FEBEEALHIZE 45 (1) ; 31-37, 2021

(#8551

VYV —=AIZEAEMMEoOEoREE I Fa v FY 7R L OBIFR

KZIL HEP V2 R IERS S, bk

B B O

PHUIERY BEESGR NI - BRI A
P H AR S R BIRFSE H PD
CHGHRLRY SRR AR A

=219

F—=b 77 V—=F ZEFFY - TOT TV — 2R E W SHITLN O KB 5T
MR OEEEMEFHCEECTCH L, +— 7 7 V=051, 2016 4F 7 — N )VAEBLS: - RFRE 2
BTRFEINSL X H1Z,ATG (autophagy-related gene) BEIm DI L ) RIEAIZIE L,
DX =177 V=RP T AMMER I N0 ZORBBOMBHICEIY, A=+ 77V —
DIFED, DBARCHEIRTE MFRREMR R 2 B ORREICHG 35 2 L0 L2 %

D, F— b7 7 VA R IR T

WETETEEPET TS, FEHIIN

T CIZHmEl#ER (white adipose tissue: WAT) ICEH L .WAT B A+ —1+ 77V —
PRREMNT 217> C & 720 ARRTIE. MEHE WAT ICBWF A+ — b7 7 V=g I ha v b

) 7 BEREMERFIZ DWW TR B

F—U— b BwE. BRPIHERR. ) VY — 4,

1. BERGHERRDEMZ(EICDVT

A AL WAT (&, 2 OB & 0 B2 T e
(subcutaneous adipose tissue) & PN Jisk IF Bl (visceral
adipose tissue) 2 E NS, WAT (NGl ERH A
5L L7 B ORI 2 & 2 AR ifie % 2 HE
BN & Uy AU BRI i B e A SR M 4
TEUHETH Do AT DSOS N e i
Loz F—iE, BRI ATh, =270
ftEnz0BI2 ) 7))+ F (TG triglyceride) & L
CTHEW# (LD; lipid droplet) #iCEH 2 S5 b, EITHL
R E B 70 & DRI T Ty TG AV SR S Fuike B AR B
e (FFAs; free fatty acids) & UL CIHL - IZHH &,
JHE i R0 B WS 3 7 & D KR s 35 C B IRALIC X B ATP A
DIFELTHAERS e T IRIMILIEEOT
TG Z2EMT 5725 TG OERB L OWERARL
ZWEDIZIANF -2 RMUWICEZ L LN TE %o
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—Ji T, MIEIEIMIEIE TG OFBFR B L OTHERFENRE
Wiz, HERA ML AL EOBENFIZ L) HEIZ 5
SN FFAs iR o235 o fiE i, IR
IANF—%EZLIFHEL L ToOREDINZ, "7 74
B (AN 42" LXEnsRHIEHEHED YA T
NA VEFWTDHIETEGOTAIF R IRIER
SRS T 22 e MbnLhoTa P, &
EEENBET7T 4 RAA4 & LT ADIPOQ/adiponectin
VSN T W B, ADIPOQ 1 B #% i = g 12 B v T
AMPK % G L U CHRBARE O BRBE. HEIL D JA A % JUiE
T 52 THMIFFICADND A v A VIRBIEE2SET
%, =T, EBREEESNATFARAA YI2ik TNFa
(tumor necrosis factor alpha). IL-6 (interleukin-6).
CCL2(C-C motif chemokine ligand 2) /MCP-1 (monocyte
chemoattractant protein-1). SERPINEI (serpin family
E member 1) /PAIl (plasminogen activator inhibitor
type 1) REDVH D, TNHITRKERISRA ¥ AV Vi
Pk, MR EICHET A Lo TBY, It
i & LM RAH 5 P AL L T TG %8R %
B Lo ERR D CIE SN S 77 1 RA A VD55
NG UANEB L. 774 KA 7 F ¥ O5WEHs L.
TNFa % SERPINE]L 7 & D53 i3 5, lbho X
IS, BRI E TG o &R & FFAs ot 7 7 1
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RAA Y OFWEAN LTI AN F — R R &% ]
9 %, IR & kSO CHRERAH#EGE CH
%o NEWHAELS 331 B IRGAINE O BERE S 1. AR08
R DL R O S8 (2 5 < B9 5 7200, BRI g
OFFW i REMR I BUCH S L O BFE I TH R
BRIFFERRETH % o

