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The Lancet, August 1, 2020 |27 b —MEEROKRIRNZH Y £ L1,

FEFIIEE, TANT R, KA YOREER., 7LAX—RoERZETT,
by F V=TIV TT b B R MR DAL D1 2005 FELIK T
(NEJM June 2, Atopic dermatitis ,Clinical Practice),

AR FESY O7 b E— MR ERBIEZTA TEDOWMES VIR LUE LT,

15 FERTORA TITBRIIZ . BEEALA] (emollient: UV 2 BV RA K,
TIFFIVE) EATuA REfRAL, v B w7 (tacrolimus) #KE D
RV TG LTV E LTz,

L2x L3 2006 4RIZ 17 M E—MERERORRKOBEEF Y 27 13 REPHE R
filaggrin #K5 =1t (encode) 5 FLG Bz AR TH D] Z &M Nature Genetics T
R I, JRREAEFNHEH, 237 LA 7 A)— (breakthrough) & 72V 2240,

FEFE CWIREEMPIRED £ LT,

The Lancet &I — 7 M —MERKER] EELTI TR 16 TY,
T E—MERE R DI R Y A7 IR FEVEE A filaggrin B 5L FLG AR 1285 |
7 MR SR D TEITHE T HEAS ., BEN ) THEE, Bl o E THEME (itch-scratch eycle)
7 MR ERDOREKRY X7 RFIET b e —MR S % ORI,
Atopic march:7ht —PERER—ME, ERESE~OER, BE, MIWEEAIFLH Y,
WRAE T b B —I1X 4] 3-7 HIXRATATRA N CTavbe-v, DIBZEEEIEA] (V1) /45) CTHERE,

\\\\\\\

PSR PDE4 [H5E (crisaborole) . JAKL/2 PHZE (Y ¢ht™) . PanJAK [HEE (av/Fh)
FESRILT at” Jtvh (BT IL-4Ra) ,Nemolizumab (T IL-31R«a) , HT JAK T#H,

P EIERIZ ciclosporin, MTX, azathioprine, mycophenolate, IL-4R o LA, JAK PHEEFAI,
JRIPTEAR ColdE L 72 W S SRAMIERTE L B8,
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ALK T - B, TR, RIE, RRYL, RERRANA, B, WKL &
PWTEEA, RS, BYERE R, 7 N - RO 9 B 3 DA,
HOTOR, BOIREME, FE - 2EOH, MeEAE, HE/MIIE, ANEDL,
SRIEEmE., R ORE, 2 bl B B A~

IR O RS AL OK, SETREITETE !

®® 66 6

A1a], The Lancet ##tA T7 M E—MEERIGENE 2 CTREEY U ~TF72HD
TRIERRIZEF L CNDOEZBORT=DIZL, THoHNDHERBOKDTTLE,
MUCEFIIAEA ST, SERERA BT REER : 77 F72m< LT
BHEED L, TIODLHESOTREZENAZTL 5] & B0 220 L ERIT,
Ho W IRICHRICBRY RSN kb L, DS BnE Lz,

UL N IR B A S R B 7 o T B S AOMHIERIZTAEWW - E M [HERE DR O—HiT1,
[HBEORREE « B2 OB 13 IX— 128> CTALH D ITE BT,

A EF 72 HDVEREZ A T DMk L S T OB IC L CTHEMS 1 5 A,
HOBRNDBHEITLELEGEINST,

I L THEENTZ2 L DIIMREL N OIMZEKERF>TT 5

REC RO B EZZER LELS2b D0,

MICHEEBT-2 b DOIZH O EDOEHEL —H LB T XINH T,

EEiIH 2L FECE L d & BunEd,
[HCOHEDOHELZ —H BN T BT 20 TF

L T —PEREROEKR Y A7 13 EREE R filaggrin B 5{LD FLG Bis 1225 |

7 MM ER O KDBIF Y A7 ITRJEEEA filaggrin 2K 514t (encode)
T4 FLG BinFERE T, X 2005 4£0 Nature Genetics D Rl L TRFINE L1,
INEZE L CAIAalry FOL I BRBEE CWEFH D EE -T-DTT,

Palmer CN et al, Common loss—of-function variants of the epidermal
barrier protein filaggrin are a major predisposing factor for atopic
dermatitis, Nat Genet 2006;38:41-46

FLG B T IXRIE A @ profilaggrin ZHi 5L L TH Y, TN EEHHIER filaggrin (2
AU FE . FLC OFERERE A IS B (loss—of—function mutation) (ZX V) REHES
(homozygous) TH., ~7T m#is (heterozygous) DIGFHTHEHARMD 50% A LET,
FRETHATHRTH 0% LETNG, ZATT b E—MEEE & O REREN
BOWONRH EBNE LT,
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YH., TOFLC B TFERTII—m v /NN, BHARAN, BEIETRO2MD LR, D%
N TT7Fva, T7VNRT AV IATEIHRRALINE LT,
LWL ASUREOT 7Y Tl T,

