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W /TR SO s i HERCE R B e Ae . R R E AR (2RO ) 2 [ 58T H
PG FEL R TR 1) R 2% S S R H YD (ISSN 2096-4188, CN 11-6037/Z), Ft LAZS LI 3T (1 44 i J4 4 1
KRS IE AR



2026-07-09 14:44:33 https://link.cnki.net/urlid/12.1355.N.20260709.1350.006

RE#HBLEER

2026 % Journal of Tianjin University of Science and Technology

2026

DOI: 10.13364/j.issn.1672-6510.20250168

RERERIBIT IS 5 M R AR B e &

1)y FRVRF R T B AREAR

Zeordn b2, NGRS, R Y, METER L, ABERJAE L2, RN
(1. RERHE KB TR, R 300457; 2. R FZ IKERH A RAR, K 300457)

1 E. KR REEK (ursolic acid, UA) 2+ fﬁ%ﬁiém}]@éﬂ’iéﬁiﬁéﬁﬁ’ﬁ)ﬂ B E A4 R R K (atopic dermatitis, AD )
BB EAS A A KR E T 46T & ). RN EIIES, UA Rl 205 F AR A A R mmie (HaCaT) 49 A
W, FrigdEdy IL-4/IL-13 3142 f R A T fedifth (P<0.05) . £ 2,4- =A% K (DNCB) #5465 AD
FAEA F, UA FHREEMAK AD s R A9 XK= FE N ABIIA (P<0.05) , FH ZRZERKIGFEBICK e
= (P<0.05) . AAUH £, UA R LIRARRAL T A& E LC3 kX, BB EFEFAMEEZS Claudin-l
Fa ZO-1 6943k, HBEMHICEMIE X @0 R F IFN-y. IL-4. IL-13 497K-F (P<0.05) . UA 889530% A T A am it
b, SEEBAEEE, B E%M DNCB 5549 AD 5K, AFFR LR A R RBAE AH R § 4R A106 97 4% 52
MR KRBT T2t 5 RIRE.

KR REIRER: RRRLMER R MPURRGINE: W R R
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Ursolic Acid Alleviates Atopic Dermatitis Symptoms in Mice by

Inducing Autophagy in Keratinocytes

LI Hongyan*?, WU Xiaoting®, LIU Jiamiao!, MEI Yuanrui?, QI Xiaoye®?, LIU Zhenxing*
(1 College of Biotechnology, Tianjin University of Science and Technology, Tianjin 300457, China;
2. Tianjin Joystar Science and Technology Co., Ltd., Tianjin 300457, China)

Abstract: This study investigated the regulatory effects of ursolic acid (UA) on keratinocyte autophagy and its therapeutic
potential for repairing skin barrier function and ameliorating inflammation in atopic dermatitis (AD). In vitro, UA effectively
induced autophagy in human keratinocytes (HaCaT) and reversed the autophagy inhibition and barrier dysfunction caused by
IL-4/IL-13 (P<0.05). In a DNCB (2,4-dinitrochlorobenzene) induced AD mice model, UA intervention significantly reduced
the dermatitis severity score and scratching frequency (P<0.05), and effectively reduced epidermal thickening and mast cell
infiltration (P<0.05). Mechanistically, UA not only upregulated the expression of the autophagy protein LC3 but also
enhanced the expression of tight junction proteins Claudin-1 and ZO-1, while significantly reducing the levels of key pro-
inflammatory cytokines IFN-y, IL-4, and IL-13 in skin tissues (P<0.05). In conclusion, UA activated keratinocyte autophagy,
repaired skin barrier function, and significantly alleviated DNCB-induced AD symptoms. These findings provide a

significant theoretical and experimental basis for UA as a novel autophagy modulator for the treatment of AD.
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RV Bz 48 Catopic dermatitis, AD) & —Ffi i
DL (RN 8 i 1 B e, FCAZ O RS ATL I B 1 Tk
BB SRR 5 o R G M. B BE B A2 A
IR RLVE B R RS R, & v] g it 1 U 7%
%, SRR A SR RE. FREEEE s
SR IR B i 0 i) 9% 5 (19 2590 2 R P R 2 TR 9T 1
S, Y EME Cautophagy) e 4E 3R 20 i N FABE A
AW OCHA BT RE, 077 R AR 52 408 100 4t M 24 A S
HEB, BHETE R, AR AN I T g
bR 2 5 T RN R 2% R R, TS W R
5 2 0t 17 0 B B AR DG B A R, Tk R 48 e B 1
S, DR, B VAR W OO IR T R S R 28 1
TR BB