2. A—bhT7I—IcDVT

F—=+77 V= ZEFFr - TUuFTV—LF%
&I SR PN O KHBUE 7 53 B fi < MR o R 7E, #E
Fi HMLICH ST 2 EE MRS CH L, -7 7
YV—ig~ 27 a4t — b7 7Y — (macroautophagy). ¥+«
xR vHfEMEA+ — b7 7 ¥V — (chaperone-mediated
autophagy). I 7 2% — b+ 7 7 Y — (microautophagy)
O 3FFIHFEIN, v~z 0+ — 77 TV —=2— KM
F—=brT7 7 V= ENS, DT, KiIZBIF 54—
F7rY—btoRRiEv et — 77— LB
To A= 177 V—IFMIPICA U BB X D 3 b
ay B 7 EOMBNNGER Y VX7 HE NNV T T
WOPAHR, F— b7 7TV —Lbholzdbl, VI V—
ANEMETAILETE— M) Y Y=L LR, [RHER
NONEWZ ) VY — KITEEN MK HEREFIC L
DRT AR TH L M A T V- ICHET B
ATG % Y37 B TH, ATG8 DIfiFLHAER /T
& % MAPILC3 (microtubule associated protein 1 light
chain 3) /LC3 2% b T S LTwv %, LC3 13 proLC3
ELTHAMENH, BEHIZCRBAATGLIZ X D)
WMIXNLC3I & hbe F— b7 7 V—FHEIZE DRV,
ATGI2-ATGH-ATGISL EAMKIZ X D Y VY IRETH %
PE (phosphatidylethanolamine) %% C ¥ (2 & v
72LC3 &R, =177 TV —LDRRIHEEL T,
JERR R &S s B LC3IT o', MW
T5F—=bT7 7TV =2 BICHIT S0, LC3 k4 —
F7rIV =A==t LThELHSRTWwS 9
F— P77 V—@FHFELNVTOF— 7 7 T — L
LARVTOF— 77 V=D fEHICK S NG, HiE
PeA—r77 Y=L LTIFHEA FLRAIZXDFFES R
LA =T 7 V=PRIMEINTV S, kDT
FINF—RZIKET, A= 77TV —13F TR E
BNV GIRL, SREMOT IV BEMHRT A LT
IANVF—WREEAT) o FFE. IR N LA -7 7
V—AREIY AT, MEROT I BREMETT 5
ZEAHEEATVWS T, T REL NV TOF —
77 P—3F VR ERI I FY T, Mk L
OMNEN/NFE OIS - T b MR %
F—=b+T7 7 V=RE~T AT, MLENICIERTF
Witk D & 3 7 M EA DS ERE T 5. 2O LI, 4 —
N7 7 V=HEWRS 7 FoERENHL TS S
LERRET S, F L OBBRERNE -7 7
V—RKEI T AT, REMEZRT I P FY T A
JAOBICBHE CERT A EAWSnL R oTVD, 20D
I bV R T7ERICED ROS EAOHEINR ATP #
HEOBRTAREZ &L, 2FOT XNV F—CHPETS

50 HE A4 V77 VI kB AR < —
¥ 2 JRMIL @ transition M 0N — ¥ 2 PRI IS O HEFE
ZHIETAEE LA AL E L THESIRTED, I
WOREEboTws MW, 2%y, I Fa VR
VT7OE (A N7 7 V=) A=+ T77V—OEE
RIEEITH D

