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Role of autophagy in the progression of diabetic angiopathy
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[ Abstract]  Diabetic angiopathy is one of the most serious complications of diabetes. In a state of high glucose,
normal functions of blood vessels are damaged, which leads to a series of vascular complications such as diabetic
retinopathy, diabetic nephropathy, lower extremity arteriosclerosis occlusion and aortic aneurysm. However, recent studies
have revealed that autophagy as an intracellular protein degradation pathway and siress defense mechanism, plays a
significant role in the progression of diabetic angiopathy. Thus, we have summarized the progress on research with respect to
autophagy-related genes, autophagy signaling pathways and the roles of autophagy in diabetic angiopathy and discuss the
detailed mechanisms, which may provide treatment options for diabetic angiopathy.
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A JAFR , 5 THRE DR LA 45 43 1) g B A
BB A BT, Fe v e Bl B S5 5 OB TR I
EIAR OGN R Z — T A AR — R HLAR Y
B AL AR, AR I LA 45475 v 4 9 A AN AT
/M,

1 B

1.1 BEMREREBXSTF

W ) e PR A 0 R L W P T ok, v il
RS AT A RS, N2 W 00 e A 5 R A
FI W) AR BT e AR BAE LR LA : (1)
PRV, 1 RIS e A i, 5 R 4 45 1) S B
b, NI AERF AN P A RS 5 (2) i A =2k
{10 e e 7= 400 T A LA A9 3 PR DA 4R ARk g T
(3) AWEAE Sy — B AL ], RELESN FEAS R A A
ISLOAR AT 7 A 3 W SO, DR AP A2 43 11 2H 2 B2
JfL o AH Y W ORI, SORT A Sy — AR
FEPEAET AR R AR A AE T v
DL =MORE e e A . BB W 8B W AR AE
S IS T T 4 AR A A A e 2 3
(R BE 7K il o i o L L WG R FROUR, 1 Wt 48 i 060 3 ok
TEPEMEAN AR Ve B AL ) A7 W R B 254 0 1, (e
IRE AN T ALE(CMA) T L A S AR A
(4N Hse-70) JE 82 5 W, 5 3 Ve i A, 122 26 1
P WA NS AZ AT WA AR DG IR AR 11 2A (LAMP-2A)
PO, T 20 R 2 P FTR A

H W A 5& 3 A (autophagy related gene, Atg) 11
TR AR SRR TR R BT B AR R
P AWRRIEENLE 0 2 5, B Ag MY
HESHIE S 5 A TS, o BRI IR L,
HBER I = S, ULK1 249 (ULKL
FIP200  Atgl3) &% i iP5 5 5 T i A ik
TE LR BE B2, ] 4 Wie b i 2% A A 5 O A R
T NI WA TR PIBK 2 A (Atg6/
Beclin-1,Atgl4  Vps34/PI3KC3  Vpsl5) Al 4553
BRAGF=AE T A1, Agl2 A4S G ot 1 5 1O A G
FEH 1 %4% 3 (microtubule associated protein 1 light
chain 3,LC3) BB &, X W2 = Akt B AE A
WK (¥ S AP B B R #6 BEAEF , LC3 2 i 7L
S ANMIERE T Atg8 G it 7 Az 1 — A A W AH OC 2R
F L BA = — B AR Ay TR LC3 Gz
J&  BOK D R s 5 7 B TR LC3T, LC3T X
16 Atg7 Fl Atgl2-Atg5-Atgl6e L BVE IR, %78 K

LC3IL, W45 6 F A R |, BT L LC3IL 1Y% 4
o n] DU B F W R 9250 . Beclin-1 J2& f I L 279
YRR T Atg6 it Az i —Fh ARG Y,
AT VB RE A T A I, 4k i R s A Y
TE 5 R, HR Ik i 2 /D IR AT BN WG T A
SRE

1.2 WERHFERETBEEEND FHLE

H RTAIEFE b, B DR 3 ik D 3 5 i) 440 i
Y H W - 8T N 3OS R (oxidative stress) | PN B ] N7
% (ER stress) . mTOR < i P 15 5 i % . AMPK &
"%,

