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Abstract

enhancement of physiologic inhibition response in maternal-fetal interface, called immune tolerance. The imbalance

The human gestation is considered to be a successful semi-allograft, which depends on the

of pregnant women immune system leads to reproductive failure, and the abnormal homologous immunization
could be most likely the pathogenesis of recurrent spontaneous abortion (RSA). Mechanisms of immune tolerance
are in the deepening, from the Th1/Th2 balance to the Treg/Th17 balance. In this paper, the role of Treg/Th17
imbalance in RSA is reviewed.
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R M AL (recurrent spontaneous abortion, RSA)
FEFRESE AR 2R B2 UL E, BUR R I
AFAE IR I W T B g (R S 6, T B2 R PRI ™ K 2 2
500N e R, A WIRA SR, SOCRR N R A
AN B U M 7 (unexplained recurrent spontaneous
abortion, URSA), Z1451%~3%% R4 & (1) K102 1t
PR RN e Bl X R R S BT TR N, W T
ATTIZHT R I, URSAR KA & & 5 R b o 9% 2R A AR
KR RS RN, BEAR S ML 5 1 7 7T 3 80
WR ARG, B2 L T 2R LA AT 0 R 56 4 e B2

B HI: 2015-12-16

WA H #: 2015-07-03

FLAE19914F, Thl/Th24H A B 1 D i, b )s
(AT 7N A, s B (K Th1/Th2 20 Jifa BR]1- 1 1 o 4 R
AEFEVEUT IR AT A 75 1 180CD4 4l Bh A T4 1 (helper
T cell 1, Th1)43 # F 4 & -2(interleukin-2, IL-2)Fly-
TF# & (interferon-y, IFN-y), % 541 i G 3% e B, 5
LR ARG, AT ARG A PR V3% 4 i A A
R JIG F 1E % & 8 5 284 CD4 4 B B TN i (Th2 41 i) 7>
WAIL-4. TL-5. IL-105540 ¥, A3 BIbk e 40 a3
B AR AR A B S e i S AR A . Thi 284 40 A
TAFITFUEYR 435, 0 Th2 B 48 g PR 7% 1E 3 UE 4R
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()24 S B B, IE 5 U AR I Th2 2 40 it DR 1~ 5
#, Th1/Th24H i BRl -1 2% 1 T e S0 4 2 W LA
T G YR I R (1) A AP

A2, — 6% 35 7050 B 5 9% VW I BF 7L
HHOR LT — S g, o 1K P AT 4 S vE SR TR
BE. SEIOVE H B % VE N A BE 28 (encephalomyelitis,
EAE) % 28 4 I\ & — i 52 Th 1 40 Fa 18 45 1599, 15
R BN, IFN-yF- 354 I EEAE, 1 HIFN-yhi A&t
WANEAE AR ER, R mEY,
%, LangrishZEB A 78 R B, 72 AETL-17 /0 T4 i BE
PRKEAE. MU, B 7877 []388T AN Th1/Th24H i ~F-
% W% Treg/Th 1 740 f-~F- i1 19T 75, AFF FL KD 9
Ji 2 AR, A FE R i R RSB E KR
F= o AR S Treg/Th1 74 Hi ~F- 47 2K 1A 7E & & 14 i r=
R FE—270A .

