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Research progress on roles of autophagy regulating T lymphocyte function in the
genesis and development of diseases
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[Abstract] Autophagy, as an important intracellular metabolic pathway, has been proved to be ubiquitous in many kinds of cells. Its
functional impairment can easily cause lots of diseases, such as cancer, leukemia, liver disease, diabetes and heart disease. In particular,
autophagy is important for the development, differentiation and regulation of immune function of T lymphocytes. Abnormal autophagy
of T lymphocytes can cause immune dysfunction and lead to diseases, such as inflammation, infection and autoimmunity. In view of the

important role of autophagy in regulating T lymphocyte function and disease, this article illustrates the research progress on autophagy
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regulating the homeostasis, survival, proliferation, senescence, metabolism, immune function of T lymphocytes and many diseases,

including tumors, in recent years.

[Key words] T lymphocyte cell function; autophagy; immunity; antitumor; disease
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A DC el 77 & UL R 1] CDA'T 28 B B 2 7519 Jurkat 40
M A0 CDA'T 48 ff 2 R HIV AT, £ B KF % 4 A,
FHE| K AT, SMACHEIL4 2 — F {7 20 B /8
TS, TR T A AT R T
B 8 2 B 575 AR S HIV e LT, SMAC ¥ % &
BRI CDAT R el B B, R Y
RRERPR P HARBIATFESF TR A S
BT REER B R LT &M AR, B B R0k H
RGBT 20 MK AE R T 8, X SR RO AR
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B W T REFE BRI N RV £ 18 M R MR R R
& pk B &9 R JE M B % (inflammatory
bowel disease, IBD) f1 & XV ¥ % ¥ %k . TUSCO
EURH, B RE MR Z 5 K AR KE AR R M
HRIEM R F. IBD Ky — 45 & I i RIE M RA,
A5 R % M 4 3% (ulcerative colitis,UC) f1 3
Z B (Crohn's disease,CD)., Bl & B A ELE MK
REMmERE, RARFEL2E ;54 RBITE
HEHMLEMMERET, T HEEANHEMET,
REFAMET, M LERARARTEERE AR
(unfolded protein response,UPR) i & H I & %
B4 51K A B AL B, FE B PR Fe B v
1€ BT ¥ 3 — 25 A B I B B AR 05 R & IBDY, &
WA &G RE ¥ 28R, miR-143 7 3@ £ i 7
ATG2B #2 g w % & CD*, & A ™ & & &
caspase—3 F| # F1 JL 1% 4 T, ATG16L1 C A T300A =,
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AFH B % CD. 5 ATGI6L1 2 FH & & 2 3 4 CD 5 &
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Treg 40 iE Fn Th2 48 fE 5k = 6 7 ROE S . B4, B
# * & B Vps34.ATGT 5K ATGS #) 8 %k 4 8 3 Treg 4
R D R T8 % RO 3E TR, T & W 3k 4 3R 1
B, X B B 8 Treg 47 f o 8 X A
x o
44 Tmiea-Eih 8% kKRR

RGP A (systemic lupus erythematosus,
SLE)Z2 — M {HH £ AAMEERWERNERE & %
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HEE A7, M, B PR E Treg 400 B 6014, EHE S
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WHIFHE R T SIEEFTARS £ THh ER G
AN F S BHATHZ B AEERANEL, AR ET,
5 et BRALAR M, SLE B2 09 [L-4. IL-17 ACF I T
BEZNA,WIN-yWATFRERER A, FFETHE
W KT B9 % Ak TEN-y 89 K P Fu SLE SR Y V5 514 B IEAR
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