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Abstract

In recent years, more and more studies have shown that autophagy plays an important role in regulat-
ing immune response and inflammation. Intestinal tract is an important immune organ of the body, and
its internal immune cells may have a profound impact on the occurrence and development of intestinal
inflammation in the process of autophagy. With the in-depth study of autophagy in IBD, ithas been found
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that abnormal autophagy of intestinal immune cells can significantly weaken the immune balance of
the intestine and the integrity of the mucosal barrier, which is an important part of the progression of
IBD. This article will systematically review the relationship between autophagy, intestinal inflamma-
tion and intestinal immune cells, in order to provide new ideas and directions for the prevention and
treatment of related diseases.
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1. 5|8

RIEME W (inflammatory bowel disease, IBD)J& I & . IR5E. IR QR G S R R 5 A E BT ol R Y
B HATE K A BB S R AE, e — Bl By S e o AR5 RS W 4 (ulcerative co-
litis, UC) J & %' 953 (Crohn’s disease, CD)YP AN Y . FH B E 7R B GY . 2R KA 15 5L ER B35 4E R4 i s
SR — P E E A RIE N R . EWRERE O IR 2 R EUR BV 2O, GWAS T8 B W PN %
fELR] ATG16L1 F1 IRGM 5 CD BXZRALK[1][2]. BFFER, 2Rk 5 WA s nl e A Qi g A2 520 G )% 41
MR BRI T RE, I FEUZE R EE . 7EAR 2 A0 B AnE A0 IR A2 4R MO RV AL ) T A, drppe &2 idid
BEhPERE AR A ), TAE T PATAARANGTR M2 BRI,  BE &2 i 3G AR A 4 st P AL A R0 T
FULIBR A, DRI, 2Rk AR 1 B 50 T AR AN AN 7K A 3t SOREIRAS S5 H 48 e e i L J0s 1k = (3]
o LR [ WAL 1 S AR 075 T ) B S AT T 7 A BT 06 SRE P R S L S S 1 MR AN LR BT

2. BRE#RE

R 1) 32 B TR 28 2R AE A2 T PR E WA R I 4 B 5 . L, Atg6/Beclin 1. Atgl/Ulkl I Atg8/LC3
ST BRI TR IR T, DRy Wk R 2 T M ) () SR T i W A8 5 5 P9 I I (E RO PR 1 IR TR LI 3- T R
(PI3P)PH 14 45 M3k (FR ol omegasomes 1) & A FEATAE . FLAM AN AR == dn e R A b AR B AT A= A Y
AN AR F (4]

ZH AR B R — M7 @ mTOR (3] H ) F1 AMPK (B0 H W) AT AC T 15 . MTOR J&—
Tl 40 2B KNS B R A, 255 MTORC1 AT MTORC2., MTORC?2 {555 S AR 32E 41 it 384 5 A7
7%, MTORC 1E [A1 5 2 1352« AR R AZ FF R (1) 4 [ 5], & B MR 4R 1K B 5 Bl T-[6]. AMPK #& MTOR
TEER[7]0_EWFE R, AMPK 7E 8 78 BE 4 4F R4 MTORC1, Kk, AMPK @i #f] MTORCI IE[A] i
AR A .

3. BESHERE
3.1. BEESHERXERE

FET8 [ e R G S R, 1 W R A P 2 AR AR G 9 SR A (R PR AT B b 1 ol oL e 1 b el
ARAAAE A I JEAA,  JFRE LR iE B B ACHEAT B, AT R Y BR8] i, BT T A B AR 5%
SR (ATG)LE i A R IK KT 5 B S E VP i DIAR <, e 52 i T8 1) G BRSNS S 2 [9] o
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FEFBRALHT, EMEAHSSRE NOD2. Atgl6ll F1 XIAP e A8 i g il 520 B S 30 CD IR 2E[10].
e A, I TR o R A B R 1 A R e i A R IR TG AL, HE DR T Wl i S AR RE 11, B
RO, E WO 4 A R AR B B, AR T S A R SR A R RE T, AT RGBT S
I PR AR S R 8O [12] o SO 1 1 FH A 75 1 W Rl Mg P 2 O Fp 1) — AN B EERYT, REe A R i
S R G P R I B B2 2 1R PR R ELAE

3.2. BEESHEEN YRR

R AT DASE 4 ff o e J 1) MHC T 2K 52, Q6 3 S BRBehi e, FHRdtpi i it R R ik . LAP 1]
PABE SR ORI BTSN 1, FF MHC I 2823 . NOD2 #458 H Wi i 236 . H W geidt 5 & AR A= 4
JEY), BOBE SRR AL MHCT 6254, BB MHC T 28 2%, BhAh, B MR i i 140
Jf(hematopoietic stem cells, HSCs)I HIKEHr. Bl 4R K& HAMAFIER 1gA . BWETE T 4182
(TCRYBUE J5 52 T AHMIAFIE, JFOAR fe s RAR AR € It . @ B I 4Bl 2 - 1o (IL-1a)F1 IL-
18 K= Je R e M (an EWR 4B 15 S 4& 5, A2 T 4 m T 4 BhA i it fh . B Wit i 25
B 2R A4 1 P J5T I (ER ) 52 M 69 Jit o )/ T 280 Bt P A) e 438 AR RS2 T 4 L ) A7 0 AN D e AT DR S AR S