2. T MREERDO TEITETEHTE. BEN VTHEE, 5o E THAL (itch-scratch cycle) .

INEDOEBIZ/NSOVEHOEWT FE—HEER T LT,

NS I R—AOHE [FITARS, RFTILVR—L, £HE52%

T hE—=Co— (7 RRUFvr—) | EHH-TWE LT,

FRIZHIROBEIFHEIHIC L e (BRMREEZ, 7 RUKEICE D) 2EZILTYa27v227 LT
WE L7z,

ZOMHICLD EHNROT N EROSAMAITE LR, 2KEmE 5 &

BfiERIC T AL oI d D & TT,

7 b E—VERJE AR TFLG loss—of—function |2 X5 filaggrin KENE SN 5 DIE
20-40%IZIWEEH A, T b E—MRERIT filaggrin KB D HAFIK TIZ72 < T,
TN T —HE, REWAEME (skin microbiome) 28K, Type 2-skewed immune
dysregulation 72 EOEEHIERIZ LV £,

filaggrin KIBIZ LV G AU 703 Mess b UL CRIAE, TMRREAEZ L
w7 R EKE (Staphylococcus aureus) JEYEHIZ LV ZEARY TOME SN RIELZE - LE T,
EEPNSWEHOEDO et AT RUKE) 2EBNVHLTRDI1EERS EEWE LT,

TR, KUY ERITLELE, 77ROHSHTT FUIZ Tota¢odn (RFZT7 1Y) |
EENTHTDIZIT T2 AT 4moTT RURMED] LOEEEHLE LT,
TTROEDFARA T (=) a—=F NIHn (2—=F15F3W) | LE-2EIA
D> SAN=T v ER-T IX7 a—=F) LELTINRELE,
T—=FIEBMR TR MR- T2DTY,

HE (5E89) LEATNE RARADFT a8 A T 2BV LET,

FT 2t AT ORI THEEGEOWIIIZ BT T L) XM s HTE 4,
RATENWRIERES S LRWET, ZOFHEZ BICBRHE., NEOH T
MR~ DEEN TNV U v 7 ShET,

TTAPBANATT0knp O A=A MPATEREA RUMEE RFLE L,
CIICEHEANRNAA B DBEEZI DD LTV O TTRES T b EREATLE,
A ITIAEN AR BN, < OWETEET 213012720 £ Lz,
KSEEENPRDD EETMAROE, W EIZANR RN 7 X7 L&
RRER L BWZELWVO T,

ZOBEX Y Uy MEEO AN CE L) AN LE LT,
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B AT S O, BEDSE S ERHEAO RO FITBE 2L
EWVH T ETT,
RSV, T BRI AT, R ORER T DI L T

H B BN TLAIXAE] OFIT/NSWEOMEEE OATERHTE 7,
LHLCAHE LT THOT TN D/ T,

IR E BEOFIZEA T O TT RO AN OIZIENT T AIA TKE

BARLGHEPH Y 3, FEBr B EEREATTEOMRH Y 3,

100 FELL Efy, S EMARHIEZ ZITENT T2 ATKEZRRTZOE 0 & LA UABHIZSIT 0 F LT,
IR 7 WVBEIZARANTZD LA LN S SN ENH 5D T,

INHEAD R EE BT L TLENET,

7 b MR O ERIL The S T, Th2 eSS L 1d~ 7 B 7 7 — O3,
=, R VIS D L —Tifa 2R LT Th2 (2 B~ s—T) flifass kT
T U= ERZ LET, Th2 M 1L4 & IL13 Z236M b LT B a5 1gE %

FEAET DD TT, JAT Th2 SeE MG S HITR G 7 2 URREE, AEw#EAL

2L D S, aureus OHFEAZE Z LFE T,

—Ji. TANARHME AL T 50N Thl RERIETT, 7 a7 7 —IN0

A NVARHENZET D L~ =T il 9 6 Th 1 Z1EM L L T IEN-v £ B T
B M R ZAE D £7,

Th1 FAESC Th17 FER OIENLT F E—MERERDOIBEIZ DR £H A,

7 b E—VERJE R TlE Staphylococcus aureus (B~ RUEKE) NFEICESLS L TWET,
ALTF VU ATIIEERET39%, 7 hE—MHEER TITEIZT0% TRONET,
FERENIEHIZITS< & S, aureus b LE T,

HENCIES. aureus @ staphylococcus 23 JEICH4 (commensal) 45 &

7 RE—EEERD U R 7 3 L, S, aureus NILAETHE U AT NHEML £9,
FRRARRICS. aureus 137 hE—ZELLZFHBHDTT,

S. aureus [ZFEE /XU T OEHE, type 2 FEIEMHAL DO ERED R RIE
(proinflammatory) fEF &V £,

F7- Malassezia (JEE) & EERIEL BT ET,

PERUT L & EEACRBEE I AOETICANTET, BWHAKRNZ A EDO—FETT,
BEHET b —MJE % CTld Malassezia rFUIC %I L IgE SISy 0 £97,

FERIEZT b E—MERER T b EEZ (central) JFIK T,
Rrlzo CD4 R HIZ L0 THIRIZEN R o E 7, MRMICiRAE I L TR
(spongiosis) L T AR R L £,
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FE P BERERREIZ X V0 alarmin 2SHCH S USSR A5hR 1A
(dendritic cell) & 2 BUGEIERSHIEMAL L F 97,
Th2 FIfEIZ KV TL-4 & TL-13 23 A &4 B fifans 1gE 2 pEA T 5D T,

