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Abstract

Since the aging society in our country, the nervous system, cardiovascular system and immune
system of human will appear a series of problems, which have serious impact on the health and
life quality of old people. The body takes advantage of autophagy to clear misfolding and degener-
ative protein in order to realize the self-renewal of the cell and the metabolism of the body. Auto-
phagy plays an important role in a variety of age-related diseases. This paper will discuss the
types of autophagy and regulatory mechanisms of autophagy and the research progress of several
kinds of age-related diseases, and provide the direction for the clinical treatment of age-related
diseases.
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1. 5|15

TR EZ IS H 288, 2R B AT YRR . KPR 4 . SRR % K%
SERO, AL, REEHER T EOCHIGUIE, TR R RO IR S I AT 4. KRR AR
) [ W SE 2R3 % RIDT Y 2 E e h o B AR P, A SOk W7 2 4 (0 1 PR — 2

2. BIME

W SRR T ARSI RAE T, Wt A B S i 0 2 B 2 I, S PR P 4 o0 T e WA, 9 5 ¥ T A
B E VR, BRI YD, SEELNR) A A T R R[], EMER E IR R : 1) iR
795 2) dEFrAIiRNFRss 3) BRI ER 4) 7 S4Upust:.

2.1. BERRKR

HAZ AR b B AR Ry B AR A R s RIS B AR N R AR AN R, AT K gE L B R A2 O oK IR
(macroautophagy). /> F W (microautophag) PA & 73 18 /- 5 1] F I (chaperone-mediated autophagy, CMA).
K WA i 0 2 B 23 ) L o F 1 T 4 oL 8 0, 8 AT T s L WV, 5 s i A ik 5 Y A o Ao
P RE . /I VG2 4R 0 V5 B M sl o BRI R TR I 2 H L PN 6 B 40 e 5 25 200 e 2 1) R B e P i
PN (Rt ) FH 200 i 25 (lnAz pi A . o e g ) i B e N AR NS R BEAN ], BNV B
I BT, AL AR A0 R0 R . CMA F5 JRK ) — S8 e 1 2 e 3 PR 45 & 31 7 AR Bk
A 70 FREEAY), HIRBISE AR L 2 BAZk, RIS BVABHA P BT R AR IS AR . HAR R
HRKABWAH BRI, KHEW XA L ik £ M 3 W (selective autophagy) A1 JE 4 8 14 B 1
(nonselective autophagy), fEZRKifA. VERGIASEA MRS h8 ] kA dREFEME A, —F BRI 2N
FEAE, EATHIBOE SAH K T REAE 4 P 28 1 g SO AN (R PR 5 S A BB Y, 44 =42 BRI K H
WEAT CMA G R R AR AT — N AT DA 3 53 20— B W o PR35 PR ik, DRTEL A R PR e S LA ™
HIERI[2].

2.2. BRERITEFEHLEY

2.2.1. mTOR B
H 1T 2 &3 30 43 Fh [ WA 5< 3L Xl (Autophagy related genes, Atg), X S84 (5 1% 7 40 A [ W O 44 |
R B S VA B RLA [3]. BH Atg Jfilh (1) W