3. A—hrIJ7I—ERBIESE

BUEE CTICHE  OMBIERIA — + 7 7 V=R~
Y ADMERLE N, FOX T ZADFN R R ERTOF —
N7 V= BITICE Y. A — b7 7 V=R R
ST 2L ERoTE M, WK g4
JUERWICH— 7 7 V—DHEEETF AtgT 2/ v 2 T
7 M L7z~ AT, ERERE R A v R VMK
Ta ", Zoxy 20 AT, MY A X5
WLL, A v R) VEMET %, $72T7KR—=TAD
TCHERHIHOMIHI D A BN A T &5, B LMIEIcBITF
BF— 177 V=3I 4 X OMEE: L BRI
HThY, A=+ 7 7V —ReFae&ygo1 29y A
WICERREEEZRIITEEZOND, —F, KT
= b 77 V—2WT 5 E TCHFHIZERMT L &
N, A= N7 7 V=R LRI )R T 7
="M B 2 EAM S A E 572", Singh 513,
F—r 77V —OMHNZ XY in vitro B X W in vivo &
HIZTGR LD AT A ., +— F7 7 ¥ —0HH
XD TGCHMRWAT 528, 2L CETHMSEEH
B EALEIANTIC L) TGR LD O 7 v /7 8 &
= 77 VIR ETLEE /RN L. 72
IR B ATGE R ATGT %2/ v 2 7 hL1zv
ATl BEREZRTI b3y FY 7TOERICHENY,
4 2 7 FLoREy. Mtk (ER; endoplasmic
reticulum) A b L ADOEMAAE LT, 4 v A Y ik
Penn ™, —h WATHRNA—F+77Y— /v
77 M AT, FREB X ORDIHEE TG &R0
BRI by R T7TOMMPBIEIND Z W2 4 —
b7 7 V=X WAT B0 EFEMERFICEETH S L
Zions P, LaLass, EE WAT T+ —
b7 7 V= OEEITHICBHI TR,

4. AEEEREEREICSIFSA— T 7I—[CDNT
JEIED WAT 2B 54— M7 7 ¥V —IZDo0wTIEE
LTk b WAT %V CTT ST & 72, Ost 513,
I 5o i B 00 B2 T IR DAL A © HELBE L 72 MR G R < i
F—bT7 7TV —APWINTEIE, A= T 7 V0
HALHKI B X OFHEHITdh 5 rapamycin & chloroquine %
Jw 72 LC3-I turnover assay (2 O+ —hr7 7V —7
v 7 ANTCHET B LR L " RS Kovsan
O (3 AL e S o g Wik D — &6 T & 2 KAgARIEA
B X O TRIHRICB S E— 7 7 ¥V — & T
L. =7 79=7F v 7 ADTLENALNLZ L%
W Sne Lz ", —, R~ 7 2 & 22 f# T T
X, BEEHREDMEFTIZE vt — 7 7 V=DM
352 & RAE L7z 3T3LL IR/ IC B W Tt —
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N7 7Y T Ty I APMRTTHELEDBIT, -7 7
U —EREDOIIHIC X Y IL-18 (Interleukin-18) = IL-6.
CCL2 (C-C motif chemokine 2) 7z &EDLGEMES A + 7
A > OEBHIWINT 5 2 EMEShTws ¥, &L
b IR F TS, MR L7z 3T3L1 RGN R JE i i ~
7 ZADREHRIC BV A=y 7 7 TV — A 0ERT S
TERMELTYS Y ok 5z, MR L
WZBWT, A= 77 V=T L TV 2H00H 50
HHFEN TV BRIV TIEWL OPHEDRH B H D
O, WERKRIH TV OHIRTH - 72,

Z 2 THA I, MEES T 2 DRI D ex vivo fif
M2 BT chloroquine % f\272 LC3-1I turnover assay
WX DB — T 7 V=75 v 7 A% FH L
720 ® BN (HFD; high fat diet) #Eff g/~ A
DRI TIX. #BH% & (ND; normal diet) i~
A DRI & g LT I LC3- A28m L 72 (X
1A and B)o 2O EE. —RF—bT77V—=75 v
JADITLEEERT S, LALAAS, [FHEIZ LC3II
turnover assay ZInfH L. =1+ 7 7 V—=JtEAITDH %
rapamycin & WL L 72 & % ® SQSTM1/p62 D 43 % FF
fliL7z& 2%, HFD#ETIWE p62 ¥ X2 D7) 7 5
YAETFARENS: (K1C and D) I 5 DFKHEI,
NN RLAE ClE A — b7 7 TV — A BUIITHE L T
WBELOD, F—r 77TV —0E) V= OBER
YUYV —=NIZEB 2075V ABKT LT A EEN%
RELTWS P, oF . [EHE~ 7 2 DRI T
A= b7 7TV =2 BRIITLELTVED, )Yy —
QLB NT I VAREDIZDF =T 7 TV — LN
ERLCTWD] RECHLEEZOND,