1 CD4'CD25 Tregfif1

19954, 7E /N BRI B kK BEL, CD4'CD25 1
5 PHETYH (T regulatory cell, Treg) & W 15 PET4H iy
1) — AN RF R 1R B, 43 30 1 240 Jf TR -7 32 AT TL-10,
TGF-B(transforming growth factor-B), & A4 T4k
JE it 52 e AE T 52 R0 BEAG  pE  Z . XKk RE R
KK ¥ p3(forkhead box p3, Foxp3)s&Tregdl il &
B L Th RS s R, AT A
IIfit. CD4'Foxp3"s" fl CD4 Foxp3'™T4H il 53 5
L5 AN [R] 3k T 448 i 3 284 AH OGS, CD4'Foxp3*'4 i 5
CD3 CD56 NKAH g 7 A % . CD4 Foxp3"e" Treg4f il
5 CD3"CD4 " TNF-o 48 Jfil 1EAH 5%, 11 5 CD3°CD8 IL-
10°T4H L 2 f0AH ¢, oo — 2= 28 7™ AR 40 i X1 1)
CD3'CDS8' 4l ffl. {HJ2&, Foxp3%H ) 8K /K 7 ) %
IRV TR T A0 M T e, o iR AT IR Se g i A AL
ONITAH U1, Foxp3/& H T ¢ °J {5 #i 1 Treg 4l iy
() T bR &, [FFFCD25%Me, CD127°F1CD62L 5
SE FKIE T Tregdl f R 1. URSA S 3 Wi JE 2 £ rpr,
CD4'CD25 CD 1274 Treg M Jifd {1t 55 5 A1 5 12 191 1] 3
RS BRARR, B 73 HOGT ol 5 ) 08 e 28 i 52 A B3 7= A2 52
M, 2 5= 1R R IR, B, CD1274 T GERCHA
HIbR £
1.1 EEEIREIA TregZmiR

H AT v = A2 2o PR 1 7 B P RN 4 O
(1 5 B+ Tre g 200 P 250 19 LU BCAITE 72, K 2 0 F 2 4t
P UE R BA A 78 . 40 ICD4"CD25 Foxp3 Treg4H

Ji A B 2 e 2 RS20 B I, 1T A G 2 SR 7 S ik
0O G A B A BRI 50 B T Tre g 24H i 1) 55 £ 52
— LI PR 52 Rk S HLBCAR U T . TregZH Ml R4
1AL IR 1~ 52 44 5(chemokine receptor 5, CCR5) 5 &
FE A 2R BYAH O, I ] 52 AR LL 4 S & A Mt S5
TE A ) —Fhbr BN, AP EC 4 4(chemokine
ligand 4, CCL4)/2CCRS— A HCAA, £ Rk T 4F
U7 B, 5T URMICCRS Tregdl il it 3% £ ME L B A1
KA geAh, NZE-E AR M AR ¥ 2 (human chorionic
gonadotropin, hCG) 5 — Fh £ BEfIG G 11 {2 12 Treg 4H
JEFIZ B . Tregd il T LH/CG32 4, JEG3ZH iy
B2 3 ) 0% 57 2 L A ThC G RE A 250 R 5 Treg
Y AU, 2 R v I 2R R B R IR A Treg M M 9™ 7K
FEIE INFoxp3 kA,

TregZH ML X AEUR A 4E 5 A S S EE MR . it
[ ) CD4"CD25 FOXP3 Treg A it ik 4% B 1112 28
P A1 N A 40 8 T )7 -G(human leucocyte antigen-G,
HLA-G)13RIE, T BUR 6™ £ Th240 il 5 1, Jf H.
1) 58 JEE Y CDS 6™ CD 16 NK4H A 55 14, M 1fii 43 Fl
TUEGRIIAERF . N AN RREAAR G 72 20 i AE SF 4R
A B Bzl iR ) LPT R S, Tregdt B X 22 #A M 47 5k &
OB R E U, NRAES L S B T —
NN, R AR SR A1 B A2 S IR W D I
TEALTAN M, IX ST i My e el T+ 5 W
5o NIRAEBEE 1 AT BE o AR L S, KSR T
G A M oA, B R AR R 8 I Treg 4l fRU. A
FOUESE, Zh it 7= /N BRAE420~2 di, i A Tregn] BH 1k
H ARV ™, AHAEZ24~5 diNF, S AN AN B BH 1E, 35 B
Treg/e 52 k% U B T A\ BT 0 75 10, H ok B IR R 28
/NER ) Treghin s 2= /N, AT BEL L B AR, T4
N IEH ARSI R Treg W) 625 B 1L 25 70 /N BRI
77, X Ut B Treg R = A\ BEG L1, {H R A DL 42 fir
AR RPUR K Treg A LA MR TR VES. FELEYR
2428 A Ak Y, CAIESERA LRGSRk
Tregdt Jul'V, HAh T 70t & B0, BRI AR ARG L%
1K B 3L R B AE 5 [ A b E VR B R R R Treg
I HRL ) 3G B BE S 3 RO, Ak, RN GRAEIR A, BB L
KEA [1CD4 CD25 ™" Treg 4 i #7 1% 5 14 M &1 J& 1
GREE B W B AR, X e IR R, TR A R T
JE ARG LA B Fb S A 0 i R 05 15 3 BEAA SN B Treg
S M )95k, FFREALJE S AR T REG S, AT 2 i B
PTG ) LTI B G S B, AR IR IR 2SR R & SR,
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X LEHIF 5T 5 UE S Treg 20 i 5 52 13X Le4R Bk (1 471
JR 5 H D Re B AR G, A R SE ) RIS T
JR AR AL s A G BARIESE, TregdH MU 4™ 34 2 A=
T A IR B R, R A EE R A
C25"CD4" T4 F it 1m] W5 B DA R ok B A4 B8 BE v AT
%[22]0
12 ELZMRFL MR TregZlf