2 FRUHE PR JS B) 5 F 2 e 0000 R s R B 2R i AE
SRR R e e A Y SR O A = S P 1
U5 2 TR A F B R IR T R A A o R A ) T
ke tE, FE-AmERY , I BE R RS
S SR AR S B A E EE AR I P A
T S PR J5 P97 3811 e e 2 B S 43 2%
WAk R B ROS 7K P-4 5 7E— 2 K, 5
—J7 11, ROS 7 LLE i3 ] mTOR 340 Beclin-1 #Y
3K LC3-1 18] LC3-T1 S ALITE [ e ikdh,
ROS A LI 9 84005 INK-1 5915 543 71, Ky
ROS S-S 7 A 38 375 1 7t 728 L 1% S0 28 e 1% g
L IR , AT 3% PINK 1/ parkin 4759 B W &
A:UT0 ROS I AT DL i SR K OF (FE AR )
B KE (Ed M b)) 89k 55 A wd
T2 ROS T 5 43 5 BT e 5 IR F HIF-1a, pS3.,
FOX03 Nrf2, f£ #F BNIP3  NIX ,TIGAR ,LC3 F1 p62
s

PR R 7 GE 1 UPR i 42 FIPY I Ca™ iz
Kk G AME™ . UPR 19 =4 4% (a) PERK i
PE——T B0 T BU sk I 4 (transcription factor
4,ATF4) 1 813% | (b) IREla 38— 1% c-
Jun-N-terminal 1 ( JNK i 4212 F1 5 3o # 5 5 748
177 ABME x-box 245G 8 H 1 (x-box binding protein
1, XBP1) i mRNA'®! | (¢) ATF6 i filg——iF 5 H
il UPR W 53 40.4% XBP1'*, PERK i i i ATF4
S ATGS ATG7 \ATG10 %5 [ AR 5& 3 X 175 5% A
TIEZ0R [ WE . PERK i e oF 17 R4S & Bt
72 ( polyglutamine 72, PolyQ72) 155 LC3-1 [1] LC3-II
(G A RR S A P JoR 0 7 8 ) U1 B B, RS 1
IREla i i JUK R8RS 51K Al # 1
Bcl-2,MﬁTE'Fﬁ( Bel-2 M Beclin-1 ﬁj\—%ﬂjﬂé[m . It
S, XBP-1—IREla i 121 7 — 12 5# o i
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Beclin-1 ¥%5% , ATF6 i i /55 XBP-1 1% Sf i) #
S5 AR ER BEF, iR Ca™ A4
M rfaE Rt 3 AN [ LS S E O . (a) ISR
#i CamKK/AMPK 3% 42 8 mTOR #11™ | (b) %
% 19 3R BE A1 5 B H #4  ( death-associated protein
kinase, DAPK) il i 2 5 82 k. Beclin-1"" | (¢) ¥
% PKC 142 TS 2L Bel2-Beclin-1 &A1 55

o B PTB0E mTOR A7 538 I U6l 45 240 L 1 e
mTOR B HLHI AR 2 28 ML) 5 5523842, il i 5 P A
A E 1 E AW mTOR 4% 1 (mTORC1) #
mTOR & &) 2 (mTORC2) 455 K 735 3 Wi 74,
Hrb mTORC1 i i) HAZ#ERR AL Ulkl 591
M, LT R 9 W AR G 25 19 LC3B Al Beclin-1 (1)
Fek ) mTORCI 7E /& M 4% 1% BT 9 AR K e
ARG Y A e S A A R DG 36 I i 1
HIAEEZER (mTOR M) M mTORCT ML,
AT LU SE Y 0 008 0k A2 R LAl 2 s XoF 400 i ) =
A AR I

AMP B 0 3 O ( AMPK) 2 — g 3R
JERBY A, 7E A A OBEAS R S LR, AMPK G i
Ser317 il Ser777 Il R Ak HL 15 1% ULK1, M i i
i B W, A, S A T B mTOR 3¢ AKT 36 PR3
TP E Ser757 AbAY ULK1 BEER AL, ¥ ULK1 151k,
MBESR ULKL F AMPK 22 [&] (A0 5AE R I 02>
AMPK U5 5 3 B 19 11 W5 4R AT . AMPK
38 1% b 7T LAAE Beclin-1 5 BCL-2 43 & Ji ] i
JNK1JE R VPS34 B A E AW 17, I 30E A we ™
HABBFZE RS, AMPK 35 FoxO % 5% [H 11 %
5, NI S [ WA IR R Ay ek T