AE SR Cursolic acid, UA) & — B LMt
YIS T KR = 284 &9, JLAERE R B V697
H P46 e e e A AR S R e, SR, g
6T 71 5 T RS20 L e B B R o s T e 11 L 2 52 T
Je AR ST AT R 1) B o AHIF T8 3o A A J s
S, RGURTT BE O A 0 AN B W ) S
VER, e HOOH R NP 7 98 /N BRABE Y 7 JEk 5 e T fi
KL ECE R, B NRE SRR IG YT R N
R IIHL ] AR A S IR AR o

1 MR57EE

1.1 SEIE#R
1.1.1 Z=¥mie

NIKAEAA L 4l ie (HaCaT) W H LifgxE
JRA R A, JFiE R S BCE T4 (short
tandem repeat) %5E. MIIEFRESH 10%/i64 1M
. 1000 U/mL F1 1000 pg/mL #H4E5 % DMEM
Bk, RigR&ME: & 5% CO, =<, 1HIR
37 °C, {&JE 80%.
1.1.2 £z

ICR /N (15 K SPF Mt 6 R /N, AR
20~22 ) & E IR e DU AR RS A R (VFATHIE
S SCXK (#) 2025-0005). /NERBENL A 3 4.
XPHRA . 2,4- RS2 SOK (DNCB) 4. UA i
H, &4 5 H. AREFTMLRE VO, B
5 H, HHUOKERE. HEEE (23+1) °C, M
STEE 45%~55%, 12h/12 h BI/REAS B G . A sk
WORRERFEREZRER /MM, TN

2025[SW]0301, A 34 S i i /5 35 7™ 108 < S 0
FYME T
1.1.3 XA 5LE

AE SRR (UA), Selleck 7w, 2K H 3 fifh il 4
(PMSF). DMEM #5745, BN SR4ERAEMBHEA
AT TIER-y UFN-y). ANE-4 (IL-4) 1A
It &-13 (IL-13), &) EWRHEA R A
Al AFMEEAS HRP-IIEH TR 196, LR EEE
BHEA R AR ;s RIPA 2@ . Hoechst3334 4%
Jekl. ECL (2 hotilila, Bk H&EEHH
FEEY (PIC), EMi%ER AL, EL IL-4 M
IL-13, Z[E MedChemExpress A #; LC3B #ifk.
PVDF fi, Sigma ~®]; p-actin ik, w5z
T AR BR A ; Claudin-1, ZO-1 Al phospho-
P70S6K HiL ik, Mii 2 EMHEARA R A F
phospho-AMPK ~ Jii & , 3¢ Cell Signaling
Technology A w]; BRI ARG (HRP) -1L=41
AN 19G, bR B SR AR A Alexa
Fluor 488-1lI % #i % 19G, 3% [® Thermo Fisher
Scientific A ] .

HRA40-7TIA2 AW aetE, F Bilg/RAEVEST K
WHIRATF]; 042BR FaEA2di FIK1X. 221BR -+
HEIfE, 3£[H Bio-Rad ~A#]; miniChemi6l10 {h2% %k
FIRIEG W RS, AL HRVTRE R AR A
A]; MIKRO 220R & 3044 2 0L, 5[ Hettich 2
F]; Eclipse Ti {88 %¢ 6248, HA Nikon A#];
AMWX-1200 A ¥) & 85, 1 E AMG A Al ;
MANDELA [ighri%, #E TECNA A#]; 311 B4
MUk 24 . QuantStudio 1 Plus S2if 3¢ % € & PCR
1%, Z£# Thermo Fisher Scientific A ] ; Millicell
ERS 2 A, £ Millipore A F] o
1.2 WA
1.2.1 UA #%&

¥ 45.67 mg UA JEMFFE 1 mL A= H 2L AR
(DMSO) 1, FtH]oA 100 mmol/L i) UA fi# %,
W A28 J5 I AE T--80 °CuKAa T, A i ISH AR 175 Vo sk
ITHRE
1.2.2 tmfe s 32

