&
=
dIT
et
il

TH17 #1 TREG 20} &k H & F
EHXEEEEKFEPRIER

HEFE AMmE A L I ZAM HEK

W OE GERE T S0HE (1 helper 17 cell, TH17 ) FT # T 400 ( regulatory t cell, TREG ) J2 W F 55 52 (1Y 2 9 40 i 2 70 | 45 51 £
e P OE 2 R o R 4 A G BN FD BT B KR A R D) G X AR IO Y S ol G TR L BOR B A E SR KA THIT AN
TREG 4 il 26 1/F 2 Kz Ik 3 v 49 T 3 32 (5 R0t AT X6t 3 79 0o 240 M ) 402 1 5 38 0 40 00 O — T 2 0 3 7 ks, JE B A L B
By R FH AT EC . A SCRE TH17 F1 TREG 20 J 9 e 5 2 00 90 200 i iy A U8 4 2 A o B 5 A AT R 450 08 [ml B R 8 1) . R] Bef , S B8 B 9
By A R L S5 A BT THILT R TREG 28 L 7E 22 i B 52 A1 S A B I v 09 1 FHRIORH 5 9C 27 | A BETE A R D fH OC Bz g ) BT ST 4R R

2 G T30 B ik R 00 B,
X4iE THLI7 4000 TREG 4008 sz HLl
FES#ES  RISI MERFRIRE A

B ik H

TH17 #l TREG #fi ffl 2] 4 CD4* T 4 i i) 5 4
FEEEH,EMNZHFETE2MAL80h, 2 5509 A
0K B 2 Fhop e RN, e THLT7 48 0 AT iR
% H B 5 RV R a3 8, 51 HLIER K R E ; TREG 40
L0 = B AR BT B S it A7, 0 A A S R
JOF, L 65 1 % 4121 TH17 1 TREG 40 M 78 A AL
S 7 Gt b Y SC B AR 5 BT 4 0 £ R N T R T
DA B = 3% 40 1 B 4 0 BRL 7 B9 °F i, 6 T N PR B S R B
A NAHHEFERRMESHABREERZLEE, B8
9o PV R RN B2 R (atopic dermatitis , AD ) 5§
1R 5 WY 5 g% FE S A9 B Bk 9 , H R LR 1 5
BILAR r i e 92 5k 38 R A 06, B K R B R A R
PP B E MM SRR T B ENY
Wi, JTAE S BFSE A6 THI7 F1 TREG 40 M % 56 i
I BT 348 o ) s ofe 2 (1 SE 4l R A e AR i £
Bz JER 9 0 S A, A SO o e B A AR AR O
SCHR, BIEH TH17 1 TREG 40 55 5 DL B H 540 6 4
FE Tk B2 BRI I R IEAE B AN R 2k

— .TH17 #1 TREG 4 j8

1. TH17 I TREG 48 Jif & I FIE i . TH17 4 il 7%

HAH ., [H %A SFE A S VI H (81973846 ,81904201 ) ; B
T L A AREHE KL 4 VT BT H ( LH2019H108 )

P B 150040 W5 R BB A T rh IS 25 R R 9 A B I R
W OATHS K MRSE) 1150040 WA RS M T A I 2 2 IR A — [ B
H BN R 4 A i An# )

AR A EW, B, FAREN, LS50, 8 T H . ysq_
6410@ 163. com
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b N7 - B ( transforming growth factor — B, TGF -
B) .40 L4 % (interleukin,IL) - 17 IL —21 IL - 22
AL -23 A FRIBET , A1 4G CD4 " T 40 ff 43 Ak i
A, BT 0 SR R AL A A, 4E R 9K
LA 32 i YT ( retinoid - related orphan receptor gamma
t,RORYT) .IL - 6 & TGF - B % H F# % 5 TH17
ARk, BRI, H AL HL R AF A Z R, B4 5k
8 IL - 6 7E/3 S 4G CD4 " T 4ififd 5] Th17 1k B4
Fe AR, HAR N & B TGE — B A7 & 5 5 2 i 1] X}
Wb CDA T 4 434k 7 a1 A

