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Th17/Treg TEE B H R EIEFRR PRI RHERE
& E B EBEXRT
(HILFTARER,ZH 2145002 X KFHFR AR LRFAYEH G TRFER)

3 E| Th17 4 Treg MBI B CDAT AL, 6FE TCF-B . IL-6.1L-21 1123 .IL-2 S5 £ N (1)
LR T2 5T E 5. Th17 0MERERS /I e AE T IL-17 , 78 2 Fp S PP 19 & g 1 R v 4y 1T
B Treg ANENEA LA G 5245 LAGERR 9 FZAIIE, [ B S tpam B TR N 1 Treg 4NAT) A6 A A 1 Bk
ROCEHER AR AR, Th17 AN Treg ANNEAEDIRE L AH HHI 20, W& Z [B10 Le B8 b AE 1 S fegse it
PR IR LT 0 & B R TS 7 T DR PEVE ] o PR, AR SCKE MK Th17/Treg 40P 1% 71 BE , ZRGE1E BRIP4
A B R 0 e i R T IR VR M IRIBT T IZ 2SR iR G 25 5%

(82 SH0h T ANME 17 VETTYE T 4RO AR T A B et

[FE>ZES] R392.12

WG CDAT AIAEBTR R T, BB TL Ak
ANIE RN T 40, 4948 Thl, Th2, Th17 FIETHE T
YL (Treg )55 Th17 4HHEA Treg AMAEC BRI AR K
FENAMFFTRIIGE,, 8 BT TR NS =
KHEEL, Th17 A0MZ 02 S AEANN , B S T B JFA
TR FEE A SZ A0 TR B P JERYS 5 Treg AN IR RBAE I 2%
N T 4B, AEFRE TN 52 o Th17 S Treg AHARIYTEL
HMIBE & A AL AR RE T AR G g KO S8, 5
FOPRAE SV A A B e M 1 & A= . T, Th17/
Treg ZMI-T-AZAFY F B o2 PR A AL S il
FEVRYT AW (1) FE B

1 Th17 Z8B8  Treg 40 A B 5> 14 R ThiE

L1 Th17 @ ey 24w & 24 Th17 QUM LS
KA TGF-p A AIMEAFK 6 (interleukin 6,1L—
6), W E S S RGN+ 3 (signal trans—
ducer and activator of transcription 3,STAT3), M
PEFE Th17 A0 bR R 5T LE Z2 4K (orphan
nuclear receptor, RORyt)EKILF 11-17 4312, Th17
H B TL-21, KT STAT3 {5 5 it — 20 )
BCTh17 B9IG AR, 0 5 8 A0 MRS T ) TL-23 X% T
Th17 ALY AR S FHAS K (E BEE— 20 R
& STAT3 FFREMHIBLR AT 1L-10 A=A, XF Th17
20 e Y S R RN AR AR A RO PE A 2, R
STAT3 % F Th17 A/ AL =G 2, AMERERE I
RORyt &Ik IBBE LW 1L-17 AKFE, FEN
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1 STAT3 I HHAEHF RORyt Ji sh T, i i
T Scox5 Fl c-Maf PFEIVE L [F75 S RORyt
B FIR N HESE Th17 AHLAY 7L, BRibZ 4h 11—
7-STATS 15 S BT Th17 i/ 1Gfa e s — &
I I,

Th17 4008 32430 1L-17 . IL-21 Al 1L-22 LA K
PRI F 1L-1 . IL-6 . 1L—18 FlfifJ RFE K ¥
a(tumor necrosis factor o, TNF—a ), F-38 133X L 41 fifg
B F LA EEIIRE . 1L-17 A FKIETE 1995 4F
R SR ), s i R B M  BERS S T A AE
PER FFIZH UG 00 17 A U HUE TL-17A RERS
VEFIF Z 0 40 M (151 an I J 200 RN 2T 2520 fif ) £ H:
RIS P AN T, IR RS A AR 75
DA SRR L PSS (1 A ol i v v 11 AN = 71 O
A EEL 4 L P 3 R G
1.2 Treg 2m L ég L B T4t Treg M3k H SR AY
WTHE T 4008 (nTreg) F135 T HYIH M T 4000
(iTreg). nTreg A LAENG IR T & E A, 5 A BHiE
BOEAH S, iTreg & AR T 40MAEDTEAEH T8
it TCF-B A& (i HoAR A S PR 7 XSk /B0 R IR e 5 3%
F (forhead/ winged helix transcription factor,
Foxp3) RIA MTTAF RN 73611, 11-2 X T Treg LAY
BB A AL ANT] > JEIRAE T TL-2 J& STATS 584
TS -2 (5538 E oF TL-2R RS (5
AL T R SIE AL T 5 BRI (pSTATS) , FE 1
W Foxp3 IR, iR HAR o,