T N FR O FIERITIEA TH VD 5l o8 < (scratch) Z EIZ XD ZFAY T8
WEEINT LT ORI N S IZIR1E LT 7 — ME S IEM L LT,
Ttch-scratch cycle BAAE D £3, 5loES 2 LICX D T ETERHRICKH D DT,
~—_. [itch-scratch cycle] o TE )AL EBEWE LT,

ZOEPEER MO T DI B FEAZ IR 2T UT R FH A,

7 bR EREBE TIIEA R T LT kT D IgE M ER LT ET,

LWL T LAF U ZRTDZ S, 7 hE—MRERNUETL2ONTL< b 8 A,
BT VN T VT 2RI LETR, 20TV OEBYT LLX—

NRIITHUE LREFNADLEIZORDBDLON DN 8 A,

JREILTRWIERREDOY A A b 2B ERICMHE (skew) . HIARNE
(innate immunity) & FAEME O~ —T—RNEEFRESNET,
7 b —MER B2 T NK (natural killer) MUAIETEIZE LTV ET,
—J7. JREEREZ S TlX keratinocyte EME & T AAREIC BEE T 5 B {n - 2NEMH (L S
Th2 B D 1L-4 . IL-10, IL-13, F£7= Th22 B D IL-22 NEH I E T,

RKiME= 2 —n1a @ Type2 IL-4 receptor subunit « (IL-4Ra) NFEER.IINFE LN
ZAUE Type 2 S IS &ARRFRORREEICBA B9 5 D T,

Dupilumab (F=t 27t k) 12X D IL-4R o PHE TEANIEE D DX
HhEEMNTLHDOTY,

3. 7T hE—MERERORERY 27 KRFITT b E—MER &% O FIREE,

T MR DERO ) A RFIIFRERFEICT b e—EE, &0 bi)

T MNE—MEEERNH D Z LT, BEMBRITR N TIX 5% TT,

L UPNEOEBIZFOENT FE—TLEN/NMBLFERNL T hE—TlEdb Y £HA,
TN EWEITINCIERIATS EEOAR (22 E L) IS E LT,

7 MM ER T FLG loss—of—function (2 X 5 filaggrin KENR SN 5 DIX
20-40% 2B X £ A,

34 OBAET loci () BMEINE LB ENTHEEBD 20% LS T EHA,

728 loci LT 7 3B B MEA T B FHE Locus DBEEFHE loct TT,

VIR, RV RE2—2DORZFA T L F—NINMEEED

(AT D& 0 =0 DE] LW RBRFEROTTR, [KUTRDHDIE
ZDH T APBEBIRONEE IR DNTZEF S DI i@#ﬁ@ibto
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ZOEPEFEIZWZ ALT (assistant language teacher) (2
(AT CRENINDEWSL R, EEERIZT 200N LRW] LEoE A
(2RI LN DD G\ EDZ L TLZ,

FLG LI Tld e i Ak 5931. 1 @ type 2 cytokine cluster @ locus (JEDOHED) RndH VY 9,
T X IL-4, IL-13, RADS0 72 EDH A M A »FHEEZITOET,

F YR 11q13. 5 12 DD Ef=+ EMSY & LRRC32 OICH V ¥ T hE—D
KB ELE T, 2O S>OEAOEM, WENZEIND LEDIET,

KGR RITT b E—MEER TIEFICA O ET, RO DK,
Ph 24k, @&t RIEIKT, FEEA &K T T,

T filaggrin KAE7Z1T T < &l (scratching) IZH LV £,

F7-S. aureus, Malassezia veasts (JJEE) &S5 L F9,

4. Atopic march:7ht —PERZER ML, EEZE~OHRE, BEE, MWEEAEDLH D,

T RE—PEEER L T N E—REB L OBEITRH ST E T,
FRICERE, FHWIFIEDT b E—MEERIIHE, 7T LA —aR, AMT LLX—0
U A7 IENDO T,

7 M E—HEERN DS, EME (hay fever) 72 E~DOERE% latopic march] &

EWVWET, KEOFE TITT N E— M ER TIIE T TR BER DS FINCHEMN L £
(OR: odds ratio 4.38, 95%CI 1.39-13.79) . MAfERESR . HEEMARE (keratoconus) .

HNFEZR EAE 2 D £77,

727 FE—MKE SR Tl eosinophilic oesophagitis (AFEEERMERIE L) D

OR2. 85, 95%CI 1.87-4.34 T,

7 ME—MERER TITME, BEE. VA NVAEREE LIZLIRAIFLET
Hﬁﬂ: L7-X& 912 S aureus (X7 b E—M R ER CTHEIZIENE (impetigo) £E
% (BRMEORANDIFRETHENMEZHEY) Obo%GA. &b L AT 2/METT,

T A NAFERTELL AT 2 DI a9tk @ E (molluscum contagiosum) .
B~~~ (herpes simplex) . fik¥EZE., SFHEMWILEE (varts) TI,

T MR RITE TR R LA HELL (self-esteem) (KT, NIRZEVET,
Systematic review TiX9 D>, A%, AEHENGH Y £,

OME Y A7 @ relative risk ratio X 1.15 (95%CI 1.09-1.21) T,

MZOEEI &Y U NEOHEEEH D 77,
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/NRZRET QOL (EiEDE) (252
FZITHEMERRELIZ IR < 2 f2TT,
HAFEEBIKT L, K¥) (absenteeism) OHENER (presenteeism :