FREBT A, RICY VY — ABERICER L TN
AT o720 VYUY —AEHMBNOBEF VI AT TH

1.ex vivo ICKDA— T 7 I3V —LFriEE - D ERREsTE
(A-B) #—bJ7I—BRERIZRWcA— NI 7I—T5 v o X5HE
(C-D) #—hrTJ7I—FER|ZALc p62/SQSTM1 D7 FRREFE(

*P<0.05, **P<0.01 3fk 20 &KbeaZ5 A

D, T TR0 EoTrar 7 —EEE AR
WINRECTH D, T TV VIER)RTF FEoHT 5
YV Y—ATOTFT—E¥D—2THD., % AZFHEFL
WKV ATAVEDD, TOVATA y7asr7—¥0
Ib, AF T L (CTSL) &4 57 B (CTSB)
E. TRTOMBICEBRYICHEBHLTWEY) VY =24
¥ Ry G REETH Y, CTSLIZL Y FRTF 45—
E.CTSB I VEF L IRTF ¥ —XiopHshs P,
CTSL IAEMER (39kDa) & LTHERSINz0L, =
YRV ARFETY Y Y —ANEEIEN, VYV — A
N OMREBRE T TIH TR (25-30kDa) & #XNn b, —
Ji. CTSB & FBICAEMR (44kDa) & LTHK S 1,
ik BE B C 33kDa @ single-chain form &2 E L 5,
SHITY Y Y —ANTHESAI%Z 9 1F. 24-27kDa & 5kDa
DR XRTF TR SN 5 TEER two-chain form @
CTSB 2% 5 &,

HED 8 3 P I E ~ 7 A B X O f= I hE ~
T AD WAT I2BWT, iEWERI CTSL @ % v 87 B 5
B L Z OBERGEEHEE KT LTwize — TR
PR CTSL & mRNA ZHEFFH WMLz, 2hb
3. CTSL OB#EENIE L TVDE I EZmRYT (K2A
and B) ™ WA T. WeWhMiHa 3T3L1 12 CTSL 451
FHEHIR Ctsl 2 v 7 ¥ VL2475 &, A— 7 7
TV —LDERLE (W20 —T MmN
k¥ X 0°3T3L1 BRIAMINEIC BT CTSL O3l As4%
&7 CTSB % CTSL & 5|2 p62 #1475 Bloin %
FHES B &R L. 3TILLIENMILIC CTSB 0%
FIZEBLIL A 179 & CTSL itk 2 ¥l L7z— )5 ¢ A —
N7 7 V=3 EE 5 2 o7 (R2D)s 2D X
D e h T T EVE O TIEAS A AR RE K &
{HFEH5THIDEEZ NS,

2. SEMBREICBI2YVY—-LTVIN
a=E il
Xt 20 KDidZE5 A
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5. UYVY—LKERE CAEinHHiatae

NEAE NG AR C &, TP53/p53 & ¥ 7% 7 BARAEIIC
SA-GBL/SAB-gal (senescence-associated galactosidase
beta 1) OIFEALZ &L, MlELEET = /2 & 4 ThA4
U, SIEEEY A b A4 0B, 4 > 20 »HHEAs
L EN D, /2. TPS3 & ¥ 28 7 H 0L 2 i 5
LT EIZXDEBILER T = 2 4 T4 VA ViRl
PY/EEND I LPWE SR T02 P, KeoffrT
&, BEEHENE IR, CTSL o HEAMB L L v
7 v YR T 3T3L1 JRIAIIEIZ 3T CDKN1A/p21
DREBDENT 2 Z B SNE o7z P —Mefyiz,
H i & 1k & “TP53/p53-CDKNI1A/p21 pathway™ &
“CDKN2A/pl6INK4A pathway” (2 & > THAL L Cilil]
HMENTVEY, FICHHEOFGNRHNZ L H5NT
Wz Pz 2, RE IR AL T 1 CTSLAE T I
L DAL EICREALDE L C B &2 L LA
5. HIFEEALIE— M AT 8 2 Bl 0151 CTdh b 72
O, Bt b OMITEL L ELE VR b, RKENT
F 72 BRBG AR AL B0 & 451k UL & B P 7z Mg ©
B 5o BUGAE O FFIEIC 3BT, FA MR 252 b L.
SASP (senescence-associated secretory phenotype)
A2 B U TR oRILICH S35 2 LB 60k
HoTwd P, ComETid, Mgtz & z3oik
HaRE % D O AMIETH V. SASP HF ANt L
TP 2 % RUZ LT, b EFET 628, O F
N, WEREE b oM OMIEEALLS, lEE 2RO FERENL
FEORKNE 22 T EMNRBEINT VD, —H. &S
L% & F 72BN 3B W T pb3 ARAF 9 2 Ml E 1L A%
T/ ZATHELDZ L SEETA YAy OFE
WMBAOLND ZENT—F L LTHRLNLTVE, I
T — BREIC XY ek R R T 9 2 v a vk
WEIME 7727 2 a VICGB LTI Lz 2Ah, BT
T YOEARWT S 7 v a YiBwTEEshz R
BET—5)o TDO, MBI T =/ 5 4 THE
U 72 D3 it & 20 72 IR AU 45 o 1T e+ 55
FZZoNB0, SHRIVFEMEMELTEST 5. FEIZ,
2 1E CTSLAR T I & 2B % CTSB o8 mas, %
FEAEICEG 354 27 7< Y —AiEHILY— 7 —Th
%, CASP1/caspase-1 DYIWifk (cleaved CASP1, pl0)
OFEJLEWIMS ., ERSZFEILTEZ 2R
WL LA LAA S, 20 CTSBiGHALA EHIZA >~
77V —AEHALEFIERILTWEO0, HDH VI
FRECIR L7 A0 & 5 S OB TTHE & /i L 72 [ 42
WRVEHTH 2 OIS 2 TE TV ARV,
SR E )G IR 24T ) LEPDH D EFEZ TV D,

