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[{BE] Bm HiTHF L Z M (aryl hydrocarbon receptor, AHR) /4 ifl [N 715 5 &% S #H A 7 2
(suppressor of cytokine signaling 2, SOCS2) i [} Xt &M #1 25 B #E 1T (oxygen glucose deprivation/reperfusion,
OGD/R) Ja BIE RSB R P N 520 . 75k RN B R 3R 2L B 5200 IS ST 40 A, 257 OGD/R BB AR
JTAH MBI 203 LR 45 4 s etrl 20 (IE #4537 ) , OGD/R 41, OGD/R + [ Xf 84, OGD/R + AHR i3
Fik4,0GD/R + AHR i3 %3k + SOCS2 B2, %M Western blot fl RT-PCR #4520 AHR ,SOCS2 Fl 4 1
7235, B E SOCS2 AT FHWT AHR ¥4 OGD/R J& B st it 41 it 4 4 DX 1 88 YR AE K - ( tumor necrosis
factor o, TNF-o0) ([ % 6 (interleukin 6, IL-6) \iF55 8 —4% /L A & (inducible nitric oxide synthase,iNOS) 1
Fik, R AHR SOCS2 it ik Ji TNF-a IL-6 iNOS ik 7KFF+ i, i SOCS2 Fik ] LT AHR X TNF-
o IL-6 iNOS Fik i LJRATER . 48 AHR/SOCS2 %S 5 OGD/R & it BT I o3 4 i 48 14 S5 i

(X@iR] RN, SRR AR, AHR; SOCS2; MK+
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AHR/SOCS2 pathway regulates astrocyte inflammatory response induced by cerebral
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Abstract; Objective To investigate the role of AHR/SOCS2 pathway on astrocyte
inflammatory response after oxygen deprivation. Methods  Astrocytes ( AS) were isolated and
cultured in vitro to establish astrocyte oxygen glucose deprivation( OGD/R) model. AS were divided
into the following groups as ctrl group( normal culture) , OGD/R group, OGD/R + negative control
group, OGD/R + AHR overexpression group, OGD/R + AHR overexpression + SOCS2 knockdown
group. Western blot and RT-PCR were used to detect the expression of AHR, SOCS2 and
inflammatory factors in each group. It was used to confirm whether SOCS2 could block the
expression of AS inflammatory factors TNF-a, IL-6 and iNOS after OGD/R which was regulated by
AHR. Results The expression levels of TNF-a, IL-6 and iNOS were increased after overexpression
of AHR and SOCS2. Knocking down SOCS2 could block the up-regulation of TNF-o, IL-6 and
iNOS which was caused by AHR. Conclusion The AHR/SOCS2 pathway is involved in the
regulation of AS inflammation after OGD/R.
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RARPE AR s A SO U Ple T e
58l i PN I RS & A B TE SN = e 3%
FUIHAE P X b 28 22 8 B2 S0 1Y Jey #0819 v BAY
FEA/ER . 35 F B Z K (aryl hydrocarbon receptor,
AHR) J&— Rl FC AR B0 154 5 K1, J8 18 ike- - 158 e
(HLH) H4 0% i iy bHLH-PAS W G . A F
FEUERT AHR {5 AL TR Th X 28 2R 48 5 e s 24
F' o DRIt A e ot e i 2 2 A4 sk R v AHIR %
SO BTREAE T, Rk i A 2 rh 3R 7 B B
B L, SOCS2 JERAE A 1 FIAE K A 715 8 1Y
FEPHH T AW R, S0CS2 nl jES 5 e Ktk
A 7 P 2 200 B 1 23 Ak, AT AT B T I 5 i
BT AHBTE R SOCS2 K (15 SRR 2 ik
(PRR) {5 5 1% &, JL HJETE Toll ¥ 3Z {A (Toll-like
receptors, TLR) G L Bf L IH IF M W A A £ 1B
(interleukin 1B, IL-1B) Fl 14> % 10 (interleukin 10,
IL-10) 92 35", 78 TLRS FIA% 1F IR 55 58 1k 45 14 5%
(NOD) #£Z & (NLR ) {5 5445 T, SOCS2 7EHA% 2
JLAYT A= AR 9 A PP 475 5, AT 428 A 1 58 P A JBi
MBS (DC) FRERL ' o FE 0 LA b PRI 8
i, AHR BERS I i 455 SOCS2 , ik — 15 I 19 5 I
SR & et AT e R % S0Cs2 W RES
AHR B JAE PR 45 1o A8 o AW S AR A BB I o
2 M ) B R ) 25 PR TE (oxygen glucose deprivation/
reperfusion, OGD/R) %! #%15F OGD/R X £ IE Iz it
Y IAH G R T RIR A, S VAR AL 5 B
ffs AHR/SOCS2 XF OGD/R J& 5 I J5¢ I 4 Jifd 46 1 )
LA IRAEAE T o DA R R I o 200 e A a1 i 7 v )
VEFHERBER 00 BRIR HE Al K yay T