AW E 2 2017 58 31 56 2 W Med J of Communications,2017,Vol.31.No.2 -125-

Treg 4HIFRH R CD4'CD25'Foxp3*s Treg 4 idid
Ik 43 DA PR 1 R T 2 TR 1 R AT T 00 4 L, 7
BT 32 F1 H B S B fr e 3 2 G H BRI .
BI4N, Treg 20 A RIA R T 7 F CTLA-4, 35 VEAD
il cD28, M BELAS 56 — A5 5 1A% i, 3208 T 48
L AR REARAS o Treg 403106 1) ORI | 25 L 3 1
PR R 55 RS A2 (50N, T 4 %) 24 gt 8 T~ A AR i
ZAL, iTreg 4L/ TL-10 . TGF-B LA 1L-35
GV 4 6 PR - BELI S s I RNASNE T 41 e B
PEN e s L AE N,

2 Thl7/Treg MREKERES BB RREMERFHIX R

2.1 Thl17/Treg %8 fe. % #F  Th17 4EFT Treg 4l
FEST AR RE L AH EAM ] TR, 2 Fh A i R 5
Z 5%z BRI BN, TL-6 A1 IL-21 ¥R 1k
STAT3 | Foxp3, fEi#E RORyt ik, M H] Treg
YA, S Th17 UMk, T1-6 DL AR 958 R
TERAFE LT, TGF-B H458 Foxp3 X RORyt [H1)
HVEH PR Treg UMK A E o 1L-2-STATS {5
SRR CDA+T 4RSI TL-17, M il
Th17 A0, BRIt Z Ah  FTARE K+ T1L.-10 GRS AT
Treg S A B PE Th17 48R R,

Th17 AL EENS 73 W K A4 28 M4 i - 11—
6.11.-23.1L-21, FEXEELHAEAF1EHT , Treg 4l
e 52 B A5 S SR AE RN T AL, 5 RS AG 38 A i S
Ik 5 Pk 20 B R 1 o] LA AE Treg 20 M AUk A AL
TEEEUR R4 (B4 Th17 B0 Thl 4008) . —B.40
JL PR F 3 e A 35 L , Treg A AN AT REAZ 41, T
VRN, DI AT i Th7 40, 5|
KLU HAE N, 2 T3 H St
KA
2.2 Thl7/Treg e X 55 B & S & k00 X &
2.2.1 Th17/Treg KA 5 A B Bt 42 . A B s
PEIF A CATH) S2 R A S G52 T 0018 P S I 98 92
5, ATH RN CD4*CD25* Treg 2 M 55 Ui /> |
DIRETede, JFME 28 4 i IX Bl b TL-17 /& B 3%
ki AHHFIE R I, ATH & RN Treg A0 EL
TOFIDIREAZ 0, 1 B E B i I 240 L £ 25 8l P450T-
ID6(CYP2D6) 8 CD4HI CD8*T Ik L A iR 5], 7=/
B NG ROV, B 24000, ATH S35 ARl il v
(R S IR F RORyt 5 Foxp3 A L E AT S 22 7

JERIEMIE  ATH B 2RI TR S KN Treg
A p gk B LT, R HED Th17/Treg KA 5
ATH R EEHLH B VIAHOC

2.2.2  Th17/Treg A 54R B M : WF9E W, AR JE
S A BRI AR i A S Th Al
Th17 MISEAIAMME R F AL . Th17 bR st A1
RORc 7K R SAE T 1L-1B . IL-6 . IL-23 AY7K-F
B0 ThE, Th7 A8 W n . o s s
R BB Foxp3*Treg AMAEECH TR, Mide /™ B
Ji8 973 B 3 1) Je i B o v B AEAE TL-17A/FOXP3 ¥/
CD4* = T PHYE AN, 487 4R B i i  f2 i 5
Foxp3*Treg YA B P RE S AR OC . HRE e R E TR
FeZ DR AN E BBPURIT T RN Treg 4HMIEC 2 T+
1o G R R W S s, o A iR R ), AR i
FIRIT Y 2 — A 2 D3 RBOEE 3 3R e P L
Hh A 2R 41 ( dendritic cells, DCs )46 R ASTRIZE
BRI Treg 20N , 25 G s2 i A2 , DT R 28] 8 fiff I TR
FER BIVE AU, DR, Th17/Treg o2 M e 45 8 95
RPN A 2 AR

