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Kallikrein-related peptidases (KLKs) and skin diseases
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. SUMVMARY I. BEICHT S Kallikrein-related
4, RBICH 1) B Kallikreinrelated peplidases peptidases (KLKs) D¥¥gEL (&
(KLKs) QBEEAFIEEREELLDORSD, NER
HEERICHITD KLKs OBRBEFEE NI LS
fz. KLKs i, BHOERTFHSERINZ U TO
FP—UT7IU-—THD, BUTREELSARE
DUITRRTD. CNSiE, AEEEOMCEN?E
h, FEE{LHISOERE - 4k HEXIF RoT7ot
wyY, BERGOFRE SSELRIERRETS.
IHE, BESNCANTLBRRICBIFE KLKs OER
PWIREICOLWTIR~B & &Bic. KLKs OIBRILE
(LD R ORI R G B E e o R IR R ITE
HEEERETH 22T — M /AERERDNCEHT .

1. REDOEE L) 7HRE

#ZEIX, BERBL-AMMRLLER SN, K
ZEE, T LT REORA, ’4’5’)}}3559 : %‘;&EMH‘J
g S EERHT 2N ) 7T E LTEEELTva, &
O3] TR, BEREZORNETHLAEHNE
Twad, AT, REMLLzRESME (BE
) SABMBEICEOATNSZ & TIRTHEL

BREF TR LT A, HEDPEC R TEL LR
PHEEFL/)TELCOREEE 2 89, HICET
EDHEFBMEL R, BENA-TRENIVYTEL
TOEE2ERL. RERATRY -2 ZOHFRI
i, AEMARASTHEEDIIEE L T LEDPH 5.
REENB-ARBE L UABE - AEMIZ, 2045 7f
FAEY — A eV ELLEEERIZL o THES
L%, I OHEREA KLKS, KLK7, KLKI4 (2 k- '(bﬂ
257/ L) P48 (epidermal barrier function) GRS N D LD, KLKs ATRE ) THREROH

Y — WIAFE(REE (Netherton syndrome) FICHEELGRFODEDEEZLNL IR,
7 bE—H X (atopic dermatitis)
KLK5-PARZ-TSLP#ER

(KLK5-PAR2-TSLP pathway) 2. E¥FERICHET S XLKs OFHE & EMES
3% (psoriasis) F 5 Tlt, KLKS % &9 /A2 0 KLKs ® 53 A
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FEhTwa 7 KLKs i, HEE T #E N
By (BN A FhCEITN, JENRE - BB~
LAWMENDBY pwEhi 7o KLKs i3, BEEEE
FaFr7T—ECTHbrbw YT —HHLIEAY
V7Y ik o Tl bENS (Blla, B2y, XV
MY TV, T a KLKs 2IEMEAET 5 DA 5T
KLI{-LEK?I HEMEBEUTLEKTI 22445 2
& CEMR KLKs # 8RS ¥ 5% 510, KLKS %
Ao r—F— 3B KLKsEHILA AT —Fizd o
THDS L REWIEEELSH Y

KLKs DiEH:, 7u7r7—¥fA ey —, AE
MpH, KTE, CaAFVBRERSIL o THHAEHS
NE. Ay =L TRIILCHLNTVWSD
7%, Serine specific inhibitor Kazal type 5 (SPINK5)
BETF oI — FET v 5 Polyprotein lympho-epi-
thelial Kazal-type- related inhibitor (LEKTI) T# 3.
LEKTLiZ, 15ty vy 7Jor7—EL Yy —-
F A4 S E N, KLKS % KLK7 & ¥ ofE
YIET LY ERBETOEEM KLKs i, #Eer
[ LEKTI L3EAT A2 L TEOFEES s LA,

a EHERR b

MR

Kallikrein-related peptidases (KLKs) & @SR

’ I1. REEFEERRICHIFD KLKs

l. RY—hUEGREET ME—MEBR

AP— b VIEER (NS) W, EREASE B2
DOEE (BAMRE), BREIELREDT P EY—F
3METAMBEREALSUBEEUERTH S,
2000 4E, NS @ B4 LEKTI % 2 — F$ % SPINK5
BIETFORERENER L EXRES R TLL
$, FTEICBT A KLKs OBEVPEE SRS L)
Zro72". NS T2 LEKT] XD 7202 KLKs (§12
KLK5) OFEMEPHEIIT, a4 TAEY -4
DFEATTHEL, AR EINARE 2 o 27,
ZRIZX Y, HESLPHEASESICBAL, THE—F
HOFE S BEAELT|ERI T,

