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HIV: Humanl;lnrlnyo icien y'vm BERETA , HLA: human leukocyte antigen (E~BMEkHE), IFN:interferon (/>4 —2z0OY),

MHC: Major histocompatibility complex (EZ###E & 1%5#1/H), SCID: Severe combined immunodeficiency (EfEE S RETFE)

1. 77—ARRTYTRERES. FEWHE fFE. D5 EF4; 2010.p.92-94. 2. Ikdheimo |, et al. Arch Dermatol Res. 1996; 288:63-7.

® Py 3. Daikeler T, et al. Rheumatology (Oxford). 1999; 38: 89-90. 4. Kanamori H, etal. Am J Hematol. 2002; 71:41-4.
® -~ 5. CCF Thh -~ EBEORELAE (RERBRKT Y F10) . &I B . fILEE,; 2012. p.237-245.
.\'J PEARLS @ 6. Nickoloff BJ, et al. Am J Pathol. 1999; 155:145-58. 7. Funk J, et al. Br J Dermatol. 1991; 125:463-5.

8. Morar N, et al. Lancet Infect Dis. 2010; 10:470-8.
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DNA: Deoxyribonucleic acid (77 UR#%EE), RNA: Ribonucleic acid (7R #%EL)

© 1. Telfer NR, et al. Arch Dermatol. 1992; 128:39-42. 2. Gudjonsson JE, et al. Br J Dermatol. 2003; 149:530-4.
- 3. Nickoloff BJ, Nestle FO. J Clin Invest. 2004; 113:1664-75. 4. Eyre RW, et al. Br J Dermatol. 1982; 106:153-9.
) 3 5.Lande R, et al. Nature. 2007; 449:564-9. 6. Ganguly D, et al. J Exp Med. 2009; 206:1983-94.

.\‘J PEARLS \ 7. Tsankov N, et al. Am J Clin Dermatol. 2000; 1:159-65. 8. Richards HL, et al. Br J Dermatol. 2005; 153:1114-20.

’ 9. Setty AR, et al. Am J Med. 2007; 120:953-9. 10. Schmid-Ott G, et al. Br J Dermatol. 2009; 160:782-5.
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* LL-37: RIRMGIBE XT FF (cathelicidin) NS
EEY S

« DNA: Deoxyribonucleic acid (7743 7R #%EE), IFN: Interferon (44— xAY), IL: Interleukin (4 >%—B04 %), Tc: Cytotoxic T lymphocyte (F5—THAk),
¢ Th: Helper T cell (~JL/X—T#iRa)
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¢ DNA: Deoxyribonucleic acid (T4 ¥ JR#%EE), IFN: interferon (22— xAY), mDC: Myeloid dendritic cell (B 88%E K N#HX#AT),
‘g pDC: plasiacytoid dendritic cell (i & #Ba#k 451K #HBE), RNA: Ribonucleic acid ()78 #%E), TLR: Toll-like receptor (Toll#3Z & 4K)
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1. Lande R, et al. Nature. 2007; 449:564-9. 2. Ganguly D, et al. J Exp Med. 2009; 206:1983-94.
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Th174t
o? DNA: Deoxyribonucleic acid (77 ¥ 1J7R#%B), HSP: Heat shock protein (84> 3v%9 4> /X9 ), IFN: Interferon (/24— xAY), IL: Interleukin (1 >2—04F2),
© (] PAMP: Pathogen associated molecular pattern (f& R AR & 5> F/4—>), RNA: Ribonucleic acid (J7R4%E&), Th: Helper T cell (~NJL/S—THifa),

i” pEArLs TLR: Toll-like receptor (Toll#3%4&), TNF: tumor necrosis factor (EBERXERF)
> Sweeney CM, etal. Arch Dermatol Res. 2011; 303:691-705.
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IFN: interferon (f>4—2z0Y), pDC: plasmacytoid dendritic cell (22 #Ratk#H{X $HAD)
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TNF-a and INOS producing cell v ~ -
(TIP-DC)
B EEICRITDIREFNEEDODPINNER

o FIRHRZ CTIEM

o BABREMEMNELET HHAMDHAUIZKYEMIE
(PDCH FEIFN-a/: &)