TREG 4} )™ 3Z 43 A F Il W A 4% 2848 5 o, K
SR T R A SR R 2L, BB b ) TREG 28 B i g
Ji T 48 B R 4 Ak, SR JE i TREG 28 i 00 B ) 46
CD4° T 45346, MR R, % R W7 XK HEE
F p3 ( forkhead box p3,Foxp3) . TGF — g 1 IL -2 #
Hop bt iR s T EEMA FEM, AR,
K ik TREG B9 43 fLARH T 40 Ml 32 7R 45 & i 5 55 3R EE
ot 5wl 55 48 0T B8 S BOM R T 40 A AT A 1 H i 3
B Ab sk 08 T 5 40 ] TREG 35 %57 3] 41 J& 41 il 5 R AE
IR SR L, R BR AT 8, BAR T
KR AS[R], H) 2 [5) 4k 40 Nk i B 32 - i

2. TH17 F1 TREG 4}l 53 %) . TH17 Z0 HE AR 48 A
[ £ P 32 1A iy 22 S 238, T 40 A 95 R 1 U A2
R T A R R HLE, & AR e AN 4 A
F . AN, A BRI 50 068 33 9 b 40 780 ) 5L s s ofE B Th i
R OARTEAE 22 5%, TH17 4 M i) 36 R4S AE 52 2 Fh A
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W FE |, 7E Kt e 5% SE A5 Y | G0 2 3R 1Y Y THL7 48
fitl 7T il 3R B — 8 AR A U 1, A2 R AU THLT 4 i AE
FEMB B T W E AR WAERD . XA
TH17 40 Hf i 43 B 7] GBI JE 4 X%, LRI B A BRI K
it

TREG 4 ffd 2 5 B P 44 , 76 A [/l 9 i o1 55 b B
AARME®RS , W IL -2 TGF - g % {£# TREG
40 1) G S AV L AR R, TL - 6, T3 & (interfer-
on,IFN) -y S50 2 H AR iRy Rk, Hr,
Bk TREG 20 Bl o] #0824 2K SR 7Y | 53 24 40 i g A5 %530 i
FI B 0 G K20, By 1k 0 0 3 4 % fit e 4R 4 Y B
ShJH TREG 40 fa 0] 8% 09 26 75 5 A, 2 B4 X Sh R 4t
R R RBEERT

3. TH17 Hl TREG 41 fE . TH17 40l B A o iz
VR AN AR T R OR T RE . e SR AR b AT B
IL-17 S9N 72 5 %L HT, THI7 4000 3=
g IL - 17 R, & 6 NG (IL - 17A ~F) 1 5 4
Z M (IL - 17RA ~RE) ™ | IL - 17 RE}E 38 5 ¥ 1 B
A= I IL -17A 5 IL - 17RA \IL - 17RC & & , ]
A 37F 22 i 440 e 4 36 ek 98 3R BB BT+ — @ (tumor necrosis
factor — alpha, TNF - a) IL - 6 SE g AN B N
WeAh, THLT 40 M 43 20 9 248 B DA 7 348 5% ey L il 4 92 448
M Thfg ., @, IL — 17 W] S 4 A e e gk 3%
e Ak, 1 5 LA I A B B g, b T B A o e A
ifL ) D B S5 D RE B 3 O PR S R S B . TE
(R R Y b, TH7 40 63 5 % 70 0% % A A 4 o2 9k i
GRS S W B & B . Kono ! BIF 5T 2 W1, 4 1) B ¥
A OCHE (NG 2) A AR 1 A HER
B 1R, AT 00 SR THLT 40 43 1k, o535 95 9
FEAR A AE LU0, R AR AL )2 THIL7 40 M Y 3= 2 fig
R, TR, AR K P EIE T HF (hy-
poxia — inducible factor, HIF) — 1o FEiA# N, 5 TH17
A0 M B AIAR S HIF — Lo AT 3803 Wl 8% A 7 2k
FLRR S 5 He Bk o BRI, B0 IL - 17A B AE,
PE/RHIF - 1o BJ A 1 #5 ok (] 152 08 45 40 182 fifp 4 OC 3k (5
ik, (e ik TH17 40 7E R P e,