YT i 2% i ik B 80%~90%0}, BEATAHAEA. L
AL 310 EFh T 6 FLAR T, fRAMICATE N 70%
i, #F] 40 mol/L UA AL FEAHMI 3~9 h.
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1.2.3 #%JZ¥PiE (Western blot)

WA, IMAEH PIC 1 RIPA Zf# 5%
W, TUk EZR 20 min, A E R RERES . 20
TRAE 4 °C. 12000 r/min 254~ &0 10 min, HUEiE
Wio 1A EWEW RN SDS 5 V4 Ji Bk fiae Bt e L 9k
(SDS-PAGE) EFEZZEMME, 95 °Chn# 5 min ffiE
FARM:, B EIET-20 CCIRIF&H . MEEEAR
mmiE4T 12% SDS-PAGE, B Gl Tk E A
BERMmM M (PVDF) . ¥ PVDF A 5%
W49y T PBST i) T=iIREM 1 h
J&, IAN—d FRBHIZRUA), 4 CEd
o FH PBST Sl 3 Ik, #:K 5 min; JOA
HRP Fric i —#1 (1 : 5000 #fd) =Eimi¥E 2 h, 7
KM PBST Ml 3 k. b5 & ik
(ECL) Rl E 5, JFHMHM Imaged A4 2
WAREEAA . LA p-actin JYNZ, S HFRER B #EAT AR
JE I T
1.2.4 RNA I 5 520t % 6% # PCR (RT-gPCR)

KA TRIzol i FIFEH LW ab B f5 HaCaT 4Hf
R RNA, I FH 100 5 sl ) Bk L I e s
cDNA. #:T SYBR Green Yt YA R, 1ESLHT 9%
g PCR A ERHTH BT . RIS DL B-actin N
WS EH, @k 2250 ik 5 H ks 2 R
MRNA FRIE Ko AL BT 5107 5 L3R 1.

%< 1 RT-gPCR #8x5|¥1F5|
Tab. 1 Primers were used in RT-gPCR

R 51917717 S¥FH (5'-3")

pact 1ER GTGGCCGAGGACTTTGATTG
-actin
J IA] AGTGGGGTGGCTTTTAGGATG
LC3B 1ER ACCATGCCGTCGGAGAAG
J IA] ATCGTTCTATTATCACCGGGATT
1ER ATCGGAGGATCCGAGTGT
SQSTM1
J IA] TGGCTGTGAGCTGCTCTT
ATGE 1ER AGAAGCTGTTTCGTCCTGTGG
J IA] AGGTGTTTCCAACATTGGCTC
LAMPL 1ER ATGTGTTAGTGGCACCCAGG
J IA] TGTTCACAGCGTGTCTCTCC
oTSD 1ER GCAAACTGCTGGACATCGCTTG
J IA] GCCATAGTGGATGTCAAACGAGG
1ER CCATGCTGTGGACCAGTACC
MCOLIN1
J I9] ATGGTCTTCAGCCGGAAGTG

1.2.5 #mfess i & FL(TEER) M &
Faxnt B KA HaCaT iyt iH3)E, 40
f L 110° ANFLI S FE e AT Transwell /= (L

AE SRR IE A 5 T A1 JTUT FCAH L 19 TG 58 /0 B R A B R *3-

FMA 0.6 cm?) 1, BT 37 °C. 5% CO, 157744
R, FFAIIIERIC AR Z )G, BN 1.8
mmol/L Ca* [fIim s 770k, M bR BrRsatil, [l
Je, TEREFRIEER BN UA siB A0+ IL-4
AIL-13 #HATACEE, fEFH 48 h J5, {ER Millicell
ERS-2 H [ {30 & 2% 20 40 i 5 )2 1 B8 bk B R
(TEER) . MRV IS i /M, i AL B2
DMSO [ 2 J5i & 73 U4 HIAE 0.1%LA T .
1.2.6 DNCB ##-%44 AD s {A2R #y32

S /NRIERPEMESE 5 d 5, H DNCB %5
ST AD B, /MR EBEE (2 cm>3 em) AT
B, KHRHEEK 1% DNCB %% (DNCB
T IR SRR AR LA 301 BRI 100
L, EATHIRER . EE 4 Rk, ®R—HEH
0.5% DNCB #RBHATEE R, FEE25 20 K.
BRI E (55 21 Kig), AD MNREEHZEZE T
TS UA %, BN 75mgkeg (VA M
100 pL, BRI 15mg/mL), ES4L257 d. 5
27 RARRGZ G, W/ RIAFWERA AR AT IS
oA,
1.2.7 AR IRIZF I & 5 M7

