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The mRNA expression of 11p -hydroxysteroid dehydrogenase 1(11f -HSD1)
increased at 24 and 48 hours after steroid treatment. Otherwise,the mRNA expression ofllf -HSD1

decreased at long time after steroid treatment.
Aged mice or steroid treated-mice were epidermal atrophy and the expression of 113 -HSDlincreased

inkeratinocytes.

dermatology

113 -HSD1 skin mouse cortisol dermatoporosis



B X C—19. F—19—1, Z—19.

1. MRS HI O &

2l L RETNCBT 5 aVF Y — LD
IZOWNWT, 2O aLF YV — LT E R -
FEEA N L RAIRE, R T TER - Al
HETEON D, T, RFTTOaLsy —
JUHIERERE S S 00272 0 . &R o =2
F — L DSHERN D 2 L F ) — LR FE %
LW Z E RN oTET2, ¥ I7F /%
A MZBWT, MINO 3 VT — V%
Mk = & % B F  11B-hydroxysteroid
dehydrogenase 1(11B-HSD1) & RNiFfb =& 5
11B-HSD2 <, De Novo A kR DEEFE T 5
CYP11A1 ®°CYP1IB1 2 > TWAH Z L &
#45 L7=(Terao M et al. PLoS One. 2011
Sep;6(9):e25039) ( J Biol Chem. 2011,
25;286(12):10265-75) , HIFEHE D OREHE
RIZEVTrTTF %A bOaALT YV —)LPE
AR TEAEIND VT — VTN Z.,
De Novo D& k% & 11B-HSD DEEHE DX T
VALK VRESND EE 2B, SN .
R DA b L Al BITIE U TEDFEANE
ELTWBDTIH AW RIS S (K),

[(R]BRraI/LFY — LI S

R

(HPA pathway)

Sl

5
Y I JuzFo-L
BT AR I cypi1at
v | 4 11B-HSD2
TE&K I cyr1ie1 4
| : LFI— m S Lo
i (R5ER)
| Pl RS
1 q 11-HSD1

S =L = /
JLFU—I \\ IVFV—ILEEH R e

FEEHEOIT. ~U 20 R JFM#k T
118-HSD1 ZFHL L, Mz LY EH+5
Z & (Terao M, ltoi S, Katayama | et al. Plos
One.2014) , % - HLZ DM EIEC A GG
WEZAICHBE LTSI E2WMELE

(Terao M, Katayama | et al. Plos One.2011),
IbIT, 77F VA FNTIEREMY A R
A 2y NTT RSN & ORI &
D 11B-HSD1 MFFE s, &S 7F /4
A MZBTDARIEIGEIL, ATV —Lo
IR EEARAYEICHIRIE, MRIE~ELT 5 2
& % R L7=(ltoi S, Terao M, Katayama | et
al. Biochem Biophys Res Commun 2013), Z
O ORR I REZANMMIBIZEIT D
11B-HSD1 [TAMAEN = LT — LR & 1
g5 LT LY EEORI, PR
KEZ I L, B DR MERERFICBI G- LT
WD ZERHERI SN D,

2. WFFEDHW
Aal, HEHE SIS vaarFal N
X 2 R B ZENE & AL OBELMEICE R

CK—19 (Jtm)

L7z, ZvaanFadf RENIHRIEEH
ELTNAR, AAHEEE UCTHE S o 365
Thsb, L, EMERICEY, KED
Fie. Magsfb, SEGLE, AMETRIEEIE DS
FlEftz ansd, £z, HEELH AR
2. T2 DA, REEEAEL. R OMES &
BT, B IMESCEE CHRIC T
i, FRERABINTER S5, BEEERICI
BISIRIRIE, St &b b, i
. 26 EER oS3 Dermatoporosis (F2
JEHIERIE) LB SN T 5 (KayaGetal.
Dermatology.2007) , BRI 72 SME SO EEHR />
DR T, ZAIRZH L, Bk L TL<
% &R O IR 72 M, ARG S
JEL L, 1RRICERET 27— A b %0, K
T, AHBIRIBOANRRTZ T Tl K8
FhE B S A AFORBNLEEND,
HEEHE DX, B/ vaarFa s RiC
& o THEHNE, WMa9aik L= & % R R o
ANF Y =V ORE AR T HEICL 5T
WEIEI B EEXT, INT Y — LR
{bB%3E (118-HSD1) DRAFIKOBAFEITEE
WO 7 vaanF af ROEARZME L,
Dermatoporosis DVRHEIZHENLD & HIfF T&
Do

3. BFFED S5k

(1) WA~ Az, AT aA RAHICK
LR EFEM A E L SERFOREOE X
R THERE, 11B-HSD1 D3 HL A iR+ 5.,

PR~ D 2O REITHEA A7 1A R
ATV, MEFEMREFHBL, KEORS%
BES D, FEZEMALO 11B-HSD1 D%
B A B g & i LT RT-PCR,

Western blotting, #ayZ4u o CREtT 95, B
AR~ T ZADE N - R~ T A D T
179, WMHEDREIZEIT S 11p-HSDL D
DA% RT-PCR, Western blotting, ¢
E%@T“ﬁ%ﬁ“éo T, BEOEZZH
ET D,