TREG 41 ffi J) g o] BEFG A LN SR SIEBE
FE A S 7 1, TREG 40 M % 2 £ 2z ik A= #RAR i A
EEEM, WA IL - 10 BERE(E #F A B 15 5 177
W, ARl e e M 203 . B2 TGF - B Al |
V& TREG 4H i 2% w4 il 43 1 2 3% , 54 598 G 22 4 il 2y
AE. Treg ZHMIFR MM T 40 M S 2 Bk 8 11 S ITIM 4544
WAEA, SEMKERERZIRS GG, Wk — P

i TREG 40 %t [ B S if 32 O 4E 451 O 4 B Je
JoK B R GE R IE # B 1T, ¥ 4r TREG MR H T 2R
AR R AL AR S T
Fh B 43 5 A B S5 R R TR R R B Bt A BT RS [
FEMK AR - H &AM - K4 & ® (arginine - gly-
cine — aspartic acid, RGD) = SHBETBA XN
“JIKF %], Norman %.‘”jﬁjfﬁiﬂ—'\',TREG 2 il TE B
Jok 2 AE R ov B A K 5 & RGD FF 51 B9 4 il 5F
HFCE AT PRET RS, 5B EE g1 Ba R
WA EE . XA BT TREG 4 B8 75 54 K
P10 ) 2R A 9 2 FE L 1 RS U9 3R B2 5 A A D Y

TERAE & J 1, TREG 20 fd X HIL A 48 i Y i 38
HACHEEMN, BEOT 5 R, TREG 40 Ml o] 9 |
IL - 17 - CXC L 7 5 PR 40 il , v 2> o kL
MM ETRANDRIRE I LR N -SBHEANE
BUMR B THMETH, 25 B8N RAH N2
2@ ATY . D - fERE T 41 M (gamma -
delta T cells,ydT) 40 M 475610 T 4010, Izumol R %
A2 2 BRI 2R A, 7 TREG 40 i % i % ik, Zarin
Ll STRE g % I Tzumol R 5 T 4t i (1) A B A HT, ]
T ST 4 B 9 R M BB, Tzumol R BE T I 8T 4
i XF TFN =y (IL - 17 550 5 1 20 M PA 7 69 4 3, 410 71
FCR T LBy T 5 B o ey Rk, 5 yST A
JEL B 3% Ak 5 A 4L BE T, ke B2 B 2 et 0 A
KOt , TREG 4 i Bk 2 o] % 05 11 @1 & 7 A= 1 T 52 0,
TINEE iz JER 2T 44 A 0 9 Jz 1 TR A5 9 B AR AL

BT, THL7 F1 TREG 40 M 7E % 52 ] 42 A %
I R b B QIR . AT, AN W] 0F 5 A B AR HIL i AN
R DA 2 W — B IRANT e Hr L 4
TE PR 5 TR B R e v i P R O AR

— .TH17 #1 TREG 406 518 X % & 14 K Bk /%

TH17 #l TREG 4H i 7£ % 2 7 4t Hh 9 75 HIAS 35 1
Wy, G 280y 285 i X AL g X i A B B 2 2 A g it
ZAEBA R Ry AR SR R AR A, A
Bz ik 95 9 B9 BIF 2 o, 33K 18 26 4 M A B S N L AD B B
WL AL BE TS L R Y AT B R HE ( cutaneous lupus
erythematosus ,CLE ) 5 25 Y Je 2 S S O & A4 L &
G RPEXEL,

1. BB - B G 2 FL A L B Al TS O R A 1Y B
JoK 995 , A e R e AR R S B R AR B[] AE R
H, THI7 Fl TREG #0912k 4, BFFE R B, 2 3
R HL T i B2 P, 3/ RNA (microrna, miR) -
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200a FikAKFE T, miR -200a 7] #0158 35T 5
R AW F 1 Rk, 8585 50 A 1k g, 20
TREG £ i #8 1= 3% 7 ; f#% B STAT3 Z Bk Ak BR il , 3% 58
IL-22 33, T8 TH17 A3 2, A{Lanik, 78
B /N B B R AR b 2 BRI R R R I IL -
21 {3k TH17 2006 Y 5 BE 3% BR LA &% TREG 4 i 71k
MIBH B 24117, IL - 21 68 ¥ RORyT F# ik, #i3h
CD4 " T 4] TH17 #0 BL A% 43 4k, WRIAT,IL - 21 7]
FIE FOXP3 %3k, /> TREG 40 Hd i 4% 4 50 5t 5
TH17/TREG 4 i Lo 451 69 1 T 3 F 2 5 mT i 5 AR I
T 1400 L ) S 384 B8 R0 43 Ak, AR A B kit E R4k