4. BESHEREMMA
4.1. BES T 4B

T ZHARVR T8 R b bk AR A AP, ZER AR PSS T IR E . RN T 20/ R & i,
ST IPATEE BT MHC [R&I1E, B4 FRS B & s ZPE[13]. Rt g, PUEKE
FORHELLPRE PR, X RS @ R A TR A R R, i MHC T K0 FIg Rt R4
CD4+ T 4t Ve, X—dREFEASHERAEAMNBEWEAS MHC I B/ Efl S, XMk
SRS L AN TEW [ 14]. SR, BB S BARS TR R 2521, B 5 MTE T 4
MTCiEERR, M= A E B G P

TERGA T A B TFRORR 5, EWEhSRTE T 40/t RFa S e fr b iR B EZEH . A2 5105 CD4+
T 4534k, AHXTT#-I88 CDA+RUN. T MERIA T . ARIMEIGR T, CDA+ T 40 b &k B
WEAH LR Beenl 24| ) Thl A1 Th2 408501k, (2 A Th17 45 40[15]. A—MEFREH, B
W AH LR AtgS BREEANEMA Thl A Th2 40004k, (B RE LRt Th difimnfb[16]. BEFT R, i)
CD4+ T 4150164 Th1/Th17 40 AR AT LASK S F i h s 28 FiE[ 171

FWRER A 2252 Treg UMITERSNRE, HILEABRIERE —E 40X [18]. ANRIGRH, HMRELE
(1) Treg 4 M 2> H BLZRRLAA N P JoT 0 45 40 i 2 SRR, AT (i AR e L A% AR R BB A - Treg A ARAEAR I |
ANATFHAMZN T g, SRR T R EERBT OXPHOS MiASZFEBEME19]. H WSR2 8 s
mTORC1 FI MYC (55, ‘FE( Treg 4HMARU AL BB, {f FOXP3 RIAANFEE, Treg UM 5 KL
FT2[20]. 012 T 41885 Treg 40350, 3 Zilid FFAs () OXPHOS fitft. Kk, HEWEHE i@k
Frpshie . WETEE R IR 25, iz T AR 4EHRF[21] [22]

Jie b Bz 4 B (TEC) H 2 Rk [ Wik 7K T 10 T o ke 5 V5 Ml A FSEE g 1, 8 1 R TS 281 4 oL i v
TR SR ARG 5% T MHCT 259t 23 A CD8+ T 4 M 1351k [23]. ie4Z 1 CD8+ T 4 M s ik 72 H 7] B
WG BERAIEAL, T W RH &4F FiciztE CD8+ T g i th £ Kk A g . £ekith B gz ]
DU E CD8HCIZME T HMAAE, R0 T 4BMTE g #Edr, Parkin-PINK1 RIS @A FHZ R
{b &2 BNIP3 Al NIX /i R Z K& H 25 1 (24].
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4.2. BESHERIAEpR

FRPARL N P A B P E R A - PR I B T 44X (Granulocyte-monocyte progenitors, GMPs) & & 111 K,
£ IBD Kt B s mEAEH . S FKIL, 7E IBD RIEAEGREA LN, KERER R4z
T 2 375 b R e B 0 B e SORE S SN, SRS IR AR, RIS IR AL 250, S — T T, s R
WL i B B A B0F bR IBD B Wi T N AR B ANV BRI AR [25 ] T 1 MR AE A PR R R i
FRrh iy E A (. BHEFUR I, 1E GMPs AR PERER B WA G LK) Atg7 23 T ECh MEoRLAH I 7340 2R,
ANTTRR B2 K B Ty RE SR FA A B GMPs [26]. HRBRIFA ) GMPs 23 J6i2% 8 i i WoRE T % 11 30 25 15 17 12
HENZERLAA ) TCA 3 K4 OXPHOS, sl oik Ran i fb iRt 2 8 (1 RE = . #h 78 FFAs Refig Bk 2
Atg7 ik GMPs e FACH A 734k K20 M 5 V% Il R 1 (granulocyte colony-stimulating factor, G-CSF) &
A GMPs Z3 4k PEREAH AR ) S B4R DE 1, AR R0, G-CSF REFE AN BRI Hh MR 2 b s 1 e
[27]. KT, fEHPERAMR & G, SRR B WA G AtgS 213 BIAH IR AL, @ilk AtgS 233
BCAR YRR AE AL H S 22 (28] X ULEBLE PP ERI AN IR A FR BB, B WA R R EE A F R REE