e THifA) B CIEEERE
@ NIEIEERE: TNF-aX°INOSDELE
® EEDIZEMN: PUVAEEIL., 2B EEZDTIP-DCERALIES

IFN: Interferon (>2—27xA), INOS: Inducible nitric oxide synthase (F5&8% — L EFR G REF%K), pDC: Plasmacytoid dendritic cell (72 & #Ra#k#HA HERT),
PUVA: psoralen ultraviolet A, TIP-DC: TNF/iNOS producing dendritic cell (TNF/iNOSEE £ #H4k #12), TNF: Tumor necrosis factor (FEE R E F)
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3 Nestle FO, et al. N Engl J Med. 2009; 361:496-509.
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_®  CLA: Cutaneous Lymphocyte Antigen (BZJ') >/ \EkBAEH1IR), DC: Dendritic cell (H4K#flifa), TCR: T cell receptor (THER2ZZ&F)
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Diluvio L, et al.J Immunol. 2006; 176:7104-11.
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ICAM: Cell adhesion molecules (#Ef83#£55 2 F), LFA: leukocyte function-associated antigen (H MMk Eki&%BEREHIR),
MHC: Major histocompatibility complex (X Z##E & 4 HE), TCR: T cell receptor (THIFEZ BIK)

() :’ @ 1. Kindt TJ, etal. Immunology. 6th ed. WH Freeman; 2007.
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2. Curtsinger JM, et al. J Immunol. 1999; 162:3256-62.
3. Kalinski P. Curr Opin Investig Drugs. 2009; 10:526-35.
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IFN-y223, |L-22,
IL-22%, TNF-o23

IFN-y!, IL-121 =%

DA4ILA

7LIL¥—

IL-102, [L-133 HFER

IL-1BL3, IL-6%3,
IL-2113, |L-231.3
TGF-B13

IL-17%3, [L-2213 RS

Bo®RERE. {18

IL-6, TNF-o!

IL-23, |L-103 IL-10°%, TGF-B°

Sl S

& IFN: interferon (> 4#—27xAY), IL: interleukin (4 >2—RA4 ¥ ), TGF: Transforming growth factor (k5> X7+ —32 45 B EEF), Th: Helper T cell (NJL/3—THiRE),

“ TNF: Tumar necrosis factor (EIESEREF), Treg: Regulation T cell (HIfEIT4ETH
L4 @ (53R F) ¢ g (RIEIETHRAR) 1. Sonnenberg GF, etal. Nat Immunol. 2011; 12:383-90.

(*]
é’ PEARLS \ 2. Okamoto Y. YAKUGAKU ZASSHI. 2005; 125:355-361.
3. Mabuchi T, et al. J Dermatol Sci. 2012; 65:4-11.
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Capon F, et al. J Invest Dermatol. 2012; 132:915-22.
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BEF (GLE)

IL23R (1p31)

B I\)BE#EE

IL-232R/KHT1=vhk

2

IL-233 5 F UinmE

X

Cargill et al. (2007); Capon et al. (2008);
Nair et al. (2009); Ellinghaus et al. (2010);
Strange et al. (2010)

MHC 95X T YHUKR

IL28RA (1p36) IL-28% /&Y T 1—vk IFNS Y F )UimE Strange et al. (2010)

LCE3B/3C/3D (1q21) FSF /Y AMMEER INDE A IAUNE - de Cid et al. (2009); Zhang et al. (2009); Ellinghaus et al. (2010)
REL (2p16) NF-xBYJ1=vk NF-x BT+ IUEE Strange et al. (2010)

IFIHL/MDAS (2 24) HOMIVAERZLDZAE IFNS Y+ )UinE Strange et al. (2010)

ERAP1 (5q15) FI/RTFE—€TOEI Y FEER Strange et al. (2010); Sun et al. (2010)

IL4, IL13 (5q31)

Th2H A bh1>

IL-4/IL-33 7 F )L imE

Nair et al. (2009)

IL12B (5q33)

IL-128 X UIL-23 A b AL #HEFFTHHT1=yh

IL-233 5 F U imE

Cargill et al. (2007); Nair et al. (2009);
Zhang et al. (2009); Ellinghaus et al. (2010); Huffmeier et al. (2010)3

TNIP1 (5q33)

TNFEEENF- £ BiE 4 AE

NF-x B O+ ILIEE

Nair et al. (2009); Strange et al. (2010);
Sun et al. (2010)

PTTG1 (5q33)

e ) A il

#HBE FE) HAFI1E1 / DNAISTE

Sun et al. (2010)

HLA-C (6p21)

MHC ¥3X 1 i[R

REER

Capon et al. (2008); Nair et al. (2009); Zhang et al. (2009);
Ellinghaus et al. (2010); Strange et al. (2010)

TRAF3IP2 (6q21)

IL-1755ENF-  BiEMHEE N 74 T 4—

IL-17/NF- £ B& 9 F JUIEE

Ellinghaus et al. (2010); Strange et al. (2010); Huffmeier et al. (2010)3

TNFAIP3 (623)