THI7 40/ 28 M9 IL — 17 F1IL - 23 A7, 78 K
AL AR, IL - 17 68 L8 M BT B4
ML bt B W F L, S B R W, 1L -23 A[if
S T B4R M 43 306 IL - 17C, 45 1L — 17 P m) i o e
Bk RAEB M . IL - 10 L5k 58 — 37 3 4545 5 58 % (ja-
nus kinase — signal transducer and activator of transcrip-
tion, JAK — STAT) 5%, A #l il TH17 40 fE S H A 1 1Y
St IL - 10 5 THI7 40M0 2 10 IL - 10R #5551
SEE WOE JAK Bl STAT3 & 1 B R 1L B IR — %
AR, AT RORYT ik, PRI THL7 48 Ml 4 Wb
IL-17 1L -23 SR RMEMMAE F, L4h,IL - 10 &
e LimmEn 10 P EASTHMAEA 6,16 1K
KK, R0 A BT B4 I 4 Ak s T IE SRR R
B % I E R

TEAR B IR W67, AR 22 v 524 i 47 T B it R
7%, an il % My |58 HERR S5 AB Sl 3k 98 7 TH17/TREG
240 - 5 % il v IR L 1L S B AT I R FOXP3
5K AR 3E TREG 00 Y 404k, 55 55 I 5 2o 410 1
IL - 23/TH17 Rlif#AR 5L 90 /9 % iKW THL7
LR S IFN - y Rk K F, 3 E WA (RE
TIEALEE IL -6 IL - 17 F1IL - 23 2542 56 o 40 i [ 1
[k, th AT i TREG 40 M ¥t #n 1L - 10 B &
o ZR b O B2 AR A SR 9 A A R BIL ) A
o5, B # IL - 10 1L - 21 %5 A F 1 MIR -200a 7£4R
A5 TH17/TREG 40 M 6 /9 3¢ 3 , BF & 40 il )
FHEBUR R FE I PR IT BOR S8 0 AR B R G
JPHREHEE Z Al fE

2. AD: AD & W A48 M & Ktk B R RAE , W AF
AR R R R E M K Hi . TH17/TREG 44 g
B B S 3 Bl O 5 R R UL 8 B R 56, Yes M
K H ( Yes — associated protein, YAP) X 4H fifd 43 fk il
HEUEE HA LM IEM, ¥ THL7 1 TREG £

M sr 4k, Jia 2 BFSE R B, Atk AD K K+,
TH17 #H AP YAP ik THE , TREG 40N YAP Rik
FEAK . X5 T TH17 400, & R3A R YAP 3l 5k F 45 5 ]
%07 RORYT 5 H Al 5 5% A 7 W &5 & S5 A, vl i
Wi STAT3 f4 85 R 1L A2 B, AT JS Bh 3014 5% Th17 4
SrAEH OGN A 5% 5t . M, 7E TREG ZE M ik R
iKY YAP Al 5| B 40 B ik (08 2 KRS PR T E A
WHERIES 0 FOXP3 % TREG 40 iy 3 % 52 & ok
MLy O S R AT s R LR R, X AR
Bl B8] 2 8 £ 5 350 H 93 40 B 1) 2% A B 2 R N, 1 IR A o
J2 14 52 #5555 5 B B B ) R B 8 5 R R B K A
LI, 0 R R AR AE R

IL-31 FEREFE WM, & AD RERHM
FEPAEC S THIT 400045 W00 1L - 17 A] {2 3k 5 g
20 LA 75 SR ML SR A DI I A S 9K L 440 B A
M3 5 M A B A TL - 31, IL - 31 A 3% BB IR
Fianhf b ) STAT3 {545 ik = AL fR iz 8 1 -2
JFi75 55 AR A 22 bl 28 0 R B Bk 4 R iR B 7Y R Y
JHk, o = R AE AR

