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Research progress on autophagy and immunity
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Abstract: Autophagy is a basic metabolic progress that is essential for cell survival and tissue homeostasis.
Autophagy formation includes four stages such as initiation, elongation, maturation and termination. Autophagy can
be regulated by many intracellular or extracellular stimuli and participates in many cellular activities such as cell
cycle, cell proliferation, apoptosis, self-renewal of stem cells, iPS generation as well as eliminating invading
pathogens. Meanwhile, many recent studies have illustrated that autophagy is involved in the lymphocyte
development, regulation of innate immunity and adaptive immunity, indicating an essential role of autophagy in
immune response. Elucidating the regulation mechanisms of autophagy in immune responses will provide new
therapeutic strategy in prevention and treatment of infectious and immune diseases.
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WIUE T 4 M 2 0B 5, 70 A6~ Thl F1 Th2
S, S6FTOE R S L B G E L fEIX it
FErf, 4 BT S8 2 0 A M B R
F BT HLARFNGH T & 2 4R A FH . A4t
TOUVHRELE A SR I S5 AR, IR 2S5 3
FETT AR o T 22 FH e 4D 0 ) 551 Ach 250 24 o 8035 2
o E 200 PR P 1 T AL ) R TA IR, X b Th2 A%
AT 215 B RN & ik . 4ok, HEEXT B
MR B AR E S, g [ LR, pro-B
i) pre-B 4K Bt =2 B5e . FiR g
ULH, 7E4UBRE B RN e i i, AR Tk
EMMPEAEMER. XEFSZ IR T 4058
(iPSC) A FE 5 8 & . 7% MEF 40 015 5 i
Z IR T R, WSl — AN EE
TR, BEJE XK R AR AT BT 7R A ],
Y1 B PN B % S TR T Sox2 e 45 45 2 mTOR )5 3
- X 35 41 ] mTOR (1) %% 5% . Sox2 A& & it /&2 —
DNA 468 H, B REW B 3hvr 2 BRI IT . (22,
Sox2 fE Ja B X3 — MR R R RIE, WL 72
—UBEL AR R T B B . B4R TR, Sox2 fE
BETE 2 D REMEIG T 40 M A i) i #2 R 43 55 NuRD &
4% mTOR (¥ J5 3 1 X 4, 1M NuRD & &4
RGP R R E A E R T A&, 1E
NuRD & &#HI/EH T, mTOR £ R 5525 7
#0i, mTOR & HM7K-FA BT TR, MR 7 H
o W A o WG A ) 488 T ek PR 40 Py 2
YA S AN 5 B K B B 1 R AR 4T B Y
(1) ROS F7K P2 2 1 B I 1 H

1 F VSR EE RO /N, B 4R T 40P i 434k
MIJRERF] T 5204, 1M pDCs KK B ML HA %5
Wilo 47E T 400 b 45 PRI m bk v B[R] AtgS
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LB, 75 T 4R E 55, 4l A 30k
AMEFE A MEIE DR AtgS B R T 40 i B AR RE
5 B R, (A JF IR MR R 2% 7 A 1) 4 i B A
SBEW, R, ANE A CDST T 4 T

FeflBE S8 hn, I H CD4" T 401 CD8' T 4ifiu e
2% TCR W5 189 58 52 20 o

4 BEEMHCHIES

W 751512 N 48 PR P PR Ji A ) % At 1 T
BF, AR 8 A% 4 I 5 5T AR A 1 7 Ji 328 2 1) MHC-
UEST E, HEPE R RSN T 40 ei#E 2
NKT 4R, AT A 7565 2 9 Ja PR 5 1
925 S AR 2R A

R MHC-1 K91 L Z kA BERZkH
TR R MM N IR EE, W
A B 5 A RO R R AR R A 1 2
di B R T R O PR AR T B B
B P TS AT PR AL B, B 5 5 MHC-I
Koy Tasi Gt pisim e bR s 2 Rm, M
/53T W CD8 T 40 i 21 iE 5. MHC-II 2%
oy F I 3 R AR AE M AV I A . MHC-I 2853+
TE5r FAHE T PR Bh R kN BB AR A . 1A
{HREAE (i 2R B 22 JIRLE P 5t Y o 5 MHC-IT 28
SRS, RS R AR A () MHC-IT 2853
THEN B A B R b . TERGIAVA B, T 7BV
ity A T ) A T M B R A, EBUTIAR 2 I)2 S
MHC-II K5 F A & R M2 Ko 1. X
A H VA T A7 &5 A B Bk A MILIC. B S, 9k 2 26 47 1)
MHC-II 2847374 12 i 21 B Jit i3 52 20 (1) 2 18

TEMEFLBI R, B WR/AMETE SIEBEAR A AT 2
o 5 1 HT A AR R 5 T o (D B9 . o ) RV 25
F45 MHC-IT 28 75 3E47 Bt J5 52 368 1) v Il 1k 5 )
R XU LA eSS T MHC-II 2K
SRR BaEiEE P fEAN E R AT, Wl
FAAZ A R A T R TR AR SR 40 B AN el EBV G B3 5
TR B A 5, oA R 4 1 MIIC &5 #4455k
AT B M /NME. 7E MHC-IT 284> 1 5 38 (1 51 5 1,
B RL) VA KRB T AM . 140 B P 6 a1 R A
F—ANEEREHRAAW. B4, HXRKEHE, £
9 I Tt o g [ R 1 LC3 9439 MHC-IT 536 3]
YifRIm. tbAlh, EWER 5 — AN KY) GAPDH 24
o2 b gl MHC-IT 533 () B 5

X W A TR R RS 51 T 40 B s
o B YT G20 0 R 2T 4 4T B e 8 ) v
K RAMA C5 BEAT PR 2 Y B g0 iR SR 4T 4k 4T
HAERE I ANM P () CS B3 24 CD4A™ T 41fd, 1M
5k 24 6 ) L i A G A % i 3 420 0 BEL L PR B i 4
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I 410 f 7 5 336 FFRE 470 L MUC T A NeoR ffJ IR i th 75
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IeAh, AW S5 T X R A ) B 5
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SR E S R . R R, EBNAL
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E AT T 2 N AR T, 0 S e A A
L E] 7 OBEMIREER . BRI R SRR
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M Atgl6L e fe ) /N B b 43 55 (1) E R 41 i S
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ECH e ) SOAE K P, 473 WA TR TL-1B F 7K1 2
Eitm M,
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B B A Il e 2/ i, K
RAEAR, P o L™ A IEYS A ME I 1
HHLE T E M TE VIR TR . 8 v B e
AT HE KAt W E KL, BE I AtgloL
FEAEAESRAR MY, 1T Atgl6 FE [ I X2 B HE {Fh 1) it
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E JfBE PR — JIRORI T oA o ) -1 43 ko
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GURFAL, 5 K 1B Wk AT Ko i R S )
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Atgl 6L 75 40 M I ik A >R g i A4 1 e 7 v 22 56
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