1 WS

L1 MR Wistar K FIW A &N TR ST 5250 30
WA BRAE], B4 S 5 78 7 28 g ot R R R 2R B
By EHEHE s I FARIGAE S L Z MR T 647, %%
TR EN YR . ASSEEe FH DMEM/F12 58 2 3%
FREEH WAL A HE 3%, DMEM/F12 8% 37 5 (3%
Thermo 2% &) i FH B 10% 37 4 4 1 3 BE i %
DMEM/F12 584 35 52 W ; iR 2R 13 (DL &%) BT 24
A]) s 40 RNA #4215 & ( H A< TAKARA A H]) 5
RNA ¥ 5% s i ) & | S 2 & PCR ) & SYBR
Premix Ex TagTM II( DRRO81A) ( H 4 TAKARA /%
A 5519 (B T A TRA RA R ;
AHR $ipf& SOCS2 HifAK (3 [E abcam 2AH]) .

1.2 ik

12,1 (RAPEIER A MR R KA 1 d
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NI Wistar K FIR I T 75% 2 B 5 WSk 2bBE
TETCTR AR T B9 R BB O o b BN & e
T2 D-Hank’s S Eh s il () 35 72 LA, 800088 T~
ARRHE ) 8 M ot 5 00 MBS, 3 5 L LA RS i 12 )2 o
TR S0 B 00 R 1 2 2 B A BT I 35 SR 0L, AR R
B LB R A 0. 125% g, 37 °C 354k 15 min,
B0 5 min B R AT, SR, A& 10% Jii
A= 1ML 3% 1) DMEM/F12 ¥i 32 (58 a3 9 58 ) 41k
1,1 000 r/min B.0> 10 min, £ FiF. HE4EEFE
LA B, U A 9, R, 1 000 r/min 5.0
10 min; AEVLTE B AT, LA 1 x 10°/mL 2
JERME T 2 R R 1 R R . B 37 C
5% CO, HMIIGFRAE T, B 3 d W 1 3K ; 17 20 Ff 4l
Tl R VS B, Of B RO B T 37 °C K OF R R,
260 r/min$E 3l 12 h, DL B0 5 I 5 240 JfL R /N 5 o
YA, R IHEE IR IR L, PBS S ER A MR UE 2 3 ;4R
J& A 0. 25% gty . 440 AR (3] AR B LB, A
SEA R IR ELL R T A, WRFT RIS, o 40 i 50 42 B BE
THEUS  MRYESE 00 R #2850 M s e i
T37 C 5% CO, L IEFAfh 5%

1.2.2 BRI g st e AP K
JEANAEAE 1.0 x 10°/mL 2 B , R 76 B ilcE 2 %
TR AL A ME F 1) 6 FLIEFRMRT 37 °CL5%
CO, FEFAAMH A% A B, 7 L IH R
JE,H PBS ¥k 3 1K, 4% 2 5 I 1 2 30 min;
PBS % 3 ¥%;0.2% TritonX-100 & 10 min, PBS 3%
3o 10% i E 1 h J5, inA 1:400 Fi R —
BN B 0 o 45 2 M 1 (glial fibrillary acidic
protein, GFAP) | {65 4 °C3d 7% ; PBS ¥k 3 ¥k, A 1:
200 FiRERY FITC FRic iFP/ N B e, = HDE
i H 45 min; PBS ¥ 3 ¥k, H DAPL Jed%, iR &
10 min; PBS % 3 Y&, F 50% Himd F, & T80
fi’BE 100 F5 FMEE (1) .