KNSR SFEARAE 4% 2 5 R R
HE e, ZAEAEFETIR Sum ERY . #
IR AT WA ARRE -4 (HE) 4efh, DLV
B 5 R R B g E AR BRI A ol . AR VIR R
HORRGIE e th, T4 e M I IR 1T 4002 i A A K
Y. Guth )5 Y MR B N U, IR
Imaged B AFHEAT E B4 HT
1.2.8 D RE K= EAZ LT

TESREGER 27 K, /N RBZ 98 Il PR ™ B A 3t
TTVEAS, VPASTEAR N BT, WIS/ K 3R
FIBLAIE DL FEIEARRIE ™ ERREEAT 4 907
gr: 04y CRAEMO. 140 CRED. 24 (. 3
gy CEFE). 4 Wifa b3 or 2 A%/ BRI R 2
55
1.2.9 AL B %K

AV R &S EKE, BT 0.01 mol/L Fri%
FRERZZ M (pH 6.0) h, 7E 95 °C/KIEHh # i T4
JFAEE 30 min. HARBEE, VIR 4 0.1% Triton X-
100 =i#iHi%E 15 min, JFH 3% BSA W&ikE A 30
min PAFHBTAERF 4545 I LC3. Claudin-1 FlI
ZO-1 ¥ifk (1:1000 #kE), fE 4 CHEIKR. &
PBST Z&ifli 7873l /a, HI Alexa Fluor 488 #x
M =P (1: 2000 #kE), =iREHHEE 1 he fif
& 4, 6-ZKFE-2-F85Em[ I (DAPD [FH15 6

3
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KB A AT E A . SR Nikon ECLIPSE Ti2 AU
HeHE LR BMERE RIS, FHFIH Imaged F Ak
X B AR A G REE EAT E B T .
1.2.10 ELISA #&m £ 1+ 4m e B F 7K -F

H#) 100 mg /N BRAHEY, 7R 78 40
BERCH AR, I 1 mL & & E EE 07 RIPA 22
fREMRAT A1, WG SIMT 4 °C. 12000 r/min
ZAFNESL 15 min, MR ETEWR . KA BCA vE
BT S EATTREIRE .. R ELISA W{il&
YLEHAS, R EIE W R T R Ry OFN-y). B 3%-
4 (IL-4) FEANE-13 (IL-13) k.
1.3 GiitF4E

{fi | GraphPad Prism 8.4 X #17 & it % 7
Mro FUHRELL “PMEEhRUEZE" RoR, WUALLESK
Fl Student t k3%, KM B R K E SN

(@) LC3-1l FHAKF

(b) EWg K

ARBRLEER
(ANOVA) #HiTZ HELLE:, P<0.05 NERA ST

2 BERE 5

2.1 UA F HaCaT 40 A B ik B9 5201

UA X HaCaT 4iifits | M52 maan &l 1 fros. i
1 (a) GEENEEs R, SxtiR44nMAH L,
40 umol/L UA #:#E 3. 6. 9 h, HaCaT 4HiE M H 1
PrEEE LC3-I MEAKFEETS (P<0.05),
HAE 1 (b) \l%0, /£ UA 5 Baf Al JLabridlH,
LC3-II & B K- & & & T UA kb 3 244
(P<0.01), XU HMERAFEM. HE 1 (c) 7]
W, SXHEAMMAIEL, UA &F 6 h B ETHE
GFP-LC3 HWEiA%& (P <0.01).

(C)GFP-LC3 %55

e SRR EXTHRA ML E R B3 P <0.05. P<0.01; ##&/RE UAAMILZEREE P<0.01; HEHIA 20 um.
1 UA ¥} HaCaT #RpE B kSRS 0D
Fig. 1 Effects of UA on autophagy in HaCaT cells

2.2 UA X3EREF TFEB JAMERIE M

UA XT3 K7 TFEB 3R man i 2 fr
No SGXFIRHANBEAHEL, UA 4FE 6 h 28
TFEB-GFP #Z @i 4 fr%ia (P<0.01). SxfHaZ
YHAHEL, UA &3 6 h B35 THm AMPK [{EER 1L