2.2.3  Thl17/Treg KA 5 5 MG« R A% (in-
flammatory bowel disease, IBD )14 5 % L5 ( Cron—
hh disease,CD) FEZHEG AR (ulceralive colitis,
UC), R mALH 55 Th17 QA /NN
KA BETE LRI, 78 B RV 2 SR YL 75 L v
W R 1 A Rt i  1L-23 SR LB A . [HIET,
NG A B, 1123 52 AR FE R AR (AR AT AR 1BD %
IR . IBD HBE R AR RAE 1/ NMA R 2Rk
1L-17, 47 )2 FPAFEAE Th17 ISR RIS . iF 9T 3%
B, A2 P PR S AN (APC) T T TL-1B
1L-6.1L-23 =255 Th17 A K . BLoh, A4
J KBS AT WL TL—17*TFNy*T 20 2 A1 IL—17Foxp3*T
HIATAETE . UC BRI Treg 4 LR FE 25 25 Bk
IS MA TL-17 BIAHME . JF H , IL-17"Foxp3*T 40
REAZIME] T AARATE AL . RRBES RS RS b 1) S K
A2 HRIR Th7/Treg FU AR R A 55 2 1 Mo s 7
KA,

2.2.4 Thl17/Treg Kfii 5 2 K AEMLAE : 2 & HhEfL
$iE (multiple sclerosis, MS )& —FP G i 52 25 HL T B
(AP PE G SR PR /I BRI I B e P il
HHE S (EAE) BTF 58 & B, Th17 20 it B B E0% N
%, H Treg IRERIBHWT S 1HEALR B IEAHDC, MS
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BE TR R R A R 2 B IL-17A LR 3R, %7
P Th17 ZH L B R IR BT Th17 Z0AEAH L
Th 2067 75 58 S 30 ki i 5 e %) PR B2 A 22,
MS FEE AP L R G Th7 0BG SGT
e TR A . Th17 40034 BB 1 553 i 5t e, 412 F
A B e A R A A Bl 22 R AR, [FIRS, MS A
KN Treg 20 LR E K & H M LT HeE 32 201401 %,
Treg 4N LB R B ot ss & B, BHZE B R I
RO MR T I9(5 5038 5 , Treg 4NARIA 48 57,
EAE AR 0 03 , HARA RIS RO, PRI
M\ Th17 Fl Treg M A B 7% JEIGIT T5 28 Al LA MS
PR PR I 7 18]

2.2.5 Th17/Treg KA 5 F B Sk 48 . KRB
FT R (theumatoid arthritis, RA) FBEZNE ML 1Y
IL-17 WKV 3 i T, 117 A i 40
WERS , I A B 20 L, 5 SO A R R A
A, FURY B T R ORI I R R B TL-21
FEIRAOV T8, R A I %) A R S A RATF 9
G R H AL Treg ANECE F T, 4N
I Treg 20 i K T R ,Treg 20 LT RETE P& 2% .
BE RN Z B TNFa B98N I Foxp3 MR fk 7K
L T Treg A0 DI RENGPE , fE i TL-17 53 he=2,
[FIET, Foxp3 J A JAE I Y 18 o - Xk B b 25 5L LA
J CTLA-4 &35 FT) 68 19 Bk 2 IR BE 35 A% Treg 20 il
DIREBIE . RA BBE RN Th17/Treg HLAIBA 8 5 -k
JHN, I H Th17/Treg Ho Bl T , 51 58 7™ H A% 4 1k
o I RIGTT HAEHT 1L-17 PRk E 0 Th17 41
SR TL-17 VE R EZIRYT B, RA BEEZL
IL6 SZARPUIAR (FEER L), BTL-TNFa BUiA, 2 H &
WRES R PG 5B & IR YT 5 Treg/Th17 KA1
AT BN E

2.2.6  Th17/Treg KA 5 RGEMELLREARNS : RGNELL
PEARHE (systemic lupus erythematosus , SLE ) & —Ff 52
K Mis B HEN H SR rEyn, 28 THERL
PEo W95 B SLE B LT s 2% 1L-17 FikK
SETh g, AN Th7 A0 ECE i, HbR2% 5 B IE
HAETE Th17 RIS, H 11L-17 FRikKF- 5%
AR BE AR OG . BB DRI R A A I TL-17
RORvyt Fik B RN SLE H Treg AT &
AL, RGN DL R B Treg 4 oy
rtesz i, i HABBEFEE WIE R K I Treg 4 A

SN T AT RE IS o SR, BB iF o€ & B SLE
BEARPN B CD25 T UM L B2 CD25 FoxP3+ 4l L tb
PG, AR S5 2 B L A i DX 51 T8 I Treg 4
Ji, ANREA RLPHINRR, T A0AERA BT Treg 4HARERE
P/ Th7 2053800 S B0 Treg/Th17 40 i 2K
M5 N ESE SLE S ALl LR A A s R4 it 7
B LS

3%

Th17 ML= PRI RN CD4*T 4, 72
Tl T2 B AEAIL R A B G R PRSI I8 1 Hh & 4 Y
YER . Treg ANMERESE NI F B Go s RN H- 1 5T 41 HF
GREN 52 o Th17 A Treg AMMEHE 22 10] P-4k
FEPUARIE# 0 EBRIIRE , 2P A B et n
Jpa R S PR BN EZL A VE A, R 1 Th1 7/ Treg 41
RS- B SR MR IR YT A B B A Y
FR =
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