HEI L CTHAEFEL2W) H YD 9, Presenteeism & F 9 DI/ NEFD TR FE LT,

LA KIET DI, 7 hE—MERERIT

i

5. BJETM XM 3-7 BIXFEPTATeAN Tavbe-v, DI REHALA] (V8)/45) CTHRERE,

BIEDT b E—ERER TIIERL O OMHEEA] (noisturizer, emollient) <°

AT A REMFEZHNET,

Z OWITHOVNTIL 2005 4ENEJM DT+ B — Mz G J#3 3 (Atopic dermatitis,

Clinical Practice, NEJM, June 2, 2005) MWL FLF-oTWNETOTUTIZHIHLET,

BROERKORA > ML, YHEFIIIZ (burst) 3~7 BIZRTAT A K&
Wiz Z Ep<HEHLTEY BT hE—&ar bo—L LTLED Z L TT,
FDBITEZEWA VA (moisturizer, emollient : UtV v, RIS FEHE
EIVRA R, FI7FFIVRETLLE YD) OATEMREMETSDTT,

H LR LI 558)) (potent) F/2IEHEE (moderate) DJFFTAT A N%&
SHMEFTHEMHLET, 2 THO L WNRITIVUTEEKEE (wveekend therapy) %
fTWET, AIBiET) (potent) JAFTAT A RZLETT b E—2RNOE0 - 728555712
THER, AR OHEM L THREZMA £,

HH NI e My ZECE (tacrolimus) ZEH L E T, BDOT b E—23e < K,
RFTATaA RofRboicra Ny 7#kE%L 1 H 2 [\ 3@, ZO%REBERN
BT 52FECIHIEEEALET,

Ta My JHEBIIAT A RO X I BREFEHFZEZ S 206 T,

AT aA FARFIOETHILL T OEY <3, JFAlE UTHEICHE O OIXPh&ERE
MBFINAT A ROKRTY, BIZHEIAT oA RefEHT 2 &35k SE
(=%b) KBS (L&, RoE) #EZLET,

FIERL ORI AEIT 7Ry BTV T [FE_— MIFUREZ O TRIERZE LIS
fEoT<ND7] LB LS >TWE L, TNLEE, /NMEEFT LVER— NI
o2 ENHY 1A,

(A7 v A FAAHAIOMRSHE - B AREER T2, T MR ERZIEN AL 747 2018]

- fxii (the strongest) :7 WEAN =} A ATa—=p ¥ 77—V

- RV FRT) (very strong) i VU7 nyDP A = AV H FIARTY M VA TUTN =R VAR L AR = N VT
- 587) (strong) @ z/7= M7 VALK 77,007 ny VAT BT =h Ta—h

s PEERE (mild) VN ARV 3= TWAS R AT =R om0 4T

- 59U (weak) 7 Vh =) my
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JFT AT v A REBAAEITHIRIERRKE LTH LIERTHY U R 730D & TY,
T2 UGS L0 B ZERE, B SR (1200 | SRBE, #raR,
MAERGE, AR R EPREI Y £7, BMAOAT oA NTHEMHEIEZ Y £7,

CRANCEBAMEIT T A 2 B 2HELE L E 9251 A 1 ENZH LEATWH D203 8 A,
SMEHNIIRITAT oA FBAIIARUEBE L Ly 0 7 TRWEEZIE %
By BORG 2 lni b S £

6. 7 nht BB R EEA, JERD 2 237N D L9 IR EZEMEE Z S i,

72774181 2020 #E® The Lancet |2 X 5 & J&FAT calcineurin inhibitor (tacrolimus :

7'a By 7R pimecrolimus) DFRITHFE~TR ) AT 1 A NEBAMH L [FFEHO0
BHEOZ LT, ZOEFIMHEA, HRUE, FEARH D, FlomliZzORRETT,
TelZATaA RO X HITREEMZ K Z S 7200 THEECEOME HICIEERN T,

JaFT AT 1 A4 P/ PT calcineurin inhibitor [ZLARTJE R DI ONE Dy T2 E45 12

W2 FIEERIEZRO T IDIEAT 2 L vz H T,

7. FrAiHK  PDE4 fHE (crisaborole) . JAK1/2 BHE (V' 4ht’) | PanJAK FHEE (av/fh)

2016 4=K[E FDA |% PDE4 BHFE3E crisaborole B Z#F A L E L7z,

BE, ENTOHLZOERR (77 A% —) DMThILCWETHELEMAITRE > TWVERFA,

Z AT EESE phosphodiesterase 4 [HFEHIT, 2 5L LOBSEN O TELZ DT b B —

IERICHER S NET,

Phase 3 trial T 32%®HEFE 2 primary endpoint @ clear £7-1XIFIE clear ZEMR L E LT
(IGSA:Investigator Static Global Assessment score TO £7-1%1) .