V2 W FUUESE, RSA M) 2 P A1 Ja] ifi bt fi 25 27
HiTregZH Mo £ =~ B, & 71 FR (K20, Arruvito 5520
Wt 50 & B, RSA % P 1 CD4'CD25". CD4'CD25"e"
FFoxp3 Treg4 ffd 71 84N H 28 JE J o A H B 5
I 5, 41 A0 BAR T XA, 5484 )5 Lophk
SF—FEIK, FE HRSA LoV (R Treg 2 Mo 2 30 H 1411
H T RE B RAR T X M 4H . BaoZ&UWT 5 & I, URSA
B # CD4'CD25'CD1274 TregHl fifg B & Ik T % &
H, IL-10 A1 TGF-B3R 1A tH AR -6 B 241, L 00 i %G 2
T it 338 58 1 1 Bt PR . Tnada 6 P0F 78 KB, 1
WA B IE & 83 77 45 h, Foxp3 CD4 TZH i H 31 45
KRBT B Mg FE G F 8 2.
Jif 1E & B0 77 41, Ki67 Foxp3 CD4 T4 it % W]
BN FIE® MR 4. 1Ki67 Foxp3'CD4" 41 g Al
CCRS5 Foxp3'CD4 4l iy Hi BLA 2 78 = 4 o - LA
Ao X 55 4 o, R W A 3 i (KG67 Treg 4
MFE S 5 i 52 o rl e B EEEH, JF H Rk
VAT B AT RE A B TR N A KI67 TregH A 5k
TS LinZERE 50 R, B R R Ltk %
1% 1) 5 Treg 4t i f2 € AH O JE R /D, 13X L Treg4H
Jf 5k = F e P, RSAZL 1 RF % Tregdt il #5 /b> R ik
Ubc13(ubiquitin conjugating enzyme 13), T i Treg
4 Jf FRTUbc 1344 8 Treg 20 i 4% 8 A B N T4 . 5
A SR L B 2 PR AR B, RSA L P R IR K F
5 7€ Treg Al /51 7K SFTh14H fil. Yin%5 25 JH 0F 58 K
B, 253 2H /) B S AR 1S 1 CD25°CD4 Treg
S0, Be A R BRI, B G ARG, T S
B 3 B ) Treg 28 M WU 4 FH L4, JF HAR SRS IR 1
CD25°CD4 Treg4Hl JI TGF-B1 AIIL-101) % ik W] i 14
I, IL-10/TFN-yELAE T X 28 R B IR, RSA L
TregZH i i) 205 A /& S Dy RS W] A6 A2 A B 2R TBC I