51T, TR BT % CTSB I 5B 25, IEL
WIS Y7~ Y ¥ 1 (PLIN1) D4 % i#FE
L. BB RE L2 SRITIE2H 5L P,
IhE CTHEIRIIAZ M S 72~ 2 OJRIHLK T I,
PLIN1 & Y 37 HOREBPHFIKTT L2 &, F7-
T i3 i R )5 R % C W MR I 40 #% lipolysis 2 4 L 5 2
ERFTTIRHE SR TS 7, KA DF =2 12B T
b EGE < 7 2 DIRIHLEL T PLINL > 787 B MK

T9 22 &, FRCRERBOMEIED S HGEES 7 2D
Meli#i#% < PLINL & CTSB A} RAET S 2 & &R L
720 CTSB#&HIZEHZ & 5 PLIN1 @40 f#13, CTSB @
EIRMBEEHNC X D PR SN B 2 &6, CTSB EIRMY
IZPLINL #5RL T Wb E# 2 5N b, [FKIZ CTSB
OMPIFEIN XV, BF LIRS L lipolysis
il LT\ % PLINL 2883 1243 % 729, basal ®
RIS oSt L7z 0 #92, PLIN1 2/ v 2 7% b
L7z~ A TIERE L VORI EIZ BN S 5 2 & 2%
TTIRIMESNTBY, " OBIHRE—FT5 P,
C ORISR A F TS ST 22 B E B B
HHKIZ BT 5 PLINL O A & G55 i 5k o SRR 25,
CTSLiGHIE T ##2& L7z CTSBBHEHTH 5 &
W ERENR AR DOIRED 1 DDA N =X L &R L
w5 [29]0

