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Abstract; The 11B-hydroxysteroid dehydrogenase 1 (11B3-HSD1) with anti-inflammatory or pro-inflamma-
tory effects in inflammatory diseases is related to metabolism, as well as in the immune response through
regulatpn of glucocorticoid ( GC) synthesis. The expression and functional activity of 113-HSD1 are poten-
tially induced by pro-inflammatory cytokines, this process relies on the NF-kB signaling pathway and is ulti-
mately determined by the utilization levels of HSDI1B1 P1 and P2 promoters. In addition, 113-HSD1 in-
hibits the proliferation of hepatocellular carcinoma by reducing glucose intake and glycolysis in
hepatocellular carcinoma, and thus plays a role in the development of T cells in thymus and the form of an-
giogenesis by regulating the level of GC. Understanding the molecular regulatory mechanism of 113-HSD1
in inflammatory diseases, carcinogenesis, development and immune response is conducive to exploring the
occurrence and development of related diseases.
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N R B2 5 & (glucocorticoids, GC ) X 4%
i B AR A OC EE AR MR M BN
11B-FEHEZS [ f5 i &0 1 ( 11B-hydroxysteroid dehy-
drogenase 1, 11B-HSD1) A B B 2R A4 98 19 i
AT LU R S I R B2 R ST Ak AR
(0 Bz IRCR () e AL, I, 118-HSD1 A B2 7E 1Y
AN A A S i A HE CBEE D

1 11B-HSD1 £ B#LHIHL A

113-HSD1 Fig A% PEAROR T3 o7 g O -6
PR /15 Uil ( hexose 6 phosphate dehydrogenase , HOPD)
PR IA R AU A T 1T ( nicotinamide-adenine dinucle-
otide phosphate, NADPH) , 7E{%4 H6PD HIIHML T,
11B-HSD1 2k —Fl it S0, fili je e e 06, 78
RN A, 118-HSD1 #1E B J& TNF il B 6
( TNF-stimu-lated gene 6, TSG-6) 3 ik fir 04 75 Y,
HSD11B1 5 i 8] 78 5T 1 40 }fd ( mesenchymal stem
cells, MSCs) 22 T X} TSG-6 fif5 S, i fHL 1k T %
MRS  TB) 70 5 40 A X G g8 1 0 ) T AR
11B8-HSD1 1y 1% % 7] /i Jik 983 38 28 A+ a ( tumor
necrosis factor, TNFa) 25 %M1 F i, X Fp F &
B HSDIIBI 1 P2 JA 8/ 5 1Y, IFAK M T NF-xB
S M, PR SRl 118-HSD1 fY
BARFIBAENE . RYE 7% % 118-HSD1 £ikK
ST g R AR R SR

2 11B-HSD1 M4y

11B-HSD1 J& A ¢ {4 4k 1q32.2 | HSD11B1
SERB=Y), B RE—A 34-ku BIBEE M, A N i
P NRAEF I, 15 43 7 1 HAR B 70 2 15 8 H Bl 1
PR BT P JE R R 1 B 7 R A A 45 ) Bl ) B )
S 85 B 2 S I 00 TR 1 3 R D A
A7 H A Y 79 A 25 2 I e B Ak Y B0 e T DR SE Y
A 11B-HSD1 B R AL 4 A S m] DAKR 2 8 1,
RIS J2 36 M BT 6 55 1, BT 7E S 2k g B op
11B-HSD1 A WAL 75