2 Th174R8 2 —FEhBY3 N T4
43 WAIL-17/CDAT4H Ho(Th17) & B 72 fift 7T

EAEZ W — A EZH D, £, 9iffCDA 4 i
ZTGF-B 1L-6. IL-23F1IL- 14 fifd [K -7 ¥ 5 i % {k
JNTh1748 By, 43 WAIL-17A. IL-17F. IL-22H1IL-26,
Th1740 3 (0 5% 5% R 2 4 F R AL 32 AR -yt(retinoic
acid-related orphan receptor-yt, ROR-yt)B%, 1L-17
RE I8 1 b 1k R 0 i IR E LA AZIL-1. IL-6. IL-8.
TNF-a. — % {k Z(nitric oxide, NO). )i & J& &
1 i (matrix metalloproteinases, MMP). 1% [A -¥--xB
Tic 47 5% A B3 7 (receptor activator of NF-xB ligand,
RANKL) AL 41 B — 65 41 i 42 7% i) 3 ] -7 (human
granulocyte macrophage-colony stimulating factor,
GM-CSF)/™ A4 1) Jl 75 5 & M e BB, CD4' T4
JSRIL-1777 A6 1 32 SRV, E X P e Lo
W EL AR A RO R e BRAh, AT
FLFR W], TGF-B3 5IL-63L FUKZ) 7 Th1 740 g o B A7
FO VE I A0 B 1 K S, TR TGF-B1ANIL-6 0 HL 7] i 5
THIXHESEUR R A, Rk, AT REAAEE RA A
[F) T AE A Th1 740 B 2482 A b, g 3t 98 P e B
FITh1 740 fufa g B Fk 1 28 22 25 245 B [, 3R
CCR6'CXCR3"e&"CCR4"*CCR10 CD161°7%,
2.1 EEEIREAATh1 74050

XF T AR YR I Th 1 728 1 (0 A0 R WE Fe 45 R IF A —
o —YeRT IR, A B Th 740 i 72 JE 5 A0
SR 5 RS 390 o 2 0 DX, T A R B = A H
W J15% PR Th 748 i BL 6 B 2 i T 41 J8 9 25 Th17
L. R, SARMEIR LR EL, SR
HI=A H A=A F o ) Th17/Foxp3 Treg L5l T
B3, Bansal F5PHA Ay, AT & Fh 55 A B SE 2
S ECTh1 740 M 5 0 JEL B, 22 BT TGF-B I i Al ) 6
IL-67K-FH4 0, mI A 4hAETAI A 016 N Th1 740 . 15
JE T 740 i 5 22 W12 T 40 L BRI, WT R 2
RN 8 i AN 2 — A 5842 B A B, Th1 748
5 ORI M SR S R 7 0 40 L A A DN AR
ER . AW TR BL, Th1740 68 S TR EH Y 2
Wh, K TR FT B AT BT S AR
22 BERMRZMERTh 74

FEIS F U, R T AR R I AR A Th 728
MLEAT T A 9T . Wang %8 PRI, A B JEL RIRSA
22 1 0 A B IR 6 R R Th 748 g b T 4 O 2 1
o, 5 Tregi i #o & 8 A 8. RSAZCVE I I 9%
HHIL-17H1IL-237K ~F B & 7+ &, 1 B gd i HIL-17,
IL-23MRORCE # Kik. [FIABATIE K I, RSAZL
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P 41 J& 11 - CCR6'CD4 T4H iy FICCR6TL-17"T4H ffl
e e N L= i Lotk B BT . AEAR AN 7T R R
I, RSAZ M ICDA TN L F= A ITL-17 8 & 7 &, IF
H TregdHfXFIL-17 R IA M HIR D PY, X TR T 18
BF fif 5 1 Je) 358 5 28 HE 7 R Th 1740 i ke 5 < S 1
SPEGR A AR . LinZES w78 & 3, URSA
B B Th 720 M LA FITL- 17 AU B 3500 (8 v 1 1B
F 20 T AR U R 3, Treg i L 51 B AT 1E 3 22
#, H HTh17/Tregt A (1) Ll AR B & vy T H A i 4 .
FERSA FAS I 21 72 3E 48 P B9 41 B IR 2K 388, 2
FEIL-6FIL-1B, 1% L 41 ffg K+~ 5 Th1 740 fg bE 4] 1 48
KN, FufEHOE 5T Rk I, % NIL-6 FITGF-BAk 14 (1)
Th172H M RE#E AL 16 ) LI 7= 2t ey . FE LR IR,
iy S THT [) o S5 A P S O D SR80 A= 1 8 PR A o,
RGN JAE DL RS 01 28 1R 20 i TR 7 25 T e 5 K
Th1 748K 7046 . 5 B NK 2 Ffd §& % 3@ I TFN-y
PR ANHI T 79815 1 R 80 2 R BL . RSARI L Hy,
Th1 72 ffa b 5] B 238 o, I ENKZH A 3 101815 2h
RETZ %, FETh 740 5] LI =0 2 0 35 I e, I
B 4 T BB 52 1 1) 32 10