FEIGRYT 5 , b 25 07 W B A AR 7 G 9T AD BYYT
BRAF . Jia 7 WFSE & B, W b R4 BB A R0
8 YAP 93235, &) iF TH17/TREG 40 Jl 4 5% fi IR 245
16 AD 4B AY i A% R - kappa B ( nuclear factor —
kappaB ,NF — kB) {5 53l f§ 2 C H 2, #2811 B
FEAK p — IkB —a Fll p = NF - kB p65 3 I #Y Fik LD
% 30 B B E PR YAP B Sk KO ZE B 40 B i
PSR My, (5 5 IR 26 B4 T S e R 0 4 il PN 9 AR
it P2 45 B 115 55 55, T 60 O Ak i o AR,
HREAMMSEIKE, BAMRER, B AD JL#E
i TREG 40 Mg % Bt b fi B L 3 & 35 14 '™,
TREG 40 M43 4 1) TGF - B Al 3% Smad 15 5 18 %,
{2 Smad2/3 H AR ILIF S Smadd TERE &,
1 7 6 O R Y G A SR A A A N A0 B AR E |
R RALGTE 2/, LSRR, YAP 5 TH17
K& TREG 4ii M £ 78 & & 1) C B, &1 XF YAP i %%
TH17/TREG 4 il 2% iy iy #0 1) 25 4 s% B & o 25 08 %5
TGF - B A F 7K -, BiL & J& 8 16 J7 W 2D B Bk B [ i
W, A AD MR T SR AL HT R

3. B Jz o < T B 95 2 LA B oK B £ 1 BE e 45 O = 2
EAE, B R0 5 TH17/TREG 40 E 6 5 % & %,
Amira %7V BF5T A FETE A R A T P IL - 17A
KB E - FF, THI7/TREG 4 e 6] T+, IL-17A
5 TH17 MR IL - 17R 454 , 905 IKK 88 E &
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Pl kB EEBERAL, B NF - «B R & A, £
#E TNF - o IL -6 S5 RS M F e, X e R4
AN REAE 32F TH17 4 i ds £, Al 28 TREG 4
fH FOXP3 (335 FF 4 il 43 , 3& i TH17/TREG

240 JH A1 JEE T Y SRR, R B K AT kAL R BE A Y
JEIA L Jin % B gE R, B 0 R R P AR B
KR IL -21, IL -21 f1 TH17 40053 , Al 75 5 A
2T 4k 40 2 3k R BB 11 (Coll1 A1 . Col3A1) AP35 H
AU RAR S SE R IR 4 20 4 AR G A A A
G G B ML AN T 0 BE TR . A IL - 21 B[R
W IL - 2R ik, BEK TREG 40 M X 1L - 2 SR EE | 40
il STATS BEmZ 1k , LW FOXP3 2k [H B9 5% , R H 4
ETNRE ., R, TREG 4 fa ) 6852 #1 , 3 5 XF TH17 40
L3 Ak 1T Ak 40 B i 0 BB O, i ) 4 2R F A Ak
B,

WIT b, Yang % BFSE B8, TREG 40 3 43 30 1)
IL - 35 fB A & 2% fit 0 i 5 AiE R, 1L - 35 7 3 5&
TREG #MaXF IL - 10 Y45 3, & 2 91 TH17 28 i i
IL - 17A 4r &, R T o - FE LIS & A 1
e 5L 2R 1 A Y R KT, 0 8T 4t 4 e A .
Toll #£3Z A ( toll - like receptors, TLR ) 42 T B fit #6 =
B2 4K Hosh TLR7 I TLRO 7E 3 % 9 HL il v il
BRI, Wang %8177 5286 % B, 7F B B2 % /)N RUBE 7
W, TLR7 5 TLRY k5 ¥ 7] 4 5% TREG £ fifd X} 4 4iE
MM AR . TLR7 3035 W] 375 5 3% 40 M A% v 5 R 4
WK IFN - o, — J7 H 0 ] FOXP3 By %Kik, 7 —
HEEE IL - 6 1L - 23 S5 FE#F TH17 4000 55 0,
TLRY 2k GEHE 3h w40 A 1] M2 $t & B 1k, H 4y
W IL - 10 A FF TREG 40 Ml 14 4316 5 Ty BE 14 5
R TH17 40 ML 3G P, AR S IL - 35  TLR7 &
TLR9 X§ TH17 1 TREG 40 i i Blp [R] 7 15 %80t ] B
B R BRI R LR VA