(2) AR~ T ADKFIZHEAATBA R
SHEAT, REEMHEZFHR L, KEDORE
SEWET D, BEEAMHALO 11B-HSD1
DIEBLO LA 25 R g & g LT
RT-PCR. Western blotting, % Ju (o, CHEHT
T 5, BAERM~ T ADER - FFEY T AD
PRBREAT 21T 5. MF DORZITEIT D
11B-HSD1 D ¥ E D251k % RT-PCR. Western
blotting, YL ta CHENTT 5, Fio, R
DESZRET 5,

(3) FHA 11p-HSD1 K~ A, BpA7
T AZAT A RAHEITV, &2
EHEEL, S v I TR RZBIT L&
JE R OFRE 2 B AR~ w7 2 & R ET
Do

(4) EiEELA LM EZ HWTAT A



RUSINE D 11p-HSD1 D3 H & Miatd 5,
(5) 11B-HSD-1 PHEH 2~ A DEKZIZHH
LT, TOES LEGREE Rt 5,

4. WFFERCR

(1) AR~ T AZBNT, A7 A NE
HWHANH Lic~ U AT EEMEN AT, £
@ 11 B -hydroxysteroid dehydrogenase 1 ®
FEBL SHTR LTz,

(2) AR~ AZBWT, M~ A%
R EZEREDE U F D 11 B -hydroxysteroid
dehydrogenase 1 MFEHL 23R L 7=,

%&nﬁﬂgn@%ﬁ>

~—

N v’
oL, Al A

-,
S0 —")ﬁé}r;‘ /3

.

3 months

1year

11B-HSD1

B_agqF.....------I.ill-I

3 wk 2 mo 8 mo

newborn

(3) Dermatoporosis (Z 8 iF 5 11 B
-hydroxysteroid dehydrogenase 1 M E|%
B 2NZ T ISR, RIS DT E
ETh A TITIHGEE OB HIIIER L
72o ¥ 7. Kb5Cret/+11 B -hydroxysteroid
dehydrogenase 1flox/flox ~ 7 X & 118
-hydroxysteroid dehydrogenase 1 flox/flox
% A X, FERFEAY 11 B hydroxysteroid
dehydrogenase 1 ~ 7 AMER CX 7=, L&
FFHLH 11 B hydroxysteroid dehydrogenase
1~ ALBHAR T ZOAT oA RAAH%
DEFTIFTLHOENKREL, AEEITRD )
o7z, ARIOFER TIXRLFFR)~ 7 ZADE
RUZIFIDS D300 | ARTEE S ARAEFEBR S T & 72
mol, 5%, v~ U AR S, B A
R L THER L7,

(4) BEEREAMMEIC, XT84 2§
24 BB & - 48 B & 1T
11B-hydroxysteroid dehydrogenase 1 O3&HL
MR L, R AT e FRMT
11B-hydroxysteroid dehydrogenase 1 OFEEL
DT L T2, aTF ) — iR LR TH
% 11B-hydroxysteroid dehydrogenase 1 @

FHHERIZ L - T, REAMIRIZBIT LN
Rt L F Yy — Ly N4 2% 2 & BRI X
b,

(5) 11BHSD-1 [HFEHKZ~ U A DRI/
HALT, Z0EI LA RF Lo 25,
118HSD-1 fHEZKDO I H~ 7 A TIEFEEZ IR
JE L oM TR IS Kie 7 Bk
AR A EE N L7z,

vehicle

— *

%100_ —

@ 80 -

2

£ 60 -

(& ]

£ 40 -

©

E 20 -

g 0

o

L \(}'2; .{\'0‘\
& N
SN

—_ *

X 80 4

2]

o 60 -

[&]

2 40

8 20 -

o

N~ 0

@

SE '\é& \6{\.0*
Q) K\
SN

inhibitor



5. ERRERLE
(BFFEAREESE . WFSE 03 M OV HERFZE 3 12
X TR

(sG] (B0 1)

(FFER) G

R #AL « RIERIEICI T DA = L F
Y — VR LEESR  (11B-HSD1) O &E|D
Beat

Dk

TN B SRS, 4t R, 2016.9.7

() GFofh)
(PEEIA PEHE]
OiRdL Gt o 1)

HFR
I
HEFIZ -
T -
HH
HEEFEH H -
ERNA ORI

OBAFRIL (B0 1)

A TR
I
HEFIZ -
PSR
&
BASHA A
E NS DF

(Z Dfth)
R B

6. WFIER
(D) W iERE

R vHk ( OCHI, Saori )
KRR R IE R R @R = - Bh#
WFgeE 35 005697495

(2) WHFE55 R4
( )

WHIEHE &

(3) L HENTIEA
( )

WHIEHE &

(4) W EtH 7178

(