K (P <0.05), FEF#K P70S6K HIfERILAKF (P
<0.01). B4k, UA 43 12 h HWEAESERRE LC3.
SQSTM1. ATG5 J% i# [l A #H 5¢ HE [l MCOLIN1 .
LAMP1. CTSD ff) mRNA ik &5 25 T X B4
(P<0.05).
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(Q)#Efr TFEB 4ufita bl (b) p-AMPKo 2R H/KF  (c) p-P70S6K & H/KF  (d) gRT-PCR
e xR OR oo A AT 2% R B35 P <0.05. P <0.01. P <0.001.
& 2 UA 3R EF TFEB & RIS
Fig. 2 Effects of UA on the activity of transcription factor TFEB

2.3 UA Xf IL-4/IL-13 & 32#) HaCaT 4ApEFEAZEPE
Al

UA Xf HaCaT #ffiwis i ra fH sz an &l 3 fr
No HXTTRAINAEAEL, IL-4/1L-13 Kb FE 5 35 PR K
HaCaT #fiffl LC3-1l K& HKF (P<0.05); 5 IL-
4/IL-13 A FRZHAHLE, UA TFE & TFm LC3-1 &

(a) LC3-1l ZHKF

H7/KF (P<0.05), TEER £ E/x, SxIiAH40
FHEG, IL-4/IL-13 4b 2R B 2% BE (K HaCaT 4 M 11
TEER {f (P<0.01), 1fi UA 4b¥)5 TEER B&&T
IL-4/IL-13 K341 (P<0.05). fE shATG7 HaCaT
i, UADRREREHE S TEER (P>0.05).

(b) TEER

Y RO G A L2 R R 3 P <0.05. P<0.01; ##£/5K5 IL-4+1L-13 ML 2 7 83 P <0.05.
& 3 UA X} HaCaT £HBeFERE BRI SN0
Fig. 3 Effects of UA on the TEER value of HaCaT cells

2.4 UA 3t AD /MR EZ Bk BRFE1E E B91ER

UA X AD /MR ZIRHGUES s 4 B
o XTRE/NRT K XA IE R, HEALH /N R R
XHBLII R AT g5 wmaE, 1 UA AT
PO, TR Bt &4/ E R

BV gt R BoR: SREEE 27 K, HIEHE XA
INREE B, AD B AN RO A ™ R T
(DAS) FIHERIMR AR Z 1N (P<0.001); 5 AD
MR ELEE, UA 41/ DAS FIRITIRBUR 2 A
(P<0.001).
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(b) B2 A VP43 B NPk E

(C)HE 5 HIZERZ I Je

e o RoR XAV ELZE R B3 P <0.001; ##E RS 5 AD MBI ML ZE R B P <0.001;  ELAIR: 100 pm .
[El 4 UA3J AD /iR B BRB RS 7S HO SR
Fig. 4 Effects of UA on skin tissue morphology in AD mice

HE #efagh REIR, 5IEH XA/ R LE,
AD A /N R ER R JE R R E i (P<0.001); 5
AD BRI HH, UA /N RR R B % F A

(P<0.001), HZRfZHE Gt RoN, 5IEH XN
BUELHE, AD AR B ZH /N BRIE K 4 AR R i I 3 3
(P<0.001); 5 AD LA ELEE, UA /N AR K4
JIs 3 i 2 PRI (P<0.001).

25 UAXT AD/MEREBREEERR T) REERRX
i ap A1

UA X} AD /N % RZHZH Claudin-1 A1 ZO-1
EARBHIFME 5 Fin. s el ws,
5 IEH G IR /N R EE A, AD RS /N RO 4L
i LC3. Claudin-1 f1 ZO-1 EH A F ik & & N
(P<0.05); 5 AD M b, UA /N
4l LC3. Claudin-1 1 ZO-1 XX ZET &
(P<0.05). It4h, HxtiRAgupuitl, UA 4bEE 9
h fefi 2 2% 7t % HaCaT 4iiffii+ Claudin-1 f1 ZO-1 )
EAFIL (P<0.05).
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AE SRR I 15 T A1 ST FIC A L 15 VA 50 /) B R I A28 B AR * 7

(a) RIFLELEATN (b)RABEEE (c) Claudin-1 F1 20-1 EBKF
T xR G0 IRAM L ZE R B3 P <0.05. P<0.01. P<0.001; ##H###E <5 AD AL ZERE P<0.01. P<0.001; HFIR ) 10 um.
5 UA Xt AD /NEREZBR4B4R 9 Claudin-1 71 ZO-1 BB RIAKENE
Fig. 5 Effects of UA on the protein expression of Claudin-1 and ZO-1 in AD mice skin tissue