TNFEEENF- £ BiE 4 AE

NF-k B9+ )UimsE

Nair et al. (2009); Strange et al. (2010)

CSMD1 (8p23)

s HEEF

A

Sun et al. (2010)

IL23A (12q13)

IL-234 T 1=yk

IL-2335 F )UimE

Nair et al. (2009); Strange et al. (2010)

GJB2 (13q11)

T T Hoa BN E

Sun et al. (2010)

NFKBIA (14q13)

NF- k BiEERE

NF- £k B9+ )LimsE

Strange et al. (2010); Stuart et al. (2010)

FBXL19 (16pi1)

NF- x BiETEEE (HEE)

NF-x BT+ IUEE

Stuart et al. (2010)

NOS2 (17q11) —BIEBERERBRFE BAME R Stuart etal. (2010)
SERPINBS (18721) ) JanF7—ERE BH Sun et al. (2010)

TYK2 (19p13) YA AV ZRKICEHET HFOL % F+—€ IL-238 & WIFNS 4 JLAGSE | strange et al. (2010)
ZNF816A (19q13) SERF A~BR Sun et al. (2010)
ZNF313/RNF114(20q18) |E31EXFoH—+ IFNY S+ IUIGE Capon et al. (2008); Nair et al. (2009);

Strange et al. (2010); Stuart et al. (2010)

B&S: CSMD1; CUB and Sushi multiple domains 1, ERAP 1; endoplasmic reticulum amino-peptidase 1, FBXL19; F-box and leucine-rich repeat protein 19, GJB2; gap junction protein, B2, 26 kDa, HLA-C;

human leukocyte antigen C, IFIH1; IFN induced with helicase C domain 1, IL12B; IL-12B, IL28RA,; IL-28 receptor a, LCE3B; late cornified envelope 3B, MDAS5; melanoma differentiation-associated gene 5,
MHC; major histocompatibility complex, NFKBIA; NF- « B inhibitor a, PTTGL; pituitary tumortransforming 1, REL; v-rel viral oncoge ne homolog, RNF114; ring finger protein 114, SERPINBS; serpin peptidase
inhibitor, clade B (ovalbumin), member 8, TNFAIP3; tumor necrosis factor, a-induced protein 3, TNIP1; TNFAIP 3-interacting protein 1, TRAF3IP 2; TRAF3-interacting protein 2, TYK2; tyrosine kinase 2,
ZNF816A; zinc finger protein 816.

1LRICHDITATOBEIGFEIF, DEELLIDDT ) LT ARBEEEH (GWAS) [LEWTHBEEEZLBEN P<5x108)ERT S/ LATARERLTS,
2 REMERZMERLRT
& 3RCEERAET KT/ LT AN REE AR

&
. dPEARLS @

Capon F, et al. J Invest Dermatol. 2012; 132:915-22.
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6p21.1- 6p21.3

' @
I I I I I I
0 500 1000 1500 2000 2500 3000 3500 kb

D3RI 23R DAl

DP DN DM LMP/TAP DO DQ DR C4 C2 HSP70 TNF B C E A G F

A

Baoa a aoalf af af P a
PSORS1
SEEK1
HCGZ?! POUSF1| CCHCR1| ~——— ~ STG
L] L1 1 CHH M=+
HLA-B HLA-C ERVK PSORS1C3| TCF19! SPR1 CDSN HLA-E

B CIIPSORS1EDEEL'RERAL )

‘@ MHC: major histocompatibility complex (EZEHEBE SR
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Hi#8: Bowcock AM, Krueger JG. Nat Rev Immunol. 2005;5(9):699-711.

Trembath RC, et al. Hum Mol Genet. 1997; 6:813-20.



R DKRBRBEMBITFEE

R FIGEETF . HESh
SNPID (rs&%5) gk \Ur (=] =B A J)) E%Efgﬁﬁﬁgf TL3
) (Yes/No)