1.2.3  OGD/R 4t Jfa A5 74 #) 7 K% 1% ik 75 i Yo
(1) 2% Guo 25" 1526 77 ¥ A 4L OGD/R A
TERE LA MARL TR . 1 e 38 /S FL AR 9 0 35 R 3 0
K2ZE 70% ~ 80% fl & (1 B2 JE I 5 240 My A T b
DMEM 3296 2 i1 , FFLINA 2 mL JEfE 4 il 1 59 Toh
DMEM , ¥ 7S FLARA & 5% CO, 95% A1) 37 CH%
IR MFE 6 hy 7 L KR IR AL PBS Uk 3 3, A SE 4
BEFR LGN 37 °C,5% CO, R F5IE , Hl
TREETEBT o ctrl ZASABUT o] 4b 3, 4 28 [ 35 7% 4%
PERESR . (2) BB A R 01 A B2 00 0 o 4 i, DA
HA AN A R T 6 FLAR, fFRA0 AR K = 10% ~
20% fil G B B 3047905 B IR Y, e 2 B X RO 2
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A:DAPI(iE) ; B:GFAP(%%) , /R BB BN R bR G GFAP ik fItk; C.DAPL M GFAP KRy, GFAP 4 A Y B3 ik 95%
E1 ERRRABNRERLEE

AHR 3 % 35 95 5 . SOCS2 i} 3R 3k ik B , [A] I 4% e
AHR 2 22 3K 9% 35 FI SOCS2 #i V8 25. % FH 52 it
RT-PCR £l AHR (SOCS2 §% YL, YL i) s
1) B e B 40 T e 22 OGD/R Ab3E

1.2.4  SEEGYAMI2H (1) TR OGD 6 h AfA]
R B A PR S 40 TNF-o \IL-6 iNOS . AHR ,SOCS2
IR BN AR B AR o A LA 4 41 X R
(ctrl 41) .OGD 6 h/R 0 h(6-0 41) .OGD 6 h/R 6 h(6-
6 41).0GD 6 h/R 12h (6-12 41). (2) K T B #
AHR SOCS2 g #1845 OGD/R 4 #: A F TNF-« . IL-
6 iNOS Kk F 41 53> OGD/R + B B 2H (NC
2H) .OGD/R + AHR i £ K2 il OGD/R + SOCS2 i
Fikdl, (3) 8 T WAHH AHR B8 7538 & SOCS2 J##x
OGD/R AhH 5 414 N335, K 4R 434 OGD/R +
B X B 2H (NC 4) ,OGD/R + AHR i 335 4 I
OGD/R + AHR 1335 +SOCS2 k4 .

1.2.5 RNA 2B M1 RT-PCR &M Trizol i34 H
RrFR BRI A RNA , 35 Sl & N g
& RNA 5 B eDNA 5 5/ F RT-PCR 250 @ 4% fifi 1]
VLR AT, RSB0 1RE 3 ARl FL, F 7500 A58
PCR ¥ #: ] AHR ,SOCS2 , TNF-o , IL-6 . iNOS mRNA
IR SR EEAR CT 200 (2724 SRAS 50
1.2.6 Western blot ¥zl 24/ 2% vy ( RIPA) 42
BUEHE, I BCA 150 SR & Fk s . 10% +—
ot T 2 M - 2R TN 04 T e 6 e W DK k40 B S e R
e (20 pL 8 H/9KIE) , T 541 2 PVDF i %R
TH 5% AR Wk £ 1 h J5, FH TBST 3§16 3 ¥k, —
F7(SOCS2 . AHR L) 1:1 000 7% B¢, GAPDH ) 1:
5 00077 B ) 4 CHEIRMEH —7%; TBST 3 ¥k 3 Ik,
HRP FRic 3 EPT e sl B =40 (1:5 000 7 ) B5 &
1 h; TBST 353k 3 ¥k, A2 & i m e ke ) 2 1 4%
155 F Image J K BE AT 50CAF A T BB 50T o