2 HESSERFEXDERE

2.1 MmMERE
2.1 1 A WRTEWE PRI 0L I s 22 v i) 4

3 DR A 5995 4E ( diabetic retinopathy , DR) /&
— POl PR WIS O KA, o BUR BRI Y 5% , H
L LR A A5 -0 O 5 i Al 2R A= 1ML A T
BB A0 TOHE T | R 20 BB Y L PN B A e D A
CPYEMAE ISR S . WESE R B, B AN A A ZE R 6
200 16308 3 P P S TR R -0 O J55 5 i, ™ A
I8 ¥ e 1Y 32 2 R R, OO N R A KR T
(vascular endothelial growth factor, VEGF) Bt r fig i
M4 B, O] B08 AR 14 A2 7, 78 DR i 1
HEMMAO, TIVERMITFE R, A LR IRA

O PR 5 2% 19 3 A I A5 14 T ok A B I 36 8 T v
HHEBAVEF, T E WA LAY VEGE 14346 M 11
VA2 A I PRI AR

RO EREE O] LA AN R Y ROS ZKF 34 &, F: 3
RAE S, M AE B TNF-o  IL-18  IL-17A | 1L-8
F1IL-6 , 7E3X 86 R E A Ji 7K S 19 T 85 5 [A] s, VEGF
T [A] T P 2 AR sIL-2R A4 % 3k o AH R 48 A,
VEGF [T+ = i #E 5 A 1l 48 T8 s A DR i#E— 25 Jin
Y Miiller 21 i 2 W5 JR 9 R0 190 55 955 28 Hp 43 1
VEGF 2 I 2 — , W52 K B 4 7K S o] DL A
P Miiller 41 fg Hh 89 B Wb i ¥ 7+ &, (H & p62/
SQTSM1 55 P J5t ) i oK P Re 2 ot i, 45 R =
OB ) 8 2% VR A A [ 5 ) G B A -5 S04
(AT, VEGF YRR ™ ; 3 i % 4+ siRNA 17
il p62/SQTSM1 fY & ik DL & mTOR (1) 1 i 7
Rapamycin, J7% cathepsin L )75 P4 (75 BEAA K f2 15
PERG R T2 A VR R S T A0 Y 3w S BRI AL
M VEGE 79 73 W 5 1t 28 L 1Y BF 5 4 35
B0 S B0 p62/SQTSM 193236 FF &, vl L
#% =L} (notoginsenoside R1,NGR1) i# i PINKI
M 2 b A B AR AR T ], B A Miller 200 Ffd rh
ROS 7KV LA e A& AiE J 1, AN T B AR VEGF B 3R 35
NGR1 [T HG %S0 rMC-1 ZH I A1 db/db /)8 B
FR B PINK T 1 Parkin B9 7K 3 8850 T LC3IL/
LC3L [ b 8], 3 T T p62/SQSTM1 Ay 7K -, M i
WD ML ROS 7KDL SR AE R, FEAIK VEGF
MFRIA

B RR T AT LA B0 p62/SQTSM1 (1315
PAAR, 38 BT DL 45 000 57 s S 30A0K 2% S B
(LDL) M4 i i, Zad Sk DL R Ak 1B 1 5
AR G 25 FH (HOG-LDL) 7 B3 /9 DR A7 7R
SRIVEIRENVER , SR ZEX S R 5 & 1 A W&
SEARM L BLE T A K VEGF (9430, 5 25087 28 1
TR BT o =B DR o L DR AR, BF 5 R B
Miiller 40 8 28 5 HOG-LDL §l3# )5 ff AMPK #05 S
3 [ WA MR 11 ATG-5 , Beclin-1, LC3IL/LC3I & [
KB 2 T , R mHET- AR E A caspase-3 0]
Feik ik — 25 T BB [ W A RO 2 5 B0 i
T At AT R B ST P R 3R DO R B e bk
( benzyltetrahydroxyquinoline, berberine ) 1] L 111 il
AMPK B35 I 42 41 i o HOG-LDL S 20/ A w1k
YUMIBET  RAE SN LA B I 48 8 A 4 3 JLAR ) —
SO 5 38 O R M B SR LR N RZ 4 D ( retinal
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endothelial cells, RECs) 2 8 37 4 bR 9 F0 R9) B4 1 45
B I AR ML R 33— 5 S DR Y N FE AL
#il, Mao %5 BF 5% $ R 25 £ WAL B 3 ( Sirtuin 3,
Sir3) A LL# il HRECs ™ if #% 4 ¢ [+ MMP-2,
MMP-9 il &84 A7 VEGF (HIF-1a Fl IGF-1 i3
ik, AR & Bl 2R3k Sird W] UM LC3I LA
S LC3IL [ 3R3K DA i 40 B [ s, JF HL 40 il A Wi /s
WITT LA VEGF  HIF-1o f9 3235, ik Sir3 7] fig i
i AR HRECs #9454 . Mao %5 i —
ST BETE AR P SE 56 o R SM 2 56 vp & B miR-
204-5p 7T IR S PR s T B DO R 1 1 45 0 A=,
H LC3IT A% LC3L/LC3IT il 23k MR AR, 158 Il 3
i miR-204-5p 23k 1T LU #F LC3IT /) 22 35 M
WA VEGF B3