6. FEIEEICHBIF YA T 7I—

N AE R 2 RUBE IR EH O WAT TlEI ha v BV
T OWHEE TR oML LB, I AV FYTOR
BRI ) Y b EORBICREIELTHE T
EHFMEINRTWS, SOHRIZAL v A VikPitEE
LSBT LB L CBEEINLZ LD,
WATIZBEWTH I by FYTOREHNA ¥ 2 VK
Ptk My a2 ohTws ™, s harry 7
D f%#1E ATP (adenosine triphosphate) & 7% & O
I ANVF RN 2. EVEEREFE (reactive oxygen
species:ROS) @l MAN Ca®' IR D F i, 74 b —
VAR EZWAI DB, BB TIZE S, 774 K
A 3w A YA VIG5 2 L &
NTWa, —HWIZ, I Fa vy MY 708 EmoH#EIE
IMIVRYTEEE (IFPIVRITALF TR
A)EI PV FYTERWA - T 7V — (A b7 7
V=) Lo TIThbhiTwhb, S bV FYTHNALF
¥ x4 ¥ A1Z NRF1 (nuclear respiratory factor 1) X
NFE2L2 (nuclear factor, erythroid 2 like 2) /NRF2,
PPAR (peroxisome proliferator activated receptor) 72
EOBBERFICEVHIEENL, ThSOEERT I
GBI T Cd 5 PPARGCIA/PGC-la (PPARY
coactivator-1 alpha) 12 & ) #lfl & L % 7z ®. PGC-la
HRIPFMIVFITNAF VAT ADIYAY —L F o
L—4%—ThblEZEZONTWVW5A, PGC-la i ba ¥
B 7 B EEE T ORBUCES-3 2GR L M EAEH
T52LT, TOENBETFHROBIEZMMSE S, —
Jiv A M7 7 V—BREEEZT I ba s Py T EE
W22 LICE) I bary P 7oMEER%
1792 & T, BIZITEEZ2 ROS EAZFF 2 e, I b
a2 R 7HEREREE DS 59 5 B EUK T B Db &
LTEI{. I TH~4IZIENI/E (adipogenesis) F
2 TPS3 ARG A = F 7 7 TV — LD BRTH L
EHRELTW2 Y 2, RRTHRAZ LS, A
SENG WAL CI1E CTSL BEREDIKTIC L ) v Y — Ak
BRFEICIVI = N7 7 VMR MRT T2 L 2R
72o TOCTSLERETICEN LA = T 7 V=4
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AT X D BEmHEARALEE B X O RAL L 7= B ik
facid, MEREEZRTIPIVFYT7HERTSE (R
BET—5)o 72, WPMIITIZY vy — 2B EIZX
D TP53 2B 2+ 2 (MlsEft). Zhick b,
PGC-laZEBMAMET LI Iy U TS F VAT A
BHHEE N, I I FYTO CHEHAKR ATET,
XA M7 7I—=128 5 WHEER JETT L9012,
BEITFIF)THERTLLEEZONL, 5T,
F—=F 77 V—BREEKTEI IV FYUTANLF T 2 A
VAOET, E5IZ3 bav R TECEKENK T2
G BB A ATGHE ~ 7 212 B W T, RREFIY ISR 5 4
EhdbbLEbNS,

7. BE

R b & 2 2 EAENC BV TE, ZIkIZfE- T
BIET BV WL AGEHERO T 0 BEORETH
%o

B~ 7 2 OPRIRRECIdY vy —akkiEE I b o
YR TR EEICHE LB Y JEE R iRk o
VY — ARERERRE L. RSRIICA — b T 7 Y — ik
BEEICXDYA N7 7 V—AEEFERIT, I,
TP53 # &k Pgc-la B Z A L7z ba vy FY T
WAF V2RV ZETHREL D TNOBHEEHT S
Z &2 X Y vicious cycle 2VERL S, FEEWIZ< A T
TrV—AECELI AR TERLDLI MY
K7L AT 2 A ZALTFALERY), I b YT
EBIOHRESKTT2LE201E (M3), EHIC
[EQRVAVEPN 311204 ko Rl PRGN ]| 2% |4 = S
YA TOIHE, 4 v T TV — AEHAGIC X B SE RS
ZEE, PLIN] M2 & 2 IRERBRE 2 &AL, 2
NoDRFEHHEAE - TIEWERBITEIIO LA S &

2ohs (”3), 4t + oIk % @L<,
FEEDIREATBILE SN D OPRET B LEND 5o ik
W2 F =177 V=% VY — AR B IE iR
HOBIERHBAGIE N A F < —h —DOHKIZE 5T,
HELRY =7y M b Wi ns,
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Abstract

Autophagy is intracellular degradation system along with the ubiquitin-proteasome
system and is important for maintaining cell homeostasis. Autophagy research has
dramatically evolved since the discovery of the Atg (autophagy-related gene) gene, as
represented by the 2016 Nobel Prize in Physiology or Medicine, and many autophagy-
deficient mice have been created. Analysis of the phenotypes in autophagy-knockout mice
have revealed that abnormalities in autophagy are involved in the development of various
diseases such as cancer, diabetes, and neurodegenerative diseases. Thus, the effects of
autophagy on various pathological conditions receives increasing attention. The author has
focused on white adipose tissue (WAT) and analyzed the autophagy function in WAT.
This review introduces autophagy function and mitochondrial function maintenance in
obese WAT.
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