1.3 Geitsedrik SRH SPSSI8. 0 #4184 Lt
BRI HT o 25 L3500 22 S5 Se B R 3R O 25539

/N E R 22 A SR s P < 0. 05 22 A 4 it

2 5 R

2.1 OGD/R J5 B8 I o 24 Bl v A8 5 PR~ 2R3k 7K
RT-PCR £ I 45 5 B 7R, IL-6 mRNA £k K- 5
ctrl 414 kb, OGD/R 6-0 41 Fll 6-6 41 & & T+ (1
P <0.001),0GD/R 6-12 4B R [&AK (P <0.01) ; 5
OGD/R 6-0 41 #H It., OGD/R 6-6 4 & & J &
(P<0.01),6-12 4B FF¥ (P <0.001) ; 5 OGD/
R 6-6 44 [, 0GD/R 6-12 4B i F & (P <0.001)
(2), iNOS mRNA kK. 5 cul AL,
OGD/R 6-0 2 i Jtmi (P <0.001) ,6-12 2 W] g ¢
fili(P <0.01) ,6-6 4 1W2: 7 T8 it ;5 OGD/R
6-0 ZAH kb, OGD/R 6-6 ZH il 6-12 21 HH i [ A1 (2
P <0.01) ;5 OGD/R 6-6 414 I, OGD/R 6-12 4y
2SIt (1 2) o TNF-o mRNA FR3k7K-:
5 et ARG, OGD/R 6-0 2 F1 6-6 20 i 2 77 ()
P <0.001) ,6-12 2 B i f¥ IR (P <0.01) ; 5 OGD/R
6-0 4AHH, OGD/R 6-6 41125 57 oGt i 7 X ,6-12
ZHBH AR (P < 0.001); 5 OGD/R 6-6 4H 4 I,
OGD/R 6-12 ZHB WAL (P <0.001) (K12) . 453
B OGD/R 4t ¥ J5, % M H 7 IL-6, TNF-a, iNOS
mRNA [ 3K 7K Y- Fifi P08 132 B ] 9 28 16 52 8 o T
- AR AR, I A P 12 h 3R BIR . hidk
—SEWFIAR AL, e HE OGD/R 6-12 4H 40 AT 5
2.2 OGD/RJ5 24N+ AHR SOCS2 & H
1 mRNA 33k KF  Western blot 1 RT-PCR £
MR g, AHR FEH #KBKFE: 5 cul ML,
OGD/R 6-0 £ F1 6-6 4140 & & T ,6-12 2 BH . [%
(&I 3A), AHR mRNA Fik/KF: 5 cul HAHLL,
OGD/R 6-6 40 & T1E (P <0.05) ,6-0 ZH1 2% FTC
Gt X ,6-12 A (L (P <0.001) ; 5 OGD/
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R 6-0 41, 0GD/R 6-6 4 B3 F+ 5 (P <0.001),
6-12 4B i TR (P <0.01) ;5 OGD/R 6-6 4H #H
F,6-12 4] @ FRE(P <0.001) (& 3B), SOCS2
HEFA: 5 cul ZHAHLL, OGD/R 6-0 F1 6-6 4H i 3%
ThiE,6-12 2H B 5 A (/& 3A) , SOCS2 mRNA 3
ik: 5 cul UM H, OGD/R 6-0 4 H1 6-6 41 B 2% F+ &5
(P<0.05),6-12 ZHBIRFEAR (P <0.001) ; 5 OGD/
R 6-0 A, 0GD/R 6-6 4B E T (P <0.01),
6-12 4B B R (P <0.001) ; 5 OGD/R 6-6 41 #f
., 0GD/R 6-12 41 . f&AIK (P <0.001) (& 3B)
KW, 0GD/R 4b 35 4 it AHR 5 SOCS2 19 3%
TR KOV Wi 3 T 1 1) 1) 728 At 2 B T -