L2 L Z O RIE vehicle QRIEAI, BHFA)) DD 18-25%

I 2 LIENORRETZZ 5 T,

HILE JAK-STAT & ik tyrosine kinase pathway O BH I3 J&) A LAl 23 B F

ENnooH Y 9, Ruxolitinib (¥ 7 ¥ : JAKL/2 [HESK, EW TIINROH)

7 U —2L2[E/HIXJAKL & JARBHETT RSN T A/ vn 7 V=20 bEBATHE LT,
Ruxolitinib (¥ W E) X5 4 HHEOBBUEIT 71. 6%, WIZHAIT 15.5%.

triamcinolone T 59.8% CL7-, Phase 3 ~T A 7T H T,

JAK BHEH] > THEA S EFHRTAHE L, JAK (X, ATP 226U ViR
MOANERICBEN S5 tyrosine kinase T3,
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A, ZAuEfreE TJAK : just another kinase| E4fHFoHivE LT,
PEENTAHHIFIN (TTED) LB e )

RT XL EFTHEORbDOTY, LIANZOBBNEERMEE 2T 5
ZEMREBIZTONY | Janus kinase & KRBERAFNCEEIZ/ZRD F L7, Janus &0V 9 DX
TODEEFFoT-n—<#TT, JAKITH A NUA U DOZHFERIZ2 51 R oD T
EHT 2O TENT mHVY X ADARNZ -T2 X 95 TT,

VUFIA X U7, LIV D Paestum OF J v Mt Z2 R5F LU FE Lo,

UL 2T T RKE . CKREO B AR NEBEN EELZE ZATT,

ZOXY U ERT Paestum 12V Db DN KE BAFITRFES NV TWDH DT,
TOAAWH ST LA RNT Y TIHEEONRAZRTICEY v . a—<OMx DL
(BOA, 77, VabZ— E—F A v—X - ) BOFbonTnTo>LL<
ROFELE, TV LI F—RATHLREITTY,

Pan—JAK BHESE delgocitinib (= L7 F A8CE, HARZIXZ, 2019.10 A&GR) 1%
HACTO phase 3 T4 7T/ T, 16 LA EOHFEENSEREDT b B — R ER

158 AT, modified EASI (mEASI) T delgocitinib BEZN-44. 3%, MRIEAIT-1. 7% T L 7=,
mEAST 50 ("R—R F A 5 50%E) 3T 51. 9%, %H 11.5%.

mEAST 75 (75%k ) XAi#& 26.4%., %# 5.8% T L7,

352 BIDOHEE N D EIET b E—PERJER D 16 5L - H AN T delgocitinib

(2 L7 F LHE) i/ 48 TnEAST 50 (\X—ZF A 5 50%3E) 28 31.5%

mEAST 75 (75%%3%) 73 10. 9% T L 72, 24 38T mEAST 50 78 42. 3%, =22 b —L#22. 7%, 52 T
FNZEN51.9%, 27.5% T L7,

8. FEAILT 2t  Jtvb (FLIL-4Ra) ,Nemolizumab (T IL-31Ra) , HT JAK CTHEEPR,

b AKX I T HEAAE (mast cell) <PCAFHEFLER (basophil) 706 ftH S AURREEIR &
D FETN, PIeE AZ I VAINELL GO TT "E—MREREZLETLHDIL-ox D
LEHA,

BT, IBEOELENST A N A VN L VELRDIBRED Z RN TEE LT,
IL-4R « PHEE (dupilumab, T =7 & b, 83,152 FH/1 A, 2018 FEFHAMINE) <°
JAK PR, IL-31Ra A% (nemolizumab) 72 EDHA N hA U MHNZ K VEAPIEE LD T,

FEAIE dupilumab (7 ab” Jtvh, B FEIBTE b IL-4/13 BT Ju—F ik C

Th2 BRUGIE S Z i) 12 KD IL-4R o BHES D Janus kinase (JAK)FHEE T
P Lk,
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Type2 %A A A ® IL-4, 1L-13, TSLP, IL-31 3L ZR - LET,

RiME= 2 —n1 @ Type2 IL-4 receptor subunit o (IL-4Ra) MNFER.IINFE LN
Z AU Type 2 SfERUG & MR FRIREREICEA BT 2 D T,

Dupilumab (Z & % IL-4R a fLE CHEEANEE L DI EEAMIT 5 H DT,

F 72 Type 2 SRPEAARIE IL-31 Z % L IL-31 2K subunit o« (IL-31Ra) <X
TRPV1-expressing ¥ 7-1% TRPAl-expressing neuron % EHAZRE L CHEA2E Z LET,
Nemolizumab [Xthe/)/n—tWH IL-31Re TH V. FEAITEHICLEL £,

IL-31Ra N7 FE—MEREROFELIIREBEET L L BbhvET,

9. HIEIEIZ ciclosporin, MTX, azathioprine, mycophenolate, IL-4R a LA, JAK PHEHA,

JEPTEAT=° phototherapy TUE L2 WIS, BE Y v~F 0D X 5 R HEE
(systemic treatment) 2MTHOILD XL IRV F LT,
BLAT oA FEHEEIIT7 LTICRT280Mons LT,

7T ME—MREROEHIERE L L CILE XD ciclosporin, methotrexate,

azathioprine, mycophenolate mofetil (E/L& 7 bk : 77U #5H1) <2 phototherapy %

hd, v bE/ 7 a—F L IL4RaHiiK duplimab (T a7 ) 010 JAK PHEFA
(baricitinib: A/ I = k) 2MEDLILDH L DI £ LT,