HR, A5 V8 22 BF 58 6 Th1 740 B 28 7 72 v (R 4R
FAFEAS R s o 72 B AR R RIS R, 8
I3 2 AE BRI, 007 A BE 8 G B B, Bk A HfE 47
Tr=o A —PRFER = AR ONFE B e, By i
W=, Fe IR ERIR L EAE T B B B R A AR
HEHH # . NakashimaZEPU& #l, 1L-17"CD4 T4 jitl #F
ME G L 7= o P TR AR B, B S R R PR
Y F i R EAE O . T AE Sk AR R0 R A R 1
JEE R A R IRIL-17 TAH fo $ = 1 A8 Ak . DRI, AT
WN, IL-17 TH AT RS 5 1 U= e A 1 28 14 I B
AR, AR SRR R R (H 2 BT I R A
PR T3S dit s, AR AT X RSA, Hogh Hny G LA
KARFBERSA M) T2 ML o
2.3 Th1748RERYETS

WEFL I, Th1 74052 BV 2 R R PR . I
TE M B 5T 2 L 1 (serum  glucocorticoid kinase 1,
SGK1), #&—Fh 22/ J7 A BRI, /& N UF ) JSHAr 2
HFTL-23R (1) 3R 3% K Th1740 i 3= 2 1 & 5 b o0 B 1
YEF . SGKIKIRIEREMAEIL-23RAIZFRIE, MiMi{Edt
Th1740f 5346141,

Th17f) 43 AL IE 7] BE 52 B T A A 5. T ok
FNFIL3GE % B 4% 45 € H M HIROR-yt/5 35+, M

T H Th1 740 fi i 7= A2 . 5% 5% [N T REV-ERBoj& —
A5 AR G B B 2R K, NFIL3# I REV-ERBa
fETh1 740 B (1) 5340 52 BDGRE A BRI Y, 584
A SEM,

3 EAMRZHTh17/ Treg FERATS

Lee®PIR 2 T — TN T A K PEBIRSA L MK
TR R4 M R T-(TNF-a. TEN-yFIIL-17) A4 % 21
i K F-(IL-10F1Foxp3) [ 5T 5 %) HE I 7 i 2o 1
AH B, RSAR AE U Uk 4 P HHIL-17"T40 B[ $6Th17
N0 i 55 4 T4H 9 17 (cytotoxic T cell 17, Tel7)]HH &
Hhn. fEFoxp3 TregH il I #f ', Foxp3™. Foxp3""
HICD4 Foxp3 ' T4H A 7ERSA L 14 7 B & B, 1H 2
Foxp3""fICD4 Foxp3 T i i A Al . SR, Bk
PRV 2t 5 IR & W AR L, A FIL-17"48
Hfl/Foxp3 T4 i I 74 () be 2R 25 BH S8 T o R ) S
IL-17"T4H Jf 7K *F- 5CD3°CD4" TNF-o T4 Jifd, Th1/
Th2k: %, CD3'CD4 TNF-a'/CD3"CD4 TL-10"4H Jifd b
Z L K CD3'CD4'TFN-y"/CD3"'CD4'TL-10"4H Jify Lt &
BIEMHK. XL RN, RSAZYEAA @ Th1 M
Th17 %98 {2 3F % 1 S B 146 ] BA 22 38 1t Foxp3* Treg
1Tt 400 1) 92 R TH 6 AU )