rs12191877 6p21.33* T(0.147) 2.64 <1 E-100 HLA-C, CDSN Y
rs17728338 5033.1 A(0.054) 1.59 1E-20 TNIP1 Y
rs2082412 5q33.3 G(0.798) 1.44 2 E-28 IL12B Y
rs33980500 6921 T(0.071) 1.38 1E-16 TRAF31P2 Y
rs4649203 1p36 A(0.770) 1.36 7 E-8 IL28RA N
rs2066808 12913.3 A(0.932) 1.34 1 E-09 IL23A, STAT2 Y
rsl7716942 2p24 A(0.900) 1.29 1E-13 IFIH1 N
rs20541 5g31.1 G(0.790) 1.27 5 E-15 IL13, IL4 N
rs4085613 1921.3 C(0.421) 1.27 7 E-30 LCE3C, LCE3D Y
rs495337 20913.13 C(0.551) 1.25 1 E-08 RNF114 Y
rs2431697 5033.3 C(0.177) 1.19 1 E-08 PTTG1 N
rs4795067 17911.2 G(0.349) 1.19 4 E-11 NOS2 Y
rs610604 60923.3 G(0.320) 1.19 9 E-12 TNFAIP3 Y
rs10782001 16p11.2 G(0.368) 1.16 9 E-10 FBXL19 N
rs12586317 14q13.2 T(0.751) 1.16 2 E-08 NFKBIA, PSMAG6 Y
rs3751385 13g12.11 T(0.478) 1.14 2 E-10 GJB2 N
rs10088247 8p23.2 C(0.183) 1.13 5 E-09 CSMD1 N
rs2201841 1p31.3 G(0.295) 1.13 3 E-08 IL23R Y
rs151823 5915 A(0.495) 1.12 9 E-09 ERAP1 Y
rs514315 18922.1 T(0.742) 1.12 6 E-09 SERPINBS N
rs702873 2pl6 G(0.620) 1.12 4 E-09 REL Y
rs9304742 19913.41 T(0.649) 1.11 2 E-09 ZNF816A N
BT 8p23.1 ZEAL ZELL 3 E-08 B-defensin genes N
* HLA-CIEIZ FMNE FNHPSORS1IMD A E:exponential notation lE-01 | I A4+ X —F 1% 7RT

SNP:Single Nucleotide Polymorphism (—iEEZR)

E’z&}‘& BILEHERTIE. PSORSIPTEHLA-Cw6E DR ENRERL)
JPEARLS .

Goldsmith LA, et al. Fitzpatrick’'s Dermatology in General Medicine. 8th ed. p.207.
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PSORS1 RKFUHLA-CwW6E
® PSORS1
&7 % 0D = BB R 2 MR 4 $B18k & L T “psoriasis susceptibility”

DETHENDLDDUVED, PSORSI~12'ETHY.
PSORS1IMN L EZFF Z5@<FAEL TLVAESNTLNVS

® HLA-Cwb6

E~RDMHC (major histocompatibility complex; 3 Z #Hi#
BEEE4E A1) Th HHLA (human leukocyte antigen; £k
El%ié?ﬁﬁ) D55 . HLA-CHRED Cweh L EEE DR EA
ExO5RLD

1. Coda AB, et al. Genomics. 2012; 100: 18-26.

© (%
-"JPEARLS _ )
- 2. CZFEThh--BOREL AR (REMBRK7 £y ~10) . &1 B & PILEJE,; 2012. p.6-7.
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ANEGBEEDHLA/\TOY 1 F s mam:

HLA/NT 04 A7 LEzfEE DR

95% CI
Allele
C*01:02 0.220 0.182 1.26 1.01 1.58 3.75E-02
C*01:03 0.006 0.005 1.04 0.25 4.11 1.00E+00
C*03:02 0.007 0.006 1.07 0.30 3.74 1.00E+00
C*03:03 0.095 0.128 0.72 0.53 0.96 2.34E-02
C*03:04 0.093 0.127 0.71 0.52 0.95 1.86E-02
C*04:01 0.035 0.036 0.97 0.58 1.60 9.04E-01
C*05:01 0.002 0.004 0.62 0.06 4.36 6.98E-01
C*06:02 0.045 0.005 8.66 3.63 25.1 2.64E-09
C*07:02 0.127 0.124 1.03 0.78 1.35 8.92E-01
C*07:04 0.028 0.016 1.76 0.91 3.44 8.70E-02
C*08:01 0.091 0.085 1.07 0.77 1.48 6.92E-01
C*08:03 0.008 0.011 0.73 0.24 2.01 6.44E-01
C*12:02 0.152 0.115 1.39 1.06 1.81 1.40E-02
C*12:03 0.000 0.001 0.00 0.00 48.7 1.00E+00
C*14:02 0.033 0.067 0.47 0.29 0.73 5.15E-04
C*14:03 0.039 0.065 0.59 0.38 0.91 1.24E-02
C*15:02 0.020 0.022 0.90 0.46 1.72 7.59E-01