F 72 RATERAAAl S JAKL/2 LERKD ruxolitinib (¥ H b, EWN TIINARD &) R,
2019 4E 10 H A A THAFE &7z Pan-JAK [HE K delgocitinib(z L 7 F A8RE . AALIZD)
&&%mt_&%&wi9&ﬁ%ﬂﬁb&mﬁbfmi¢ ARV PY = Nl /AR
XTI BTN RN E L TH, T k5 RS mbfwé ETLT,

B HHRETIARLSfHbild DiX ciclosporin, methotrexate, azathioprine,

mycophenolate mofetil (Z/L& 7 K : 7V 455D T,

L LZNODOREMIZHOTZDIT-E 0 LI EIT A TH Y head—to-head LK
CEXFEDOTF o axik) Y £HA,

Ciclosporin{Zd—m v/ N 15 AEH, A—A 7 V7, HRATERBEINE LR
LIS OFFNTEHIME (of f label indication) & LTIt TWET,
Off label & F XX, 7/3— MU TORENHIED 5 TIIK 8P 210 E 5 & kg 7~ L
HNZIT (off label) <720 7, HIIZWDHRLRAW-OE 8Pl X (27 /7 H i
IT<OTIEFEIZT o VEEZRABNTLENE LT,
UEENRTZAHEE 23 L < D A —/3— {248 8 RFLARE S 5 D THE ) B

(K 8IFDH | LI TWE LT,
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Ciclosporin [TFFIZ RCT Tl bEELRNR, ZBMEDPHER SN TVET,

6-8 DGR TN—A T A 16 5% DWENG HIVE T, 722 ERIEBUL
FOOTETNEMIZ LV &K (end-organ) FMCHEMEEZEDO Y 270360 |
WoTIEEALEDHA KT A TI2HFLUNOHERHE L TWET,

Azathioprine & methotrexate IZZhHA) TR LR TH W BIET b E—ERKJERD
INERTHHERAINET, EBIIETH Y azathioprine i% 4-8 ., methotrexate |
8-12 M TR RDIRNH Y £7,

BAEH Y o~ F Tff 9 methotrexate NL H°7 FE—MHZJER TH

s/ TME, B XD FHEATLE,

Azathioprinel2 DG T 37T% W E, 77 AR T20% TLT,

mycophenolate mofetil (Lt~ : 77U 558K HHICHEE BT AT
b FEEANKBILZRROTERKE LTERIND LD LT,

0 JAK [HEAI S FE DA L9127 F L,
7 MR G AR TIE T4, LIS PIAMC L Z YA M A v, SR A5
LTBYREA JAK EFNIVA S hA >, RERT. SLVECZRIKS 7L
R A2 BIET 572 HF M (promising) T,

O JAK PERIT T b B —MR RS RIS Ll f &R L& 7= Blah: ¢,
FEITR MO 1-2 B Tk URRIRERIZ 24 B chE L ET, L LEMERT
BEER Y U~ F COMHO X 5 2B R, &SR ~0RE MielnfalsinEd,

Baricitinib (A /I x> bh :1 H 1\ 4mg, 2mg2722.7 M. 4mg5274.9 . EAND
WISEBEE Y v~ F D) 1% JAKL, JAK2 BREAITI 23 2 D Phase 3 BMrbivE L=,
4mg/HT1OD FTF AT /ATILEAST 75 (75%ck#) % baricitinib BT 24.8%.
75 REER. 8%, fihd h T A T /LT baricitinib B 21. 1%, I EREE4.4% T LT,
2mg/ H CIIRITZ Ldro7c k9 T3, BWEMIZEMEEES ., 80W. CPK E5-
FRERETT,

upadacitinib IXERAY JAKI FLEHL T Phase 2 T3 16 M TETORBMIERN S EH L £ Lz,
30 mg/ H TEASI 75 (75%3#) 1£69%., 77 EARET10% T LT,
AERIE=EMESIE (acne) | CPK _E5. BIHIRZ 2 & T,

abrocitinib ®3®IRAY JAKI PR T4 2% JADE MONO-1 k7 A 7 /L TlE 12 m&LL E 387 AT
abrocitinib200 mg 200 mg, 100mg/H., 7T &HRIZHITE L1z,

12 3T 100 mgfED 23. 7%. 200 mghED 43.8%75 IGA (investigator’ s global assessment)
T clear (0) £72131FIF clear (1) &Rk LE L7=, EAST 75 % 100 mghf T 39. 7%,

7T B AREE17.9%., 200 mgRET 62. 7%, 7B HREE11.8% TL7,
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JADE MONO-2 & [FIEE DR T4, 391 AT IGAO 7213 1 ZER LD

Abrocitinib ([EINAIETE) 200 mehE T 38. 1%, 100 meff 28.4%., 77 &R 9. 1%,

EAST 75 2ERKIE 200 mghf 61. 0%, 100 mght 44. 5%, 77 AHREE 10. 4% T L7z,

BEOT U — R THEINHD NT A 7 /L TRICHERFE ORI AR O 48 I TR L IVE LT,
Abrocitinib ORIMEAITIES, S8R, SOEEEI A2 < i/ MR H Al oo H SR AR |
R, B~ LSRR R 5N 2 5134 To JAK JERICH®E T,

