurinol, minocycline, mexiletine T
HHIENE L, BIEFTTOARAMIZ2ALS 6:8M 2%\,

Bisi, I ESE, SAME T, BIC LIS USKHLEEICBITTA. EEOFE - A3, Qo
TeiE, BA, AKE, BN TH S, HIEICIIRER, SRR, BEOULANAONEZ L1
5.

EERIEIROBRA LI LIEA SN S |

HHV-6 DFiEHALIE, © ~7 i< HHV- 6lgG I fiiat4 i (2 %) Ll Lo LR, @ Mmi% (Mm4E) o HHV-6
DNA DR, @ KM B ERD B VIIEM A DB S A% HHV-6 DNADEINOWFNIIL ) HEF§5. ~
7IMEIIRAER 14 LN L 28 AL (21 AL TR A HE DL V) D2 HIZTHEMETHA.

HHV-6 LISk, 4 b xHA Ty AR, EB74)A, HHV-7T DEEMILEZROLI L L H 5.

ZesEE L LC, BHEE, #RME, Rk, sk, BIRIBEE, OHRLEL) S.

®3 DIHS NBEFK&
AEFR % BT 2413, RSO EL, AEEICES.
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DI G EORER Iz 5 A5 EH S 11 T
% . DIHS D&l & EIEEASSH 5 FERLHANE S

AT EDATOA NEEZ 5}’?:’:{")’\‘% k
EzoN5. MPZSEETL F=vOo BET
1 mg/ FEkg/day BENPEFE L\, ARTHELR
BN (AR A3 B BT RS M 2SANTE 3 2 2R T
ENVBHRTLVEDOATUOL FEZZRETHI LI
BEFERETHD. LEMBREDHEIIATOA

N% %543 12 supportive therapy T/EE (2758
EHRBZEDHDLD, ATOM NEZHZES5TLYE
&7V F=v'8>r 05 mg/ A& kg/day Ll L72»
S5 MmET 5.

DIHSIZX LAT O A Mgz T b8
TIXAT O NIBEREIZIL, HIREE 5 7%
EORGSE XD o t2hs, BHAREZEOAD
RIEMERBEDFESCHCIMAEDO LSS h ot
EDFENDHD T

Bﬁﬂh‘%mtiﬁﬁl ELT7~14 B EAGEY

R | I B S IR R 7 B LIER
@;E_aﬁifL%ﬁ% CTeOMTBLENHBD ., AT
04 K8V AEEE Treg 2 S 512N, #
TRIIBREEPLZDBOERELTHE CEN
PH b, HfEdE sz, DIHSIZHT 5 bk
ra 7)o EEFEHE (IVIG) ik (L fRFaE Al 1 7
<, EOZOBIE{LZBCENDSHAH . 72721,
SHHOEEIE Tregldmd b L < I3HEFEDTE
TITAIEDHM, H4 b AFTTT ANV ZRESE
NEELIGEIIM T ANV AL &L ICEEKY
TEA BIGEL T5IVIG(5 g/ B) DB = EE
T5.

FEFA X4 A NSAIDs, PLHZE % EAHEE LR
THz5 3ZRIBEx D ERIT I AL VD
TREL R BT HXETHS.
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