L5 BT 1 W ALE R PR L I R A P A 2
YR ESER, BRTIGR MR EE T A
WEZE DR H A AR VE T (ER e SRS I, 3 5 )
K2 5 DR i — A5 %Ak 3 B AR FH 0 AR
R 2R s E— 2L A5 BB
2.1.2 [ METEAE PR B v AR

BRI B 9% ( diabetic nephropathy, DN) {F A
PRIG B M B I & E 22—, HATE S 4k B /N ek 1B
RIGAKRIE IS 2 AR, DN 1 —A> 5 2
PREFIES IR A 1, 76 8 H R B8 PR s s 3 v R R
B /INER U I B B A 285 4 e AR B /INER P R 4t g
BT R A MR L A IE i 2 I B /N ER Il
A5 TR LI A2 A0 1 I K ST X AR DR 9 ' e R S A
BMEH . FEANFIZER A An e rh, A e & 35 A1
WA Fr A .

(1) 2400 R A0 DN hOCHR 1]
PIFER DN AR (Il RIS b5, 7 b 0 s &2 )
T, 4R 40 9 A2 28 2 40 B A9 i A A Ry
O T JLAR BRI T BRI AT L4 A0
RS, DT B 8 4 DR B e . IS B, A > —
A BRI 24 4 2 38 i mTOR/AMPK & 72472 i H
WEARSGCHE (10 LC3IT, Beclin-1 25 (1) 6 1k | 3635 1 M
I, T AT P A R VR R Lia 250
WhoT & B, 7 s B T, 2 40 i P B-arrestin-1 F
B-arrestin-2 ] & ik 7K ~F- 3 57, 1 H B-arrestin-1 Fll
B-arrestin-2 7] LLiE i 1] ATG12-ATGS W45 -G
il S A W, SO R, X R RE ARk R T R
PR B o T A A A5

REAE BT s | 7E 05 B0 B s 1) sl o A 8 o

KB T L Be-a) 58 5T §% 4 ( epithelial-mesenchymal
transition, EMT) BJREEFL S . EMT 22— s &0 Ak
J it AR AR AR AR T b B 40 M AR A5 ) e J5T 240 i (
BLEFAE4A0 ) B HRAE , 33X & T30 2 4 AR ic )
(N E-E5 %546 8 1) RIKFEAR, [ 58 B AR iC ¥ (n
o-SMAFNEF ) IR , WTTREIR B /N 5L
JEG HE LA B 1458 JE A B A SR RS Jin 25D R
WERE IR, 40 STIMI #43% TRPC6 1 Orail i
B A5 B FEIE T IT, 2 p62 Fk i E A LC3I1/
LC31 FEAR M il [ m, e Zmis 7 EMT 1 &4,
Jin 2557 A it — B W55 05 & B, HMGBI 3 iof 8 7%
AKT/mTOR 3 B4 LC3T1 [ 335 A2 p62 1T+
AT S BUL AN EMT B34 38 X SEfF 58 35
B, [ el 2 4 B Y EMT, DA T 400 S 4 PR 0 5 o
R