1 0. JRPTEA CUE L WG a SIMRIE S B,

JRPTEAR ToE L WS . 4-8 IO phototherapy & & & L F1°,
Narrow—band ultraviolet B & medium—dose ultraviolet Al 2MEIvET,
- LEBIC L AR EEE, HENARAEICEELET (B ultraviolet Al)

1 1. BRI - B, T AL R, e, REtRab A, B, AR &

CIHG. I FE 06 R-2eM ALT (Assistant language teacher) W7 /N— hDH ET
T RE=ROESE/L, [ROBROTULELLENBETEL LE LT,
T EEDONBFNDONRAAA NV EFERLTNE LT, RERXLVIXLVLET,

2RI, i 1I84ESYD TS AL EHICHF G EZNE LTz, 0 BARZ LD
LTy VbR - N7y b (R OB EERE TR DI
JEEN L CWE LT, Bkl CWiZEFEGaiin-b L, Ell{@moz
BIFHBEXREATHICEXTWZE 2 A, ZEFRELEOEAENFEZ A Z
FNVCEHIGICO-> TECEFA THR (AW | ORFELREMABERE RET<NT
ASHRCTIRE LBENBIRSATVE LT,

7 N ER A S DRI L B T, BHEY (wool fabrics) .
T U RYEA] (alkaline detergents) | R, Yy, WA KL X, B9,

W ARLF. T LAY L DR EER R YT, T T U RITES RIS D A
FREOEMMITZESNT L, B—F—REEDLET FE—DRELTHDTT,

F T EIITIENETT S Ph BNTBEN =T V0 U AR CRENTRALE T,

RENVT ORENT ME—MEEEROGETH B (xerosis) ZfENET,
AT NVITH Y EEAPEEF (noisturisers: VU FTFF I
TLN—b RREZ B ETL L O TIPSR ERELET,

Cochrane @ systematic review CIZIEIMAI TR G, w2kl FEAH, RIEN
B LE LR,
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AN B BRI CRF G EMDO N OEHERE LT, s T LA &
BT D720 Td, BEFICHIZ2, 3E, AREREICBERIZObEE T,
FEFEOALT M- TV K D BRARAFA N EEGEOANBRFI O T U 2 EH Y 5 A,

FIROMD VIZARTRWEER 7V —CTHMENGKPH D7 U —F — 2R T,
RBHIREHELHEREA] (antiseptic) BAHDBMEBEOTET L A TH Y FHA,

1 2. DWNIEESR, RO, BIERER, 7 b E—E - FIRIED 5 B 3 S,

7 R MR ERITHEEZ MO T X P AFE L A
DWHIERIRE OFHlA T —/v RAZ 2 — R T,

BAEIR, EIERE, RO TEE (heterogenous) 72D TY,
BWHIBIOT= DN DD Z7 47V 7 R é 0 /NRIEFHFRIZ L

the UK Working Party criteria. [E§FK ClX The Hanifin and Rajka criteria &
Z DGR 5V £,

Hanifin % Rajka (T4 H) & EboARIRDOTL—YZHHRIZE A

Hanifin (X7 A /v 7 > K, Rajka g~ BV —TL7=,
HATDTATNFIN TV —=ANTE2T-DTT 4,

TFFE2N Hanifin & Rajka D27 7 A4 7 U7 TH, EAMFEA>DOSH 3 D&z L
Minor features23 ™9 &, 3 OLL FFET D2 L REMHTT,

[Diagnostic Standard of Hanifin & Rajika]
A, TFEED 3 DLl EOFEARRFHE (basic featues) DIFTEITMA
(1) FEH,
(2) BRI RE & 5 Ah
- B A O BIETES R OB (flexural lichenification)
- ol NETIEER. BETE O RZ,
(3) Bt HRT DEER
(4) 7 FE—BEEIIFRE (R, T LA —tERk, 7 hE—MERER)

=

Tat 3 2LL E® minor features DIFLE,

g E AL (xerosis)

ffE (icthyosis) | FEDOWMRE2B, (palmar hyperlinearity) . FEfLIEERE
FERERNRES S (type 1)

1fyE IeE b5

BN T O FESE

5 &Y (Staphylococcus aureus, herpes simplex) . FERGRE/K T
FERFRIT - ROEER

LA 2

N N N N~ A~~~
~N O O1 B~ W DN
_ D D T o

©¢]
N2
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N
O
N

HIg%R

ARG e

Dennie—Morgan infraorbital fold

M &t (keratoconus)

AiiZE FHWPE (anterior subcapsular cataracts)
Oribital darkening (H DJEPFHE)

PRI & [ (facial pallor) . FHEFEIR (facial erythema)
HEftEZ (Wbww b TX7=1F) | pityriasis alba)

HiE O (anterior neck folds)

FEVT TRES

RN AIIN 7 —/L (wool ad lipid solvents) IZXFd A RER
Perifollicular accentuation

BT LILF—

R, EAEIA T Tl b

F AR EHERLIE, THIREIE (delayed blanch)

DN DN —H = = = = = =
— O O 0 1 O U1 W N = O
N N N N N N N N N N N N N N

AN AN AN AN AN AN AN AN AN AN AN AN /N A/
[\
[\

[\]
w

13. HOTOR, BOIREI, F% - QEOB,. MEAR, BEBIMIEN, ANED,

FFE Hanifin & Rajika @ minor features ® 9 5, RO FIZBEN T 2
(Dennie-Morgan infraorbital fold ) &)X Z DL HIZIROBEFHNEL 725
(orbital darkening) . T, RJEDEFE 28 (hyperlinearity) . JETIMAIA L
(Hertoghe’ s sign) . MH#EMR (keratoconus) (Z/MVE. &80 FHATLT,

F v FTCHEBRETHETSHTEET,

F7-B1%E FEAWNE (anterior subcapsular cataracts) 23& 0 T2 Z3UZHNEEL T
T BHROTL L OIM?