#
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K7 a3, FE S 12 h iR Ml $278 AHR
SOCS2 i f Fl e 2 5 4% OGD/R 5 B I i Jox 400 il
PRAEH T KE

2.3 OGD/R J5 AHR ¥ 2 IE i i 4 ifg rh SOCS2
BEHMRIEHRNTEE 5 NC ML, OGD/R +
AHR 3 354 9 AHR  SOCS2 % 4 il mRNA %3k
KT (¥ P <0.001) (K 4A 4B), 5 NC
ZHAH e, OGD/R + AHR 33 % ik 4H (1) IL-6 , TNF-a |
iNOS mRNA 223k K3 B 2T (3 P <0.001)
(1 4C) . 455FH, AHR o Fk 40k 2 i sl , H
AHR BEfZ 84 OGD/R 4b 3 J5 41 il i) SOCS2 fZ &
Jit 7 IL-6 \TNF-o \iNOS %3k,

= 257 Bk - 2.0 T 2.5 o
> 2 =2 *3k
2 . 2 *okk < 2.01
< 20 <Z< 1.5 z -
2 ~
& 1.5 Al - id E 15
& % 101 #it i &&&
© | &&& g1 ik ; | HiHt
% 1.0 o z = 1.0 *3
Z ok k g 05_ g
% 0.51 § E‘ 0.5
=0 & 0- z 0-
otrl 6-0 6-6 6-12 ctrl 6-0 6-6 6-12 ctrl 6-0 6-6 6-12
% OGD/R 41l ctrl ZHAUAEAY TL-6  TNF-o iNOS mRNA [#HXH £k KT HAR . 1 5 et 4HEH04L ** P <0.01, *** P <0.001;
5 OGD/R 6-0 41 HL##P <0.01,##P <0.001, 5 OGD/R 6-6 4141 L ¥8¢P <0. 001
E 2 OGD/R FEFKRY M RIERFHRIEKTE
2.5 —_— 4 *#*#*
el 60 66 612 : i g
AHR - -— z 2.04 ko :: 3
z z
1 13 22 01 2154 £ -
SOCS2 -—— a4 % 24
Z 109 &&& s
1 21 28 06 ® i 2 %ﬁf
£ 0.5 £k z
GAPDH wme Gl w» W E«; £ L5
Qo
R 0- (4 0 /
&) ctrl 60 6-6 612 ctrl 60 6-6 612 &

ALY AHR (SOCS2 25 1 #3A7KF-(GAPDH S NZ ) 5 B: 454141l AHR SOCS2 mRNA XAk V- L .
5 eul ZHAHEL *** P <0.001 ;5 OGD/R 6-0 4AH IL*P <0.01,##P <0.001 ; 5 OGD/R 6-6 ZHAH 4¢P <0. 001
B3 OGD/R EEMKEMAH AHR,SOCS2 F 1 mRNA fyFKikKF

NC  AHR OE k: ok z
AHR s S < S 4 ok
£ 4 i
El E 3
> %
SOCS? e — T 0
o
o 2 [72)
2 2
carpn D D 3 =
N 0- ~ (A B
&) NC AHR OE NC AHR OE
ER El T H
2 . 2 2 sk
<Z: < 6 * 4k <Z< 6
& 41 Z &
El E El
Rel W - 3 i
! g 4 et
o 24 “ é
E g 24 o 24
= g 2
S R g
o~ 3] -~
0 ol & o B
NC AHR OE NC AHR OE NC AHR OE \