(2)B/NERN A Lenoir 2508 & 31PN iz
20 B 1 5 0 PR O e 2 T A G 1Y) B AR, A
MIAFFE S, PN B A0 AR 5 1 1 g B o /) B2 R
JEE ) B /NERAG 3, 2 B R A M 1 X R T
SRR RHGR E B Z R IR VE T JF LN R 40 i s
S 1 Bl o /0BRSS A T A A 40 A R S D
AL LA A 1 JHC At ' 40 B o8 PR R 1 W 1 R
BUEE . MRS LR ) (AGEs) Fl AGEs 32
TR (RAGE ) 8 1iF W 75 M R 5 1 VB s v ke 5 B4
Hou %5 B 5% & WA P} W3 AR A (salvianolic acid A,
SalA) i@+ AGE-RAGE-Nox4 #1855 T AGEs i/ 5
ROS, T2 #F AtgS | Atg7 . Atgl2  LC3IL/LC3I f) %
KU BAMTE p62 M FRIR , IR & = 5 B0 P9 2
A0 WEZEEL, M DN A HERE . Lim %0 OB 5T
F0, P4 AR K %€ ( Cinacalcet ) 18 3 CaMKKB-LKBI1-
AMPK Al {2 i B /N BK N B2 48 L v LC3IL/LC3I
Beclin-1 A2 35, DT U8 48 o A 6T 5 /N 3K 18 463 473
XCEEHF SRR B /INBR A Bz 40 A v 0 T X
NEDIRE R A R EH
2.2 SEAMERE
2,201 F WEAEWE PRI 3h Tk ok A B Ak 1 s A2 i
YEH

S kK A A 2 S 00 M I A 0 DA BT R
SR Ab Y B ] B 2 DANR G BRI A E 41 e
B RAAE 18 1 R M A A . WS IR 3 30
SFKEEfLBRE H , AN E R ER . Tian 21
WF5T & BL, S S mTOR {5 5 38 % 4 1 LC31L/
LC31 LU Beclin-1 [ 323K LA K38 /i SQSTM1/p62 HE
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FRA F kS 350 Joe o 7 JBORH O I p-INKC
CHOP F Caspase-12 Fik Tt 1B S T, N mE i2F
FENR T 215 BRI ApoE ™ /INR Bk ok FE R AL,
Tian %5 (W50 KB, BEPRIGARZS T, W 1k o 2%
JIREE 5 1S L Wk 4 i 104 08 T 14 Bl N 5 I B
Me—FL R L IR e S IR 1 6 VB FLMUBRAE ER 3
fitf (PERK ) B AL AN A% A= W) B IR I - 2 L
J C/EPB [AIUREE F B9 118 3l A A Wi 5 7
8 % ( Rapamycin, RAPA ) A] LUl 1 3 53 F, M
T 1) FEC 4 L P 0 1 T 18 Wk P 1 55 3-MA
B Beclin-1 ik A] AR #F X — i #2300
AR AP T, AT O AR DR s 2l ok ok A B Ak 1
[ 3k &, Lazaro 55" (¥ 52 46 b iF B #% FE H - 2
(nuclear factor ( erythroid-derived 2)-like 2) AJ L) 8
IR F WA DG 2K 1 Beclin-1, LC3II/LC3I 1 3k
THET, SQSTMI 34 1 e AR A 41 1 i A8 B¥ 1Y 2 A AH
KK (A BRI 5 B Bl DK o83 R Ak 1) 4149 7 1]
K,

B KA A Ak 1 B 2 S A 2 LA PN S 00 L Y
v AT 0N B 40 P 1 3 SO
T, DN BORAE , N B 4t A ) 4 1 B 2 S B A
M T, Xie S5 AR 5E 0 & B, AGEs A LA ifi
PN B AR T 8 T A SRR T e AR S — B A AL
il LA P B K P A 3G 0 T HL [ AR 5
(A 55 3-MA Jin e T AGEs T 4 2 4 ia ity 451435
Fetterman 5V BF 53 % BUAE N B2 40 M wb, A W aT LA
WoE— A AL A T (eNOS) 538 i MR PRI A LA K
TEH ISR Y B A A3 BT A B, AR LG T IE R
YF IR N B2 ALY p62 KW 5 T s
A VEE R, AN S E R AR LC3
LA K Beclin-1 7K VAR, {H 2 705 FR s 20 v Y B
LRI MIFR SR BHAE 1 Lamp2a 197KF- B 2 7
e, R 2R B R A W 1 A W B4 TS ER
I B eNOS FIT , DT 8052 A B2 240 J 1 468 5
Bai %1 BT A H v I S50t K A ) B L
i, A AT B B ST AR N B Al i P Ry NS L
(caveolin-1, CAV1) BA I Fh5 o K7+ B4
MV, B A P RP 28 B LC3 AH ELAE T IX (LC3-
interacting region, LIR) . CAV1 . SRy AR ( the
CAV1 scaffolding domain, CSD ) F1 & [N 45 14 1§
( intramembrane domain, IMD ), CAV1 H DI 5
CAVINI-LC3B Z5& IF B E &9, W T /s AE
#H 1( caveolae associated protein 1, CAVIN1) %A