E:exponential notation lE-01 1 Tl A+ XA —% |#RT
(%]
¢ . : . .
& J @ HLA: human leukocyte antigen(E kB MEk#/R), OR: v XLt
SJ PEARLS \ -
Mabuchi T, et al. J Dermatol. 2014; 41:697-704.
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Case 95%Cl 95%Cl
PR s e A P O PR P o ey
Allele n=250 n=196 Lower | Upper Lower | Upper

C*01:02 | 0.218 0.222 0.182 1.25 0.95 1.64 |1.02E-01| 1.28 0.95 1.71 | 8.73E-02

C*01:03 | 0.006 0.005 0.005 111 0.18 5.24 |1.00E+00| 0.95 0.09 5.32 |1.00E+00
C*03:02 | 0.008 0.005 0.006 1.28 0.27 5.04 |7.47E-01| 0.81 0.08 4.28 |1.00E+00
C*03:03 | 0.104 0.084 0.128 0.79 0.55 111 |1.86E-01| 0.62 0.41 0.94 | 2.20E-02
C*03:04 | 0.088 0.099 0.127 0.67 0.46 096 | 2.78E-02| 0.76 0.51 112 |1.75E-01
C*04:01 | 0.032 0.038 0.036 0.89 0.46 1.64 |7.70E-01| 1.07 0.54 2.00 | 8.76E-01
C*05:01 | 0.004 0.000 0.004 1.11 0.10 7.80 |1.00E+00| 0.00 0.00 431 |5.78E-01
C*06:02 | 0.070 0.013 0.005 13.9 5.72 40.7 3.91E-13| 2.38 0.57 9.44 | 1.67E-01
C*07:02 | 0.142 0.107 0.124 1.17 0.85 1.61 | 3.36E-01| 0.85 0.57 1.24 | 4.16E-01
C*07:04 | 0.032 0.023 0.016 2.01 0.95 422 | 5.87E-02| 1.43 0.56 3.39 | 3.80E-01
C*08:01 | 0.084 0.099 0.085 0.98 0.66 146 |1.00E+00[ 1.18 0.78 1.78 | 4.10E-01
C*08:03 | 0.006 0.010 0.011 0.55 0.10 2.07 | 5.75E-01| 0.95 0.22 3.15 |1.00E+00
C*12:02 | 0.116 0.199 0.115 1.01 0.71 142 |9.33E-01| 191 1.38 2.63 | 5.48E-05
C*12:03 | 0.000 0.000 0.001 0.00 0.00 86.8 1.00E+00, 0.00 0.00 |111 1.00E+00
C*14:02 | 0.032 0.033 0.067 0.46 0.25 0.80 |[3.49E-03| 0.48 0.24 0.88 | 1.21E-02
C*14:03 | 0.042 0.036 0.065 0.63 0.37 1.06 |8.27E-02| 0.54 0.28 0.97 | 3.20E-02

C*15:02 | 0.016 0.026 0.022 0.71 0.27 1.63 | 453E-01|] 1.14 0.48 2.49 | 7.00E-01

® E:exponential notation FE-01 | CIY A+ R —F& 1Z R
(%]
(*] J @ HLA: human leukocyte antigen(E kB MmEk#/R), OR: v XLt
SJrearLs GG

Mabuchi T, et al. J Dermatol. 2014; 41:697-704.
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AANCHIT D EEESEFORES®
- EEEIEDI=FyAY E
db SNP Gene Control PsV AD P value P value
n=938 n=259 n=999
MAF MAF MAF OR(95%CI OR(95%CI