XK (orbital darkening) & &z L. AR TR A OEEOEEZND TN D &
WO TR NWTREEEE L,

A EGHECHFE EM CHEEZ BRI C EFEERICHO TWDE EE 9D TT,
WRATHEWVEITZSH D FHEANLETCHETHLRIBEDHETHS2OTL X I,
T HXFE TR X OB EZRIL T D LR ERFATLE,

LN ULTE S TR FIEHARETEI MERXLDOTL X 9,

T AR (BER) [To 72K, 3R ZNT- & ZAIBE WU TR IR NE LT,

WEmOE L AR CHRNT LI, FEILOEEO L 5 R XL p L N a2y
AARICEATE BT TIERNA I N EEWE L,
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1 4. $hIRITEm. EEOFRE, 2 Pl B S BHE A~

FIoRETERDERIC L O 5N ERR D VW) O/ NMERIRMY A TL,
IR OB TR ARG 22T 2 £ 5 38R, K. ZJEEEM (excoriation) .
FERMEIR R 70 E D3RRI B, JA, RERICHI B LYKEEE (nappy area) IZ13H 0 £H A,

2l ECITEZB I XV IRR L. B E 20 BaRiZ#E L . Bl (xerosis) & 720
BEE Ml CEEE{ (lichenification) L £,

WA 2 MIHRTIEEE, BRI REBATE, 2 % b6 B A o
WD Z 2 T LT,

HELIBETITRZIZI LV A& E 250, [BRAL LT, B (eyelids) .
FBAE A (flexure) 72 IR GIVET,
BN TR O FOWMIZE D ITE - 72 0 BHSAE, e B, B, B2 S oinnE 7,

FERER 2NN T R b LT
« follicular type (GBEME) : BOMEBOEETHV TVT, 77U TFHRTEU,
« prurigo (FE¥2) type Eﬁﬁﬁ]@’(ﬁ)\ S A S & iSRS E,

T D8 e LT

- FzE L

< FIHI S OFRIE (HBE 1T AR 2 FELLED)

-7%H~ﬁ%%(%%\7vw% MRS, T hE—MRER) OBEE E 7L F
- TgE &

IR A E LT

- P BJEOIEE 2B (hyperlinearity)

- RO (Dennie-Morgan infraorbital folds)
 Hertoghe’ s sign (J8EBAMAIZNHE)

RERHY ET,

1 5. MR ORATEAANL OK, EHIGRITEILEE !

RR O T N —PERERICHT 5 emollients (BIEAD . Class 1T, 11T AT

AT 1A R, calcineurin inhibitors, Ultraviolet Al <X

narrow-band ultraviolet BfEHIZHIRIZH Y XA,

L LEHHRIITEENSLETT, Gloeg 274 Righ

ciclosporin [3HRE 7R B2 21T 2 X IR 27275, azathioprine [JBEIT 5 & T,
Methotrexate <° mycophenolate mofetil IXFiE, AT IIEZ T,
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The Lancet &I — 7 FE—VMERER] HREELTI TR 16 TY,

T MR RER OB R Y A7 1L EHHE A filaggrin B 5L FLG s 1A 5 |

T MR E R D TEHITHTEIEAS . KEN VT, 5l o3& & THEA L (itch-scratch cycle) o
T ME—MEREROERY A7 RFIET N E—MEEER DOFIEE,

Atopic march:7he —MERER—ME, fEMIEE~OER, BE, MIWEEAIFLH Y,
BRIET M X4 3-7 BIXRATATRA N Tavhe-h, LI R EERILA] (D2)05) THERE,

7 n bty OB XA B A, EE D D AT N D LD IS REFEMEE Z S ¥,
Brisfidk : PDE4 PHE (crisaborole) . JAK1/2 PHE (Y ¢ht’) . PanJAK PHE (aV)Fh)
FEAET ab” 2t/ (U IL-4Ra@) ,Nemolizumab (HT IL-31Ra) , i JAK TRk,

P EVEWRIZ ciclosporin, MTX, azathioprine, mycophenolate, IL-4R a L. JAK PHEEFAI,
JRPTEAT CUE L7 WIGASEIMRIETE b B 8,

@O 0O60Ee

BALR A - Bk, TV BEAL RfE, YR, KERRANA, B, W AR 1R L
ZWHTEEA, BRI AR 1BYERER, 7 b - FIRED 95 3 DA,
HOTOR;, BOIREH, F5 - BEOH., MM, JBEI/MIE, ANED,
SRITEEE, RBR0RE, 2 bl B S B A~

IR O RS AL 0K, SEREITETE !

®® 66 6
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