2.6 UA 3t AD /NEREZRBKZEER
A

ExtHEAAH L, AD 41N BR % JIRZH 4R
IFN-y ( P<0.001 ) . IL-4 ( P<0.001) #1 IL-13

KM AEE T 7k a8

() IFN-y

(b) 1L-4

(P<0.05) K FHEEHE (K 6). UA 4R
k4 21 d 96 P R 7 K IFN-y (P<0.001) . IL-4
(P<0.001) #1 I1L-13 (P<0.001) #; AD f&ERIZH 4~
F% .

(c) IL-13

M AP OR G R RALME L2 7 2 P <0.01. P <0.001: ###% <5 AD 4L 2 R 3 P <0.001,
6 UAXT AD /N B RR4E R R KM 2B B (] F 7k SE B9S2
Fig. 6 Effects of UA on the levels of inflammatory cytokines in the skin tissue of AD

3%

AD S — B H LIRS 1 A 0 1 I DO
S4Bk 15%~209% 1 JLE A 2%-5% ) B A,
ARE, RHREMTHX, JLE AD [#HHEZRIR
EUmRmESHE, MERTAIT. dHRREYZS
FAERE T R, AD R E R 827, H
AT, PR b 32 AR S T S [ s e 0 79 B A

VIR A TIR YT« R IX T VLR R R I IR
AR, AR A FH o £ B B JEk e B 2 4 L R e 5 Ik
PRI UL 29 AR A R BB Rk, TR R
e L AU K e A 1 A IR T SRS 2R
AD I AR E B B Y75 3K

R KGRI Z e AD FIRZ o FRER Y, 7E
YRR Rk s fads h A CE . kB RIE 2
AN T 5 2 B AR BB o R 1 U, B RE R AL
P G % 9% i S B R — b v R S TR 4H

7
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JEL P P A 5 R AR FH AL, et ad o B Ak A il
A A TERR R AR S M08y, M 4ERr4n i fa
BB TR RS, f R AN I KT B
B HOEH . TR AR R R R A A R
W, Rk, B AR O AN B AR ANE B T E
PR BERR, Ik BRI FE SR f B . Bk R Bk 2 (1)4IE
PR, AWEIhREREASE RS AD 15N 1) 2 Fh Ik
T B R R EEAEH . B, /£ AD B K
NI R e, A WERREY LC3 KR E
K, BAWEKY) p62 5 BURES, (R ) fe i 7
EABE CNAZUEARE D A L) yEPER R T pRe,
g AR, BRI AT RESCN AD JRITIY
WIERRS. AR, AWESRENER
2% NC/Nga /MR AD FERERET, A p-BifH -3
] 3 T T A O T A . A 5T TR o e O
B S IE KIS, AR A 3 A 9t R BLR SR 7= )
A I R I O A R A B WEIE R AD /R
J7 B B I B AT A8 7K ST

UA 2 —F KRR =mi R &59, L2 MR
FERBLR T R I BT A DU S s A R D,
BEAEWF AR, UA mldE s 2 MG 5 08 % i 5 8ol
SRANM B, AR ESUEAL . AR DL
RS2 EMN . B, 75 HoOp 5 5 (1 58 Ah B A
B, UA @t 5 W5 R g Rk, BRI
ROS /K, #E KR OGN HIC2 A7 i 3R 20,
HEZERBIES, UA 23 EiE LC3B. Beclin 1
WA CE FERL,  SGE I BTRR S AR S
(U, SR, UA TE R A 5 B A 1 1 s i 42
YEF I HAE AD 1897 HR IHLE AN B . ASHHF FEAIE
S, UA R A U A FL W, HF/E AD 4l
JoN AR B B 5 R STk R B D RE, G BEORE IR
AN EHBEE SRR T AD EIT IR TR .

E TP, sk EB (TFEB) {EAH
Wi 5V AR AR A R A% O e s R, HOE R
AMPK 1 mTORC1 f&#iif17 . mTORC1 HRBEEZ1L
Al TFEB Th6E, 1 AMPK @i #4] mTORC1
WAL 0% TREBRZ2, KmEst KB, UA A %
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