R MRS M5 I W UR oA L, Thi7/
TregZH A b 28 B S B0, A6 B X [ Th17/ Treg 4 i 25 A7
DA A 20 i PR -2k R AR A, X e A R - AT e &
SR I RRALEIE* . Tregs 2 43344 1 210 fifa A
FTGF-B+ IL-10FIIL-358E 5 M HIIL-17/) %k 2 Th17
R4 Ak, AT A 701 T2 1 FES4, {HERSA
£ ) Treg 2 MO X6k -F-Th 1740 g A 40 1) 335 1k A . 7
PR A 5G4 98 S B T o, AL ) Treg 40 it 3
B R F0 41 R S TEH 43 S IL-17, - H. Tregi i Ji%
IL- 10415 5 38 ¢ 32 $IIL-1240 i R 1 5 1% B Toll b
AR IE L B8 B 1 BEAE 2 1h 2 B I R TR B AR ) AL
[X-¥- 88(myeloid differentiation factor 88, MYDS8S) [t
U, OzkanSE" SRR 78 A B, RSAZ M 1 if i
IL-35F0 41 iP5 115 5 4% 3 4 1l K -1~ 3 (suppressor of
cytokine signaling 3, SOCS3)7K~1- B AR T 1E 7 I Uik
#H; TMIFN-y. TNF-a. IL-4. IL-6. IL-10. IL-17f0
TGF-Bi L 41 iy 5 7~ 19 7K ~F B B v 1 IE 3 AR R 4
RSAZL ', TNF-a/IL-10. TNF-a/IL-4. IFN-y/IL-10.
TFN-y/IL-6 FITFN-y/IL-4 (1) Le A5 B 55 i T 1E 5 AR 4,
IL-35/IL-17 b0 B AR IE # AR AR 4H . DRI 73 H 45
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W IML7E 1 SOCS3FIIL-357K V- FEAK AF: B 5 1 7% 1 4
i AT B4 B A5 B AR, AT ASE 470 28 A FH sk 553, 31X — g 22
A BRI FE T R AERE R I B R TR R AR .

SR, 2T Tregt LA HITh1 720 Mo ¥ e JJ A
FHI 45 FARIE . SaifiZ5E I 78 & B, 08 Treg 2
()72 A IR 51k i iE S PR 4, IF HL Th1748
Ji L9 I A A, IR e e A Heah i Al i 2 5
T Th1740 IR

41l [R-F TGF-BAIIL-67E 1 15 Th17/Treg 1 ffif
A AR . TGF-B AR FE KIS, 4hHET
YU 4> A% 9 Th1 740, TGF-BN W E K F, 554
FETHH M 5310 A Treg 4 2450, TL-652 HH 15 A PR B 58
R B 73 WA, 2 R E HT AR CD4A T4H il 17 Treg4H il 5%
[ Th1 740 M 77 1) 404 B B R 1B HT46C D4 TZH
JILETGF-B L AEAE B 25 AF T 475 T A B A
A HIE FH B Treg 20, 10 24 TGF-B51L-63L [F 47 1E
i, AL WAIL-17 /I Th1 7408 . IR EEHF 7T 3R
T Treg M Th1740 i (1932 24 W] g - A A2 2B, 7TE N
WARARP, e R CRITLRAS 5 BRI 30
M TregMTHI1 7400 A B 5546 . FFRSA L H) 4 )
I A% 40 R 5 AT A3 RS T PR SR R RS, K
PUTh 1720 i 356 54 B S 386 n, 177 Treg 41 i 444 B 43¢ /128,
PEIR T IR L A M R A7 AR 5 Treg FITh1 7480 il 1 2K 4,
AT RESR LK T IR P (1) R S TR