A:AHR SOCS2 ZE 1347k FE-(GAPDH SHPZHR) ; B AHR il SOCS2 mRNA AHXFZIA/KF; C:IL-6 TNF-a .iNOS mRNA AXFA/KF, 7.5 NC 441 *** P <0.001
E 4 OGD/R j5 AHR T 2K B4R SOCS2 4 FH F Ky &L K F
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2.4 OGD/R J5 SOCS2 45 £ I J Jox 24 it 4% i [H
THIFIL 5 NC HAHH,0GD/R +SOCS2 i ik
() AHR ZE 1Al mRNA A7k 2R84 L
(EI5A B),SOCS2 (YRFKF-REFFE(EISC), 5
NC ZHA4H I, OGD/R + SOCS2 i 3k 4H iy TL-6 , TNF-
o iNOS mRNA FiA/KF34 88 2 F 5 (3 P <0.001)
S5, SOCS2 1 F 40 i ik #4 E il T, H. SOCS2 fig
I OGD/R 4iiffdfY IL-6 \TNF-o iNOS K3k,

2.5 OGD/R J5 AHR i it SOCS2 & 5 I i 5 40
MAIERFRFEL 5 NC Mk, OGD/R + AHR

1.59
NC SOCS2 OE
AHR oo m—

SOCS2 - -
0.5

GAPDH P S

>,
Relative AHR mRNA level
< 2

239

12241 F OGD/R + AHR i ik + SOCS2 s 2i
YHLRYy AHR 5 1 mRNA 2235 7K F B 2455 (3
P <0.001),0GD/R + AHR i FiA4H SOCS2 FikK
i B2 FFE , OGD/R + AHR 33 51k + SOCS2 il ik
ZH SOCS2 (3 iA K1 b 2 FEAR (¥ P <0.001) ([
6A .B), 5 OGD/R + AHR i FikH A e, OGD/R +
AHR i F 3K + SOCS2 i v 4H Y 1L-6 , TNF-o , iNOS
mRNA FLIE/KF- 1 8 E A (1 P <0.001) (K 6C)
gL, AHR REAZ 1 J#4 SOCS2 50 OGD/R 4
Jfif#) IL-6 \TNF-o iNOS 3k,

8-

64

Relative SOCS2 mRNA level
< b b

*

¥

NC SOCS2 OE NC SOCS2 OE =
- 5 = 57
< -:: 44 EEE < 41
Z Z Z
£ g 3 £ 3
it ©n ?
— @) <3
5 Z 2 £ 2
P o
=2 H2 =
5 g 1 £ N
~ L %
~ ~
0- 0- ,
NC SOCS2 OE NC SOCS2 OF NC SOCS2 OE C
A:AHR SOCS2 % 172357k (GAPDH Jp9Z:8) ; B:AHR SOCS2 fJ mRNA AfX} F&ik /K
C:IL-6 \TNF-o \iNOS ) mRNA AHXTRIEKF. ;5 NC ZAHLE “** P <0.001
Bl 5 OGD/R J5 SOCS2 iz 2 i B B4R A &I B F R R 3%
8‘ 51
AHR OE - + + 4 sk
SOCS2 KD - o + 6 Kokk o~
o~ — skeksk w2 >
AHR = —um» T = e 8 3 3
< 3 A = -
L < 44 o <
SOCS2 “e— 2z Z % 2
2E, 3 F
GAPDH s GEED == _ N
EE
0-
; AHR OE - + + - + +
(A)  SOCS2 KD 5 SOCS2 KD - = " B
6- 8 8
koK sk
[Z Q. it 6
© 5 o =)
224 Z 5 Zk
o A L <« < 44
% E ek .é ;324 4 -E % &
= & 2 < = = &
& g - & = 5 A S g ,] A
2 * ~ 2
0 : 0
AHROE - + + AHR OE + AHROE -~ + +
SOCS2 KD o SOCS2 KD i SOCS2KD - ) + c

A AHR ,SOCS2 #E [152357KF-( GAPDH 2 R) ; B: AHR ,SOCS2 ) mRNA #HXF#ik/KF-; C.IL-6  TNF-o \iNOS [ mRNA #HXF Zik K-
W5 NCZHA * P <0.05, ** P <0.01, *** P <0.001; 5 AHR OE 4L AP <0.001
E 6 OGD/R J5 AHR i@t SOCS2 i#% B R R4l B ¢ e B F B R &