LC3 454 R B, 1 CAV1 B8t 2 4~ LIR, fFr A
CAV1 ¥E}y CAVINT 1 LC3B 22 [a] i F 1] 7 22 44 ]
IS AR, 24 CAVI VERE5HE AR T
/NEEER /NS TP LAY S LDL &% B /R FH B, IMD H
LIR g3, CAV {6l 8 CSD 114 H W & 35 30 i
EH. 4 CAVI fE7E T A B it CAV ik IMD
AIRefi Pl 5 LC3B 456 31 v 5 CAVL 19 [ MEFE
fif . TEIER BRI AR PR N, CAVI 76 40 g it 19
W R AR CAV L JE BB/ NERRE T — 2 i Fa
A, 1 HLAE N K 4 A RS b /N B B R D
WP A/ INES X LDL 4 B A AV FH 0 48 4 76 AR X A AR
(7K, 18 i 30 ) AMPK-mTOR-PIK3C3 4%,
i BEAN A T CAVI-CAVINI-LC3B 4 §: 1% CAV1
F R AR 255 B2 CAVI FLREQ b, 78
AR Y B 2 B /NFLIE AR #E LDL B85 P9 2 4 g
(AR, DT A2 22 2l Jik ks A R Ak g I 7 P9 2 T
(R B8 3BT B/ AT Sk W PR 5 080 ik ok A A
TEERHEHT IRIT TR

S [a] s, oAt i — SO A 53 A0 % B0 1 T P B
NEERP PR AFIER . Cai 2 BBFR AL, 5
IEH A ERAE, mHE AL F VAR S B Atg7 \LC3IL/LC3I
(7K B S Tt R, LA 2 B R R T A DG B
Bax \BCL-2 & 1 /K -t B 5. 7 =5 , 156 BH & 0 vl B
P9 B NG F PR BE TS I GLP-1 (= I 2 R k-
1 ( glucagon-like peptide-1, GLP-1) i# i¥ GLP-1R-
ERK1/2 #Hi M8 8% , YK 55 HDAC6 3% 14, 917 11 v A
SEN Bz AN T R RS A E WEESE T, R A
Wi e Y R A P AT ) — T, BRI Z AL, Qiu SEEY
IR, v W AT I A 7 o UL A P9 A KO,
G AMPK/mTOR 3 f# 5 8 LC3I1/LC3I, Beclin-1
7K T i LA B P62 [EAIG, T3 A 1 e 5 11 ) e
AT DA BOF- LA ) D RE 2 AL, /R T A WEAE
W DR 20 ko A s Ak it A P AR
2.2.2 FWETLEME PRI AR T 5 A SO AE D 5K S
HRE

KL 65% WM DRI HB A 58 F AR M, 46
MR & AR A R R o K2 40% ~ 60% 1)
PRI N M1 A4 25 9y Bl ] DT bR 52 700 itk — 25 )
T 5% 2 BB FR 98 N ALY HR ot /DBt 35 s 7
Lee %57 HF5T & PR, = B 0T LS 3500t /AR PN B9 ROS
KT, ppS3 TS 2Rk D BE 2L, S 2/
AR T DA IR 8 00 A4 5 117 33 T S b A 1 s P LA 4
FREORLART BRI, ] 1l /N 1 ) 58 2L, AT 40 4]
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IMAR TE I, Paul 457 38 3 YLK 14 7 2040 il i /)
MR ZRAE , F A C A R F Atg3 | AtgS | Atg7 , Atgl2
Atgl6 Beclin-1 LC3TL/T B BT, IinA E W4 i 571
3-MA AT LIRS il /N B SR AR iF — 2RSS T F
TE I/ SR AR T A R

T2 2 ko RS ST T AL 40 1% sk 2 5 S R 5
AT LLS S8 Wk 18 1, B RS AR S TR, IE S Bl ik
958 55 W 3= 3h kR 0 & e % B R AR S Zheng
S IR HE T B kR R LS R R DG 3 R
SEIRF TG4b | Atg6/Beclin-1, Bnip3 1 Vps34 2531k
Fhi, PERERE A 2/ CD44 (315 A p38/MAPK {55
PGS R, LC3 2 3R A7KF H LC3IV/ T E
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