3 11B-HSD1 £ 1% & Az B i 3R

3.1 11B-HSD1 EERBAEXHWAMER NP
EH
11B-HSD1 2 PN Joit I JIE8 1 — Fofr 2 06 B89 2 1) i,

ETERNTZRIL, B BT RE S B A 15 BR A AT A 2
AR TR 18 2 JB T 3X — I RE T 9 5 2H U8 B o
PR K-, B0 TR P9 B A R M U &
EEEEAEH, B0, 118-HSD1 w] @ i 8 15 f jk
HYEME GC R e Sk e AT R AT e Bk & 8
U, e RO M 2 4 O L 25 B AIE (polyeystic
ovary syndrome , PCOS) & 1 % [ i} 77 78 e i 2 it
(R R 5 B IMLAE R4 B Sk S, 118-HSD1 2K
IR T R R8GO0 JR) T R Bl vk RE, JF BF BEE
NF-kappa Bf55-1 i i @ 5 3805 ) 0% 19 GR-NF
kappa B {5 54l AT RETE fih 2 18 P58 P S I e 4 2B
AT B RERER R FE R AR AR —
EHIBY PR RARAS , FF Bl 18 FOME K BB R K THE
IR WNIN KBBR8 ) BR A 45 5 A A B ot
B DS A O, R EOX — I 0 R BE R R
AN 7RG AL P A RPN T, 5 5 11B-HSD1 Y
FEIRU TN WE He T EE IR 2 4 4 i AT 1
P R AR 2 iR )L iXAR ] 2 S BUS AU AR L
JHERE FIAR AR ZE AL AY 5L
3.2 11B-HSD1 Xt 2 M K1 I B T Fid gE 8 X 151 B9
=]

S B B R BA SRR BT R AR H K
T BOWE B OR300 AN, IF A8 R b e
R, HSDIIBI WRFA LSS T S AR LPS KA &
AR - 0 A 98 7, [R) B 3 5 K Ak v A T A 3
BRI E AT AN AE 11B-HSD1 78 K figi H 4
R J2 I J2 il o £ Bz 5 i 32 7 ( mineralocorticoid
receptor, MR ) i J& W5 K¢ BT I R 52 14 ( glucocorticoid
receptor, GR) Y= 26 1)) . MR M S N d 5
Fr -2 AR5 | iR ( hypothalamic-pituitary-adrenal ,
HPA) B930S A5G, TEA8 A 2 5635 b /B
A 118-HSD1 35 1 ¥ L0, M-S B0 B2 ot
W GBI, 51 HPA HiSrEm S0 X
—id 25 11B-HSD1 324 48 A1~ B BA G
3.3 11B-HSD1 7E/Miz 2 % % R i o 89 4E

W B SR 2 0 IR B BT R R B R
N, AR T ML R TE B, BRI R AR
PEEIRAS T 5 B RSN B o 2% 2 ] A=
M —AEZR R ATREA BT 9895 1 3 0 R
RWAE . e/ D 2P e IS 2 % 4 e
A F 40/ -1 324K (interleukin-1, 1L-18) | F14H
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HiA Z-6 (interleukin-6, 1L-6 ) F1 Jif 83 K 8 A ¥ a
(tumor necrosis factor a, TNF a) R, [7) B 18 1o
1B-HSDT (3005 4 1 T 22 10 4 WAL, T
HSDI1B1 1% 5 K 1 WA T A= iy 9
[, B (0 0 S 5 11B-HSDI 1952 35
S 4 T2 2 KT T4 5 G B 5 A T
BAE,

4 HSDIIBI 7£ BT ¢8 B %% ( hepatocellular
carcinoma, HCC) i) R IA TN K i B

4.1 HSDI11BI1 X} RF4HRaE K #2 00

TNF a 22 5RMEN e A0 A S A
oA T JR 110 O SR AT L PR B A ST R M RO D 2
PR R R E AR, A BT Mg A K %%
Jir b T I AL S A5 A0 1 e TNF o Al 3t p38
MAPK {5538 #3755 118-HSD1 7 A -4 i A AT
Ak, IR b 118-HSD1 (il ik k%
AT AR5 2 5 SRV 2 A% | 1 T sk 20 T I 9 1)
JFP GRS A P A8 A R R A= T TR, 3
T 11B-HSD1, FE 56 G5 1 & M N, {5 5388 % DB
PRI 1 o R MR
4.2 HSDIIB] ZERFHPERHRIER HRIEER
) 48 B9 52