X 6IZKLKS &, RRICEHT L GEEEEMS
2% 1k Protease-activated receptor-2 (PAR2) % W
iIbL., #OTFH O NF-«B % /- L T thymic stromal
lymphopoietin (TSLP) 7% &0+ 4 + ¥ { v Ok %
4" TSLP K, 7LAX—0FHEIcmEbY, Th2

S E R

TSLP

il E%’{>Th2&5i§5
TARC

1 22— b EERRICE 5 KLKE OFE
THEE G, LEKTLIC L 5 T KLKs OFBAHAM S, BERGICARIRIEL T —F, A
b VIEERETE, LEKTIHSO A v e ¥y —KIEODIZ, FRBRE S b KLKS O 8% & &
D BRI HT S, Shick Yy, HFESHEE CSESIIEATS. 85612, PAR2 DUERILL,
TSLP % TNF- a7z HDEFEEY A M H A4 > O@EENLEF L, Th2 MEEMOIESESFHEIND.
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HBER O RIERS, Thbb7 M E—FREFHHE
42 (E1b)'%'", F - TSLP W, MEMgrHEsE
BT L TEASRIL, BB EETs
NSHF#E 2 & » T, KLKS 58 g @ 3 §if & PAR2-
TSLP &G Hikio L 27 M ¥ — BB s nEE
B TEEEE A BT 2 LA AL S 0T
H5. ; '

7P E—MEEL (AD) i, WME EHARDET
BIEOHLEEYEHRELTA ADO—EIL T4
55 BEFOML OBBICHEFRT 5 RENT TH
BEORWIZE > TRIET Y. LEKTIBET£H %
HEDLAD TR, Ay eV 7 —ERDFRS5ERD
BRADEREFE Y. BEOLIA, ADD
RIS BT 2 KLKs B0 EE 1, EASCEE
Bl CRRA NSNS,

2. %8

BRI - IR W T, B KLKs D%
AL T WA OME TR, ik KLKS,
KLKS Do R BREFE L HMAT A L5,
FHBEEE O L 2 2 TSR EATW AT,

KLKS i ERSHRERA 2 8 % & SRR - O
L, AitEBoOMELHE] TEEOIET Y Y
Ficibh ot ERRNEERET OFE R
39 e o, HHFEHERTTLTY AT RN
e w 170, KLK8 Ak FEEETA L N A RFILE,
EE, XLICERENFREOBEE L3672 EDFA
M4y OEEFHFESTEZ b7 o
Fiit, PAR2H &8RRI b NS LITRAR L 2
B ANtk B EHHSNEY ERORERRCS
12 KLKs OEEz>wWTit, RETHER2ALZL
SR LLEIRTERET S,

} BbbIC

R212, R KLKs DELRBEEYRT. KLKs i,
%M, PAR2TSLP @BEEEHEILO (I, HATFF
O7UY Y v FE BIEEEOEA L T OBR %
SIRFEWIZ L B REFEERLH LTV 2. BB
BORBIEZRIZIB T A KLKs HERBOEEN S H
SRS 2oL o0, BRI KLKs & B
EL7ZBEORES RIS,

/, vFujg—ﬁ
m KLK13 EpEE REXTFE
bt AR AT
[K”“ﬂé*bQK]< SEEAL KLKS 7htuzz7
lKLK5l > LL37
| // PARZ2EEE
KLK14|| KLK7 \ﬁ@ﬁ%
\_ [kuaa){ J// TSﬁ“ﬁﬁ h;é”%ﬁ%@
ﬂ' Th2&! Gl R 5
B DRI PEL

H2 F|ERICHITS KLKs DREDZ LD
KLKsidw F U 75—+, AV YTyt o THEILES N, KLKs FELT A7 -— Fil
B it L& 5. w<)#@huwmﬁﬁm%%*$§¢b m@m‘Puviafﬁ%%
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