3 #

Mot P45 95 P 20 B 2 A Ak T

BERERS S S R R T AR LR AR A
5, BA SR IAR TR P 5 10 R a5 - ot —
R R PN, 8 B 22T A Al B . PRk,



240

VR AR SN AT ) O Mt L PR B . 3k, R
22 BRI IR R B , BT I T 400 M A i S 0L A8
MR R RN BAREIE R A
MR SEAE G SRR, (B HE PR e 22 R G b e
AN, B0 T B I 40 L i 3k R TR R 28 1)
FEAY 5 (CARM PR T AR R 7 ), TR 40 R
VAT /N A 2 2 B I 4T B 38 g P 6 2 4 %o
PP R R GERE I BN 5 A PR AR 28 R G A
FRAC T SR SC g0 M A B S PRl R (EAE) (Bif/K
PMFERIFAMEPE A 28 RGeS . BRI i 4 v
Je BT RS R AR S N P A, LRRIE S GFAP ik 3
SRR AS AL R B S5 o P TR 5 400 7
TEHEE(ROS) |, SAE AT BT FR35 , B A Fh 4 it P 7 1
LT, ABFGEHT, 06D 6 h 5 = M LRI
i TL-6 ,iNOS | TNF-o &3 7K - BH I 18 /&7, P
12 hit} IL-6 \iNOS [ TNF-o ik /K- 35 g I SE T
Bl FRE R T R IR AN S RE S

AHR 78 AR 28 22 58 G028 0 Hh e B2 o
7E EAE #7010 sk AHR 18 EAE (152 5% 1T
43,1 AHR 34257 [ 4n TCDD | m[We-3-H1 g (13C) il
TMGIWRSE B BE (DIMD) R ST, G A 1 Sk F S
K ( Forkhead Box P3,FOXP3) ik, 3hn4r 2 877
P T 408 (Treg) Ak /D4 BIPE T 4108 17 (T helper
cell 17, TH17 ) I 34 S 4 ] EAE i ik JB 10072,
AW KB, AHR fft 6 52 0 L0 B 405 45 44 2 081, 42
SN L R T B DR 3 3K B4 i R STATT S 3 PR 2%
P, S0CS2 J& F SOCS AR K2 —, UK K&
F 2 A iE PR AR K DR 71 5 3 8¢ 1) J B 5
AW 5T iR iE, SOCS2 7] & 5 i & 4 /i 12 0w %
5(BoHV-5) Fr i ge ™ 7E BI04 45 ( TBI)
B SOCS2 2% 35 Al % D 7% 1 &2 2 21 R 1 I
i, (A S AHR 5 SOCS2 75 ifi Bk i 453 475 v % 2
T J2 I 4 L 4 2 A B 7 A R 5 ), E T v A DL A 56
il . AR, BB 4IEZ: OGD 6 h/R 0,
6.12 h J5,AHR .SOCS2 K IL-6 .TNF-a .iNOS [ 31k
LT PR AR A R 3 2218 % At ik AHR 5,
SOCS2 . IL-6 \TNF-o . iNOS 1) 357K FE, DL E
SEHLAEHH AHR BRGS0 AN BRI IS 8 5 PR T 38
5 NC 4141, SOCS2 i FaR 4 4 Y TL-6 [ TNF-o |
INOS ik 7K -t 3 L5 i os SOCS2 A L 5% i i
Bl J5 A9 R E IV, 53 4, Barroso %5 ifF 5T & BRL,
AHR 8 3 545 SOCS2 ke 46 I 51 & 5.0 AL
KRR R IBESFE " . Yeste Z0F58 & W, 76 1 %4
B PRI AHR J8$5 SOCS2 , B I8 /MiE 48 241 B R+
At S — B B IE AHR 5 SOCS2 7E 14 45
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i ke 102 T2 R S5 40 L ) 4 R i 1 3k R v B A FH AL
il ABIFFET B B ot 4 M e 3k 3Rk AHR (1 [m] i) i
1 SOCS2, 4R J5 i#t 47 OGD/R Ab 3, %58 K,
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