H Al &I, —LyG 97 77 v AT LLdE I Pk R I -1
MR MGE I IR 45 )5 . HaasZEPOE Hogid 43t 1
It L B DU AR, X LR T8 R R, TR R v
HR AT B AR B 0% B R PRI AL P 2 . SR AR T R e 411
HITh 1720 0 1) S 82, 338 550 Treg 4H S 1) 386 B 7 I e s
Dife. fHi2, KRZHW R ZS0Fan . 752k
BLIRRE ARG ARG S i — DR S, s VR T
H BT E Th17/Tregl i 1145, M Bh T ok
BRI IR IRS, R KimZE Ui F & ik o
PIFFER L VR TT BRI B e s a9
N ZH B AR R Treg 48 A FOTh1 748 B (4 7K °F I ¥ 28
b, (EI2, T 5 % B G s A B /K i — 28 o 2 40
AT, i PR S TR P Bk B 1 B Treg 200 i 50 I 20 11
TregZH i3 I, I+ 530 Th1 740 i &% 5 41 I Th1 748 i
HI7KF B X IR ST 3R W 148 FH I AR Bk 2 1 e %
15880y o P I Ay, (R O MR IR R A o . I
H, ZW A W E X R IT, & B — B .
F R B 7 SR I BAZ A AT a3 VR T RE i 52 M)

Th1/Th2 M1 Th17/Treg V- #7, 5 FROR-yt/Foxp3 ] Lt
B FEAIK, Th17/Treg ¥ 7 [7] Treg 2 B A5 &Y, 1ML3E A 43
WA T TregAH 2 1 20 Jfd IR+ (W TGF-B A Th2 4 Jfd [A 1)
S0, 153 WA B Th1 748 B AH 5 40 i X 7~ (WIL-17 AAN
Th1 40 i X 7)) F F%, {4 Th17/Tregtt 5] °F 15, #] T
YERFULURD . B4 S 56 AL SE S e 1697 A Bh T BRI
W= E . A AL /)N BRSE Y 7 2 11 {8 F Balb/c Ik
Y1 Mo G, %55 T Balb/c RGO B2 T RFRR 1) 2
MR 69T, BIANTGF-BAE, X L6 G 16T 75 i H g
/D R R S 1610,

4 FERE

s 955 Tivf 52 A0 A 350 0% G 28 907 0 2 s Dy S 0 g 4
W2, AT 5 R PR 99 RITE 8 £ Th1/Th24H
i P18 2 I Th 17/ Treg4H i ~F- 15 )2 11 (1 F 53, Th17
YHRAE N —ASHT RN AT, 7] BE A& Th1/Th24l iz~
i — A ER AL, © 5 50 LHTh/Th24i ¥
W EES RAARE I SIEHEFE . Tregdl i & 15 B A Y
hResk s ATh1 740 ) RN, M FERERR RS A . 4E
R S R 11 G 58 2508 AN 4 928 U T 2 Tl B — AN RS 4
(1) g% . 75 R PEV S, Th17 M Treg/e 784
A 7 T BB R JE A AR IR 41 40 i, Th17/Treg
I i 2 (8] AS P18 R URS AR 7 ML ER o — A 31 B2 1) i
Kl F& 1 Th1/Th240 i~ Th1 7240 M/ 3 0 2 hE i
2 FH TregH i (1) 5 9% 1 15 5 0] B B 2R MR ™ 1)
IR . (AT 75 5 22 (1 KRR A 705K ) B 3L o
G B ML, B 5T Th17/TregZH M V- 167 S 248 it (5 - AH
RS (PR 4R T ATLEE, 5 A A 7R B G ST AN A
JA ) —E0HE, Th1 740 M 7E 1E 5 AR ORI A1 &R R M e
INF 473 3 0] b A (4% . XY Th17/Tregd o ~F- 45 BF 55 1)
RN, KA AT RE A TIN AN G TT B R PR R LR 27
(RS o
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