SEAARREA I, 5 1EH 48U L, HSD11B1
P A IR SR A, HL 5 5 U0k il A 15 5 4 0
2K v B4 1 ( peroxisome proliferator activated
receptor gamma, PPARG) | 4il il {5 & P450 3A4 [
(cytochrome P450 family 3 subfamily A member 4,
CYP3A4) . 4 il {0, % P450 2D6 # [ ( cytochrome
P450 family 2 subfamily D member 6, CYP2D6) iX JL
A FEEFCSE P = ) A s AH DG . PPARG 19 17
SRR R ARG KO R MARD G5z i K
SEAHDG X AT R AR RS T R 2R 15K F- 19 PPARG £ B)
F kit HCC Mfpe Ra ™ . B h— LB 42 & 4l i
P, 200 TNF a IL-18 A5 19 200 i {5 538 6 mT LA B
ik CYP3A4 CYP2D6 #H[FRiE, SIEH FAHEUHLL,
HCC 3 B i P41 41 CYP3A4  CYP2D6 7KF
S M HCC A MR T4 21 CYP3A4 By
il 5 CYP3A4 A T 11 25 ¥ X 8 1) & 3 % K AH
SCHONT M I HSDI1BI WITE R4 s h i 25
K AT BEAZ AR A P 4 5 i B A TS TF 4 i v

TH SRREIZ A
5 11B-HSD1 EREHHIHRHE

5.1 11B-HSD1ESHRE T HAabki®

g BRAS S A A 4 — PO B A B T 9 2
R PRI AR TR MO B 1, DL SO S 1B
T A R RE BT A, XA AR ) TR T R
SRR A B R, SR R RS
RRAR S , 2 FUREE S -3 B bE /)N B A% 1l 335 A1 i
FEAST 118-HSD1 (42 351G, 35 — 30 52 fiff 2% [ s
A ML RS R A, BURER M4 5 GC AR
T 9 ) J 4 STV A £ G R 4 3 B R T, i
CD4" CD8* A BHPE e i 240 B i 0 T/ 3 e, 38
Fi B 25 452 AN, T 4 BB 2 AR (T cell
receptor, TCR) IJIE 34 i T 8F A= &L CD4* F1 CD8 " 4
b 118-HSD1 By 3R 3k, JF (52 50) 48 & 1 M i
PET UL, R A0 A R T AEYE 118-HSD1 B9
TG T 4HMOBENS 7 37 AR R TR, I o FLER it
TR NIER T BRI T 4 K F BRI
Uitig.
5.2 EBEZRAh 118-HSD1 X1 & 4 B B 820

TE Hsd11b MKO /NELHT, B B4 fifd 2 118-HSD1
B T A I A A R TR A O A T 2
W R, 11B-HSD1 A 3 005 K BT 2R 19 =187 i
TR AR AR Y A AR B BRI AR AR
e 2 b — 20 I R A o I A8 N AR K TR T (vas-
cular endothelial growth factor, VEGF) {55 J& 7% (k
W) 25 T Hsd11b1 MKO /)N BB 45 A i3 on .
5.3 11B-HSD1 5% X & EHIEX R

BR R 2B i 32 45 T Jm) AR S [ Bt ) £ 1
EAETG s S5 A0 i SR BB B2 U R A iR A =
W, SERBIE RGN TR N, A HF Toll #5244
( Toll-like receptor, TLR) FIHT 1 Ik, 78 18 i 5 19
SRR . e RS2 1K TLRs 155 Wil
BN T R B A ORI AR R 118-HSD1 [ 33k, H
H1 Toll KEAZAA 3 ( Toll-like receptor 3, TLR3) Hl3 5%
T 118-HSD1 5350/ 5T % B 20 Ma 1 Bz Jo s 388
HETTF BOWE B B3 A WS 5 1 i S AR
XKW 11B-HSD1 Y2 IK 7T 52 556 K G e PR 25 1 52 )
PR HE B PR 1A o
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5.4 11B-HSD1 5 &&= iE g M8 K 1%
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H JR [ ot P Bt o e % 400 B A o 7K R R (L H
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