4.3. BESEREMAR

E W20 i 2 T HA R AR A M I P SR AN, B AN TR . A F AR, A OGS A
BECN1 25 CASPASE ¥ 5A% - BV Lig2[29]. E VR A fphe, HA A2 B
M E R NFE, RAEAE RRERESE A PR R R (RIORE M1 B EWRAH M AIHT 2R
(1 M2 24 B REAHAR[30]. Zareie ZF[31]MIMFAAE UC B3 vh R IUAL T4 W i B A5 2 ) M1 28 g 4t
B BB, A B R I RO N SR E, BT A K A g6 AR R R AL R, N E figiE
RNAERL . Smythies S5 [32 1A TR I, 45 Rk [ A J2 Hh i) M2 Y e 200 oo 248 87 P SR I8 s M e 55, AHL
B v AT W e T RAR SR R B M o 1 ARG I A4 2 RESAFAE M2 BLE R4 [33]. 1T H
W52 5 7 3 b 0 7R ) A AL R . BT Atg7 RN BRERAIE 1 B WA S Ao M2 R
WE A i R AR [34], X Rl feilid CSF-1 . #FFiRIE, GM- CSF M B Az 4 g 1) B e 20 g
A — A B W RE[29]. B ) F WAL AT BE 2 8T P CSF-1 /i3 1SR AZ 40 i 4 10 R BHLLE B 21
M. M1, M2 B BN RTE i B i A AR R ok, M2 2 BRI 7E 0 A6 i 72 o 75 K & FFAs
FZRLAR OXPHOS, 1fii M1 A Wik 40 ff 50 40 i 1B i, A1 bk B W 7 G 2 Ao 3 R PR FH T Rt A SR AH [
[35]. 7E LPS i3 1) M1 EREA bl AR v, Ji sk fai] PIBK/AKT i #%vE P, P& p-mTOR 7K-F-F1 HIF-
1 o MER B, FEACHERAR SR K, ghm sl M1 i R [36]. 2 = EE E R 19 (USP19)
VENPLRIFIC, S ST S B FE R M2 Y B2 fadl A . BIFFEREH, USP19 J& ik 3 hn 5 e i & A yek />
LR LA TS P AU PR A SR A NLRP3 S8RE/MATEE , USP19 FE ) NLRP3 il 5 IRF4 B4 A&t
M2 B E WA AR Ak, AT LI p62 A Sk B [ W AR 371 (S W /N o1 24 0 th R i ik
Pt M2 EREAIARAG . S5 BRTIR, WS EWEANAR A v nT DR M2 EREAE I AR AL M1 B
MR AR AL, AR SR . HH M1 2 5 1 W A R A AR A0 T LR ARAS P S R A28 B AR AL bR . Il
Ab, EEWFFERY,  E Wi 52 43 5 1 20 B IR AR 2 A AR M TG BEL 1k [ I A i 5 (38

4.4. BESKIZERYH/R
IS AR Bl (dendritic cells, DCs) /& & BUPT IR 40, J& 8 R AR S FiE M VE S AR 3%, DCs %
PG IR EFEE WS 51 . BWMAREY, mkEEMAHIIER ATGI6L1 2 /MR DCs £ H

SR T RIRIE, K98 DCs M i R /1[39]. ATG16L1 J H L R 2 A5k 5 5 B UG (1 % A
Je RS, T E KA 5 DCs HIfE R IR[40]. Thr7 FeFEDI /D o th I R GEME 20BN
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J& (systemic lupus erythematosus, SLEYFESRTE, TMTE DCs H 2 A MR bk B AR IR K] AtgS &%
R, BBl | B S B S S M AR Gt [41].

5. REERE

H R AR D — P2 B B AR, I 0 G A 5 A0 JOAE B N Hh 473 i S T B A . A
KREWETE IR, B S5 1 U JF A TG B, I AL 19 i 18 o S R D RE Ty T A% 1R
ANFIZETI e 40, N EREAAL . REOIRANMAN T 4H04E, YR B A MR, T E R R AT R
BUICRE N 8 G BT RERAT o 3X — T 7R 1 WA J i f v B S Ay €, B REOR D71 = e S R e
ST BEAE R LA L TR BE RAE . PRI, BRAR VR AE X LE 4 i) EAALE FIALEL, 0 TR AB iR T R R
BREE, SR, BT EWEAE 8 AR A S, AR AT JATT A ZEE AR 95 A [R BF 76 45 2R 2 1] ) A
HoPJE. —Sen 5 W] B i 0 08 m B A B TR AOAE, T 53— e U it R A O R T e S e
R BRI, ARSR BT 705 B S IR AN SR MR 5 B P i, LB AR A TR 0 DR ES TR SR
— V.
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