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[Abstract |

caused by an increase in adipocyte volume (hypertrophy) and number (hyperplasia). It is determined by environmental factors and

Obesity is a chronic metabolic disease characterized by abnormal or excessive accumulation of adipose tissue , which is

genetic factors. In recent years, the roles of autophagy in regulating adipocyte number, adipogenesis, and white fat browning process
have attracted extensive attention. This article systematically reviewed the effects of three different types of autophagy in adipose tissue

on processes such as adipogenesis, white fat browning, and fat metabolism, aiming to clarify the effect of autophagy on adipose tissue

function and obesity , and then provide potential targets for obesity prevention and treatment.
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R ARG o BT A A oA LA A B B B —
BB R ZH 2L Y 1E] SE 5T 4 (mesenchy-
mal stem cell, MSC) 55 /% Jif 120 it 731k 18 i s #H 241
JE-FEHE — 2T AR DT BT AR A0 s 25 — B B fe IR
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PR BH W) 415 32 ARy (peroxisome proliferator-activat-
ed receptor y, PPARY) il CCAAT 45k 45 5 H Ha
(CCAAT-enhancer binding proteins o, C/EBPa) 1Y K
TR, FE— 2D U5 T I 1 RO A G
R385 e Je AR 7 40 B A i, X A3 A
F ) 105 48 e AR R A 1 R 3R R A T =

Fa U — 2D 19 22 37 BE 0 s — LR 5 IX 5~ H [w] )]

PEHLURRE I 7 . C/EBPB.C/EBPafll PPARYZiE

R o O e P U R E v R e ¢ % o A s U 1)
11 C/EBPB L 4 3 1k -5 3 C/EBPall PPARYy ) 3
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pase, ATGL) \ J4 Z B IR 17 B (hormone-sensitive li-
pase , HSL) 1 5 /5t 1% 13 5 17 B (monoglyceride 1i-
pase , MGL) 3 P i /5 FH T 7K A A= B H i R 25 15
U5 R Y o B o AR IR B Z BT DL R, i ATGS
ATG7.LC3 il Ras #H 3¢ 7& [ (ras - related proteins,
Rab ) Z e 2L [R1 4 A Wit BRI, 6 28 A5 TR 2 22t g e
MRS R LA TR S A W LR B T LC3-
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phospholipase domain containing protein 5, PNPLAS)
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ekt H B4k . e A, 2 fg i B
mTORC1 B , BR W B A0, N 25 26 I R o
NE W80 AR MR, YL AL F LIRS
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W o AEZ AL HEAE A e RIR YT 20 PRE , B3R D
AT AN, e s R AR K- 1 32 B3 (gluca-
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m® A HE FEAE AR B RIR YT %2R 25 1) A
TR AR 8 i B JBR s OB BRI 1 52 44, A
T AH0 A A i e R SOk s D RE e OB L (EL A
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