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F X #H 2% & H (regulatory factor x-associated protein,
REXAP) /& — Fh 8 22 i % MHC- 1125 %) 1 i %% 5% ]
5 SR UE T e 40 B P A WAA 9 miR-212-3p, 1]
i) DC H REXAP, AT k> MHC- 11 2873 13K ik
52 DC % i 52 . A, TEX 7] i 3§20 DC %
i) 5 125 (1 45 X R 1) 52 4 (pattern recognition recep-
tors, PPROVE 55 DC (1 658 72, Ji Mg 240 A St 1y 41
WA N £ miRNA-203, 7] i DC | Toll £ 5% 14 4
(Toll-like receptor 4, TLR4) ¥ 3R iA , 3 471l TNF-o
IL-12 S5640 f 57 1 7= 4R, #0 il DC 2 5 BBt i s B
% 5 IR0}, miR146a 0] 8 i 0% smadd4 15 -5 38 2 31 il
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o9 VB FH; M2 8 I 4 5 92 40 1) A O, 78 i oRg
{100 3E Ji R 7% rP R FEAE IO TR A O IR 41 B A
B TEX H UG , BV 40l o TIMP1 . IFN-y.IL-16 &
i5 R &, IL-8.CCL2.MIP2 fll IL-1Ra & I& L, 5 2
5 441 T e R AR AL, 5 iR 1R 28 R B8 % DA
KT, TEX A 5| i B W4 i Wnt5a 314 , Wnt5a
AN [ 1 i 2 % 2 e 40 g, 30 3o S BT B A
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1.5 53 NK m oL 64 om o FAF 1
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miR23a, 7iJ & 5 W 0 SR e 1 () S i L, s 5 B
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MICB.mTGF-B1.CD34.CD33 1 CD117, A] J& 59 NK
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Jo G g% 28 OC HE L, TEX W] 5 WA 288 T 24H M 1Y) 34 5 384
TERIRIT. o 76 SR KR LT 2 20 P 2 mp S50 AG  H
FLo3 Wk R A4 11 2 15 22 i miRNA : has-miR-24-3p.
has-miR-891a.has-miR-106a-5p-has-miR-20a-5p- has-
miR-1908, iX £ miRNA 7] §# /> ERK . STAT1. STAT3
FIE M T P MARK, 30 T T 40 B 1R 3 58 &% 43 1k
9 Thl F1Th17 40 IFAE 2 Treg 72 A", TE/NR BT
T S N R I 44 M 8 4 B R GL26, 7= AR 1) AR Wik A4
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A ANEIE T, @ IR Ass 324K (ALR) 1l cAMP
KP4 Teffs DyRE. AM&ZHERBGXT ATP 45 1 B
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E R4 A BCL-2.BCL-XL.MCL-1 &4 1T-%E A
kRS T, [FINHEJE T 85 A Bax #ik L IFEY,
TEX 5 CD4'CD25 T 40 il 3L 35 77 vl i oA 40
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] S8 RE 5, TEX N & miRNA-214, 7] R T 4
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SAPK i % >k 203 T 40 i 3R LR Treg FE4H L, iX 2540
Ji LA 2 (7 e P R AR MR 2 R A= K PR TG P

2 IEX 9 HIHI{/ERH

2.1 Treg /= £ &9 9hibtk

CD8'CD25" Treg 73 WA 1AM A BAT G 115 1)
fE , 45 CSTBL/6 /) B bk S v O 3 28 A 30 DC
H Treg KI5 B 7R WAA , R ILILIH TS T CD8 T 4t Hu 1)
L (A, R 221K UE & H (1) BL6-100 VA /)N i 4
00 2 TR A M 1) R Rk 55, B 1A UM A 2.52% I %
% 1.08%H1 1.81% (P<0.05) ", [A]f , Treg Sk Y5 #h i
A PN B A R AR A 24 miRNA, £ miR-466 5 %
miR-195 Al miR-16, iX & miRNA 7] [l ] Ptgs2, M i

PRI Th1 40 AR SC N 2o R, Treg SRR AMB A AT
H Let-7d iz %k % Th1 20 f , 0 H1] Th1 48 i (1) 3 5 F1
IFN-y ()73 b o A 3 A4 40 S BGIE SE CD8' Treg SR i
AN AR T DC B Y CD8 T 41 i iy i 25, [K] 1k
Treg KI5 AN A AT G 2 I I8 G % 18 T7 I8 4 R s
CLRI R A — PR R AL, FE S50k 1Y) Teffs ERIA
IR 524K AR 4545 J5 » AT IS 40 I P9 cAMP J 5
O 40 R 7 A AT PR 1) T A PRLRE % o Treg SRR
AN AR N & CD73, Ho—Fh A, fEAR4h 5 57
AMP L3575 J5 0] P~ A2 B, DR AT #E DU Treg K Y8~
PAARAE T D A7 8 B AR 15 S5 7 A M T 2 L R HE
1 a) F % R A2 AL . A BF AR B, CD4°CD25”
Foxp3* Treg 4H ifd >k I 4 A 4 P % CD25 F11 CTLA-4,
BT B N2 . Nolte-"t Hoen 2P L, SRIE T K
B 2R BB T 4H M (1 MM FE AR 40 5 DC Je B 48 g 345 57
S ] F0H] APC 55 51 Teffs N 2o X S8 AMAA = R
15 CD25, 5 APC 454 J , Re 45 Ui 25 IL-2, AT FE v
FHIYH SR IH T AR Teffs I T 48R, IX AN B AALE
988 A7 1] G 928 R 4 HR PRI FH O AR 56 A IE 5K
2.2 CDS8'T i = & &9 9k isb ik

CD8" T 20 i 5 A i ed 4 H Cak s 38, ik
JUAETAIAIE 723 B, JL SR IR 1) A0 A A TE i Jgg 4 28 Hh ]
RAFE SR HEER . C%0 Fas J& T TNF 524458 K ik
M — R RE R, 5 A FasL 455 5 v] 78 U4
MR A 1245 5, Fas Z 5 T T T 7E 2 FhAED)
TR R AR JUF BT I M 4 i 35 Rk
Fas, Fas/FasL [ I& 2 75 IR 40 i i AR K A7 s R 3
HEVEH,  EAR Fas 7T 5] & M8 40 i o T2, {H 7R
1& 247K FasL (A FH R, W] i Fas ifis 52 ) Jit 83 28 Ffd
5 AT AR R A0 R e B AR 2R e 1 B
KIET OT-1/N R )45 CD8' T 41 i 5 B3/ 28 1 20
1) DC s 7%, H o Wk B AN UAMA E FasL, n] 47 DC
B CD8 CTL [N &, [AI I, RIS AR 1 T 40 i Sk
VS B AN UAMA B FasL, i) 51 T 4000 5 S T, A4 sk
BEAIE B, 440 1) 2 WA PR 38 T 4 i FLICE #7125
(23K , TS 7 ERK ORI NF-«B 3l %, 30 7 /N &
(0 0 2 i 28 B16 1 MMIPO () 3 5 44 P i g 42
28 Szt 2% BVE AL ) CD8 T 4 i 1) 41 il A2 ] 41 i3k
B16 2 €8 2988 41 3L 4% 2 il , 11 BEL Wr FasL w] B 5 )
Dl R RS AL TR/ BRI AN R SLL AR R
TR X W MR RS PR 7RI R T AR
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