rs11121129 SLC45A1, TNFRSF9 0.222 0.230 0.227 7.19E-01 1.04 (0.83-1.32) 7.16E-01 1.03 (0.88-1.20)
rs7552167 IL28RA 0.192 0.141 0.196 8.12E-03 0.69 (0.53-0.91) 7.86E-01 1.02 (0.87-1.20)
rs7536201 RUNX3 0.388 0.344 0.358 6.55E-02 0.83 (0.67-1.01) 5.40E-02 0.88 (0.77-1.00)
rs6677595 LCE3B, LCE3D 0.412 0.363 0.417 4.52E-02 0.81 (0.67—-1.00) 7.33E-01 1.02 (0.90-1.16)
rs62149416 FLJ16341, REL 0.039 0.043 0.038 6.70E-01 1.11 (0.68-1.81) 8.73E-01 0.97 (0.70-1.36)
rs10865331 B3GNT2 0.315 0.347 0.311 1.67E-01 1.16 (0.94-1.42) 7.97E-01 0.98 (0.86—-1.13)
rs2111485 IFIH1 0.173 0.181 0.174 6.72E-01 1.06 (0.82—1.36) 9.03E-01 1.01 (0.85-1.19)
rsl7716942 KCNH7, IFIH1 0.000 0.000 0.001 — — 3.30E-01 —
rs27432 ERAP1 0.406 0.373 0.382 1.73E-01 0.87 (0.71-1.06) 1.30E-01 0.90 (0.79-1.03)
rs2910686 ERAP2 0.484 0.516 0.510 2.10E-01 1.13(0.93-1.38) 1.19E-01 1.11 (0.97-1.26)
rs1295685 IL13,1L4 0.302 0.274 0.346 2.18E-01 0.87 (0.70-1.08) 3.54E-03 1.22 (1.07-1.40)
rs2233278 TNIP1 0.089 0.174 0.086 3.50E-08 2.15 (1.63-2.84) 7.34E-01 0.96 (0.77-1.20)
rs4379175 IL12B 0.430 0.311 0.450 1.25E-06 0.60 (0.49-0.74) 2.02E-01 1.09 (0.96-1.23)
rs9504361 EXOC2, IRF4 0.217 0.234 0.213 4.00E-01 1.10 (0.88-1.39) 7.51E-01 0.98 (0.84-1.14)
rs4406273 HLA-B, HLA-C 0.011 0.045 0.010 5.86E-07 4.12 (2.26—7.51) 6.13E-01 0.85 (0.46—-1.59)
rs13437088 MICA 0.290 0.278 0.269 5.94E-01 0.94 (0.76-1.17) 1.38E-01 0.90 (0.78-1.04)
rs33980500 TRAF3IP2 0.017 0.050 0.021 9.39E-06 3.13 (1.84-5.32) 2.96E-01 1.28 (0.80—-2.05)
rs582757 TNFAIP3 0.056 0.060 0.063 7.20E-01 1.08 (0.71-1.63) 3.70E-01 1.13(0.86-1.48)
rs2451258 TAGAP 0.029 0.021 0.021 3.14E-01 0.72 (0.37-1.38) 1.05E-01 0.72 (0.48-1.07)
rs2700987 ELMO1 0.094 0.109 0.094 2.87E-01 1.19 (0.86-1.63) 9.86E-01 1.00 (0.81-1.25)
rs11795343 DDX58 0.224 0.241 0.257 4.23E-01 1.10 (0.87-1.38) 1.92E-02 1.19 (1.03-1.39)
rs10979182 KLF4 0.399 0.442 0.416 8.14E-02 1.19 (0.98-1.45) 2.89E-01 1.07 (0.94-1.22)
rs1250546 ZMIZ1 0.473 0.417 0.422 2.43E-02 0.80 (0.66—0.97) 1.65E-03 0.82 (0.72—-0.93)
rs645078 RPS6KA4, PRDX5 0.239 0.234 0.239 8.33E-01 0.98 (0.78-1.23) 9.94E-01 1.00 (0.86—1.16)
rs4561177 ZC3H12C 0.365 0.371 0.382 8.24E-01 1.02 (0.84-1.25) 2.95E-01 1.07 (0.94-1.22)
rs3802826 ETS1 0.269 0.301 0.292 1.45E-01 1.17 (0.95-1.45) 1.12E-01 1.12 (0.97-1.29)
rs2066819 STAT2, IL23A 0.046 0.027 0.037 6.15E-02 0.58 (0.33-1.03) 2.01E-01 0.81 (0.59-1.12)
rs8016947 NFKBIA 0.479 0.454 0.471 3.15E-01 0.90 (0.74-1.10) 6.23E-01 0.97 (0.85-1.10)
rs367569 PRMS3, SOCS1 0.094 0.081 0.099 3.59E-01 0.85 (0.60-1.21) 5.87E-01 1.06 (0.86-1.31)
rs12445568 PRSS53, FBXL19 0.085 0.093 0.066 5.77E-01 1.10 (0.78-1.54) 2.60E-02 0.76 (0.60-0.97)
rs28998802 NOS2 0.009 0.010 0.009 8.09E-01 1.13(0.41-3.11) 9.97E-01 1.00 (0.50-1.99)
rs963986 PTRF, STAT3, STAT5A/B 0.372 0.442 0.377 4.18E-03 1.33 (1.09-1.63) 7.89E-01 1.02 (0.89-1.16)
rs11652075 CARD14 0.409 0.440 0.413 2.17E-01 1.13(0.93-1.38) 7.98E-01 1.02 (0.89-1.16)
rs545979 POL1, STARD6, MBD2 0.024 0.029 0.022 5.31E-01 1.21 (0.67-2.19) 6.97E-01 0.92 (0.60-1.40)
rs892085 ILF3, CARM1 0.275 0.285 0.260 6.54E-01 1.05 (0.85-1.30) 2.92E-01 0.93 (0.80-1.07)
e rs1056198 RNF114 0.315 0.308 0.341 7.51E-01 0.97 (0.78-1.19) 8.67E-02 1.13(0.98-1.29)
. rs4821124 UBE2L3 0.357 0.375 0.371 4.40E-01 1.08 (0.88-1.33) 3.80E-01 1.06 (0.93-1.21)
¢® E:exponential notation lE-01 | CIY A+ XA —F 1% R9