4. BRI B XU K2 DK R 2% A0 ) 8 D8R Bk
R R B R B , DL B R B BB Dy
FEFRE, AWM EEFH Z — & TH17/TREG 4
A -5 % R . Bhardwaj LN R, AR EE
Bz Bk th %% 53 I T RORYT 1 NALP 45 Hy B & A 1
( nacht — leucine — rich — repeat protein 1, NALP1 ) # ik
Hm, NALP1 #A%E/NMAS AR IL — 1B 28 NF — B i
B, X SRS - Y S R A s | A e A e,
M7 TREG #i i £ b (& B e 2 . [E] i, IL — 18 41 il
BEY B LR EH RS, BEEANE FREE

A AL A ¥R AL A h B A W] X TREG 40 Jid 1 A
i, sbHh,IL - 1B £ F 20 Bf A0 55 B F N s,
NG 6 2R N AR A 4 M P9 B A B, S TREG 48 i 1Y
FEAEAIERE . TREG 4 M40 0 /0, 28 2% 40 i 1A Gk =
{432 340, TR R B

A0 I VA VR Ay 240 e 1) 30 TRCA A T, LA A A 2R T
&5 Rab & [ 5% 1E I, (23 TH17 40 M i 42 R 3
fE 7% & A XUEAR ' . RORYT Ml NALP1 iy ik &
IEAHE, 24 RORYT K FF @ HY IL - 6 93k 8/ A
W, THI7 4 BCE 1 £ 1L - 17 (1L - 22 R k40 e
PR 40 0 488 o, 0 4 ] 490 i e R 100 9% o D
DA F YA s TR S e AR A o 3K A B,
HEEEBRKSHIEY K,

53 52, XL & IS miR - 21 - 5p %
ikl 3 BE AR, STAT3 AW B A &, STAT3 R
miR -21 - 5p FHIL A miR - 21 - 5p Fik L Al
H STAT3 %35, {2 TREG 40 i1 % 5 T FOXP3 14
i, W R 4 B F IFN -y IL - 17 #l IL - 22 =4
E3F T 4 MF-f . A{LANE , miR - 21 - 5p 5 STAT3
i) mRNA #1 3" - UTR X3k %5 &, ol i 5% STAT3 i %
A4 B R R B AR M R, KWk, miR -
21 - 5p ATAEN B XUIG T 4 15 B 0 0 A B A, o IR
AR ZIME RORYT F1 NALP1 3 B& 7 s, i /b 48 ¥ 4
it DL £ 0, A B AT 5 R RUE IR

5. BEFT  BESE R LA Sk Bz Ak s B R 2 BE R R
BURFIE Y B IR, TH1T 41 Jf 9 3% 2 F TREG 48 i 1)
T ERERFEEFERN, Gautam %Egliﬁfﬁ%%,
BEFE B FH M IFN - y IL - 6 1 IL - 23 A T K F
S5HEMFEMERE 2 IEM, SKF IFN -y 7%
S p38 L2 Z TG L E P BE R 1k , LR RORyT %
ik HES) TH17 M0 53 f63F K& IL -6 5 IL - 23
A+, IL-6 1 1L - 23 AN{LRE#E — 2 it TH17 40
6L 4 7 A A £ W TR 6 4 A0 M P SR A ST i % AR i
AR, S E BEMM AT, MR IRSE N T2 (RO &
JE R 51 4 (tumor necrosis factor receptor superfamily
member 4 ,0X40) J&—Fh L fi| B F  EH TP HES
FiA L Iriki 2P BESEFR , 0X40 AE A 0 FAS 28
ffl F M AL T2 /K — FAS fil{K ( fas cell surface death re-
ceptor — fas ligand, FAS — FASL) I 7= % %5, |5 3
TREG 4 MY JE T-F2F . 0X40 155 3% 5 o] {2 {f 3 1
T L 20 g 32 1/ FASL 5 TREG £ Jfd % i FAS 3% &
PSS A, 91 & FAS Z 0k =1L, RN R FE T 45
Pk A R SR KA B - 8 iR HIE NPE TS5

| 474

b ,.«.-.‘.'!.r_.l,'.
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FEEEGY. WILr L X L0 -8 5 3h T ik
e T 2% Tl I B 7, 3% A0 A BB R 4% il (An 2 e R
A8 -3.6.7 %), MEKRAMZRMIKYES, BKE
TREG #iME Y45 F M Ak . M2 T3 TH17/TREG 4
MLk 5 ke fn, ERESWAER EH, B K
BETR

TEIRIT I 1 b TREG 40 jl 43 39 1L - 35 HATHiL
REME, R R WEE R R HIEN IL-35 1
KO- B B T AR ABET , IL - 35 Al 5§ STATI
RAEBERAL IR R 5 R B A 1 0 e R A
D1 Wik, #E 8 TREG 49345 . [RET 1L - 35 fig
30 4] 9 1 200 B BT - 06 ik IO 4 R 2R P O 0 4 A B T
TR B E 5 A, BeAb, 8] 53T T 40 H 76 0F
T MR E R A EEE S, LR ER, BEET
AR F IR B IFN - v B0 INF - o L2
KT mRNA £k, 158 IL - 10 & TREG 41 i 5%
F 7 FOXP3 () mRNA §§ 5 K0 36 F | i 72
F 40 i iR 45 TH17/TREG #4045 , 5K 4 1L - 35 $0h)
RIT R BETRIR T T RER B2

6. CLE: CLE 22 H 5 i ¥ 95 0% , 7T O o afi i J
JRIF AR R G BERE RN Z —, THL7 43 B
WAL A TREG 20 M40 ] D GEAH XA 2w m R 3 £
£ AR CLE 9t & & . K 2 8020 BEAR K& A T 96
BHUP BT IL -6 B A, BAKEIL-6
#& JAK - STAT il #% 7] [ RORvyt ik, B TH17 41
fMas 2, THL7 20 355 in ) 43 30 55 242 28 40 i 1K -7
IL - 17A 1L - 22 %, S 80/ Y sl 40 f 7= 4 o £
TNF — o 5 A i, [RIE, CLE 5 & i iRk A8 th |
[ BT E (I IFN - ok %) ML FK LW
hntel . EEUCE A9 IFN — k AT H40R b R 40X IFN - o
E 2, % T AR B 10 40 B = A s fE IR T 45 35 THL 48
43 TEN — y 0K RAEFEE . 53 51, A LI A 40 A
AR Y MIR — 574 0] 38030 3% 40 i BE 28 4R 20 g
P TFN — o, 1 Z A9 IFN — o A F] T THI7 40 %
Sk, AR F TREG 40 M % ¥ 4 5 30 7 L, 47 8
TH17/TREG 4/l F i, TH17/TREG 4 Jitd 2% 1 35}z
Jk B A P g A RS 7 A KB R A, O A
VR RGP Bt T R R BB A, 51 Bk i
#*,ME R,

JAYT I 10, Raeber V7 WF 55 KR, IL - 2 BEST
PREM ¥ CLE MY . IL -2 PERE |9 IL - 10 %4y
-, SURB A Bt D 5L A0 A X A v AR I P (IL -6,
TNF — o #1 IFN — ) #9533, [F B, 38 % TREG 2 g

FM LA AT T 0 R | BOE Bk A0 AR rh 22 R E b
B PR SR AE L AR, P2
W IR 58 A ( Quinacrine, QC) 2% 0% B — 2k RGLIGIT 24
Y, Patel %S STH & B, X QC TR A FH AP TREG
240 it P S ek 0>, R O S R N, X T B
QC WL X% TREG 40 i 5 & BT 2 IR 40 M i) AH B/
F U8 T 0 2 35k B 3 7 00 9 AR ki AR 4 o
IFN - k FiK/K T, 52 0 B 05 40 M 76 2 5 H 8% B fk R
BB ERNER, £T 1L -2 R5I7 %k RIUED
QC X CLE % d W M/EM , al4% 1L -2 5 QC Bt &
BEF . AP (R 3 Rk, B A b U G OF My, e
R B S 24 4 5 1 R B K R R TR R A R B R O
2595 AN RS0, B 20 55 2K R JE 5 30 TH17/TREG 4
JifL 2k A Y TR S . CD16 " KB BB 41 i (CD16
patrolling monocytes, PMOS) F1 CD14 * 25 L 5 4% 41 g
(CD14 " classical monocytes, CMOS) i F THL7
1 TREG 0MIfg & &, 2tk &R, PMOS Pk i
FEL {2 fH CMOS K H:HF IL - 10 /K F A XS 34 0, 5158
TREG 4 i B H L RF ™4 | 3X ] fE & HLIR XS 25 1 it It
RS R, 2R, PMOS % 8 #3835, 40 W iy
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