® ' PEARLS @ AD : Atopic Dermatitis (7 b E—1 R [§ 2£), Psv : psoriasis vulgaris (5% 4821F)
& )
’ Tamari M, et al. J Dermatol Science. 2014 ;76:149-160.



CREES. BCRERDNERSE®
EDEIS M RIEEN L\ D BIET

TNF2 2K L-128& U
BEUTNFEZEE IL-2325F )L ZFOMDY AL hL,
| | NF-«BY 45+ 1L 1 TENAVE SV ChLDREE
ard om H | AIT 1 ! m !
co-HE H [ | [ N | co -l EE BE HEBR [ |
Ps - EE EH HEH B HE ps4 HHEHNE [ | [ |
rRA{HHE HEHHE N H N RA - [ | [ | EEENR
ste-H [ | [ | SLE [ |
T1DM — [ | [ | T1DM HE N HE EHHE [ |
zoi -l H 1 || HE zom-HHEHE NN EEEE BEBE [ |
K N W R S LA P S U
T SIS TE ST ES FEFEI PSS S EIJVES e
NS & &e‘( K & RIS & N ¥ \\})'\ S S \QQ;\\\’\\‘,\/ D \\f/b S
R N & & VYRR
", {5 S o
BIEF ¥ ¥ BIEF
HFBTF
N 5 1BA =005
LT TSI @ — DS TFN e | 1 ZOMESET
1 | |
N | [ | AIT - AIT - [ |
coc-HE RN [ | CD [ | CD [ | [ | H B [ | [ |
Ps - HE Ps — [ | ps—{H H H [ | [ | HEENE
rA{ HHEHENE ra{ H H [ | rA4 B H H HENR HEN
stE M H N il N | SLE - EE BN HEEN
Tiom— M [ ] T1DM — [ | [ | Tiom—{ M H B [ | [ |
zom—-H HHEMNE Z0 it [ | zo—<{HH H HEEE B [ N | HE N
1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1
Q > O (M Q > \\sg-ngxb NN Mo A D N M D VNN DN N D XN
5 P SF £ FFFISL LR LELELELELE L] L LRSS LK F L@
Q'QYC; L FFL S VS FXF L SLELLLLLETIAO KT XS &@‘@‘@«V&
0%\@0,&%&0 NI 3 S s L& Ty TOTITLI SN
© Q &YIS é\V‘
BIET BIET ° BEF
W EZELDOBEESENTEEINTINDEEF BEREODEMNELE>TWRAIV ST UTRE

L BCfEER. BOREANDNWEREIZOELRF. YTV 9“%1&"‘73“ BLTCULD

® tj @IT Autoimmune thyroid disease (B C&& 4B KIRAER), CD: coeliac disease (') 7 v74&), Ps: Psoriasis (F2#F), RA: Rheumatoid arthritis (B &)< F),
PEARLS

LE: Systemic lupus erythematosus (£ &L )T b—TX), TLDM: Type 1 diabetes mellitus (LE!¥EFRIH)
Zhernakova A, et al.Nat Rev Endocrinol. 2013; 9:646-59.
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© DC: Dendritic cell (#4X#HE2), IFN: Interferon (4>4—27xO), IL: Interleukin (4 >4—04 ¥ ), NO: Nitric oxide (—E&1LZE ), Th: Helper T cell (~NJL/3—THiRS),
Tl P-EC; TNF-a iNOS producing dendritic cell (TNF-a/iNOSEE & 48 {K#i2), TNF: Tumor necrosis factor (B EEEF)
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-'.l PEARLS ; - ;
Nestle FO, et al. N Engl J Med. 2009; 361: 496-509., Di Meglio P, et al. Immunity. 2011; 35:857-69. KYHZ
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) IL: Interleukin (/>%—0O4%>), iNOS: Inducible nitric oxide synthase (F5EB& —E{L ER A HEER),
® d DEARLS @ TIP-DC: TNF-a iNOS producing dendritic cell (TNF-a/iNOSEE A #t4K #A8), TNF: Tumor necrosis factor (lE51EEEF)
Lowes MA, et al. Nature. 2007; 445: 866-73.
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© AhR: Aryl hydrocarbon receptor (7')—JL itk FZZ4E), DC: Dendritic cell (#H{X#A8), IFN: Interferon (f>2—27z0Y), IL: Interleukin (1 >2—0O41 %),
‘® MHC: Major histocompatibility complex (EZ##E S E#E S 1K), NKT: Natural killer T (F7F 25 )LF5—THIR), Tc: Cytotoxic T lymphocyte (¥ 5—TH#HRa),
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‘ "TGF: Transforming growth factor (FS5> X 74+ —3 5 B EEF), Th: Helper T cell (~JL/S—TH#EBE), TLR: Toll-like receptor (Toll#Z & 4K),
$/Tn: Naive T (4 —J TH#i#2), TNF: Tumor necrosis factor (FE#5Z&5EE F)

Sonnenberg GF, etal. Nat Immunol. 2011; 12: 383-90.
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& " T . 1. Gately MK, et al. Annu Rev Immunol. 1998;16:495-521.
d PEARLS @ DC: Dendritic cell (#{4K#E#a), IFN: Interferon (4>2—27xAY), IL: Interleukin (4 >2—AAF2), ); Kryczek I, et al. J Immunol. 2008:181:4733-41.
< S35 Th: Helper T cell (~NJL/S—T#HAE), TNF: Tumor necrosis factor (FE#&1E3E R F) 3. Wilson NJ, et al. Nat Immunol. 2’007; 8:950-7.
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ICAM: Inter Cellular Adhesion Molecules (#fa#%7%& 4% F), IFN: Interferon (£>42—27xAY), IL: Interleukin (124 —01F2),
iNOS: Inducible nitric oxide synthase (FEE & —E{L 2R G HKEER), IP: IFN-y-inducible protein (IFN-yiEE 22 /3%),
P MHC: Major histocompatibility complex (£ Z##:& A 4 H/R), MIG: Monokine induced by IFN-y, TNF: Tumor necrosis factor (lE& &5 EF),
‘® VCAM Vascular cell adhesion molecule (Il & #fE#E7& % F), VEGF: Vascular endothelial growth factor (& M & #E5E K F)
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“J PEARLS :
J Y Lowes MA, et al. Dermatol Clin. 2004; 22:349-69, vii. &Y R ZE
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G-CSF: Granulocyte colonystimulating factor (Eg#i¥ka 0 =——%#l;#EF), GM-CSF: Granulocyte macrophage colonystimulating factor (BEfi¥k~ - 07 7— a0=——#EEF),
Gro: Growth-related oncogene, ICAM: Inter Cellular Adhesion Molecules (I 73& 7 F), IL: Interleukin (£ >42—0OA %),
« MCP: Monocyte chemoattractant protein (B EkZEAL 2> /3VE), MHC: Major histocompatibility complex (F Z##E & 4Hin/R),
& PGE2: Prostaglandin (F7AR%%5 2 VE2), TNF: Tumor necrosis factor (45 &35EEF), VCAM: Vascular cell adhesion molecule (& #la1& 5 F)
J PEARLS @) Gabrijan L, et al. Clin Dermatol. 2011; 29:427-31.
Aggarwal S, Gurney AL. J Leukoc Biol. 2002; 71:1-8.



. U

'@

IL-17EAEHRICEET DRIR!

@ |L-171382E A XL ET AR RENEETCEELRE %
BEoTLSEEZLNTLNVS

o BRAGAEIELHIEMNSIL-LTAEEINSIENTESNTLVNSHZ

Th17#8Rk2. CD8+ THERE

vOTHARE. INKTHARE

NKHARE, )/ \FEBEEEMAE (LTI) . JIL—T38 2/ Bk (ILC3)
<o077—2 ., [ERAfHRE., 4Bk

IL:Interleukin, ILC:Innate Lymphoid Cell, iNKT:invariant Natural Killer T cells, LTi:Lymphoid Tissue inducer

1. Beringer A, et al. Trends Mol Med. 2016; 22:230-41.

2. Gaffen SL, et al. Nat Rev. Immunol. 2014; 14:585-600.
3. Cua DJ, Tato CM. Nat Rev Immunol. 2010;10:479-89.

4. Noordenbos T, et al. Arthritis Rheum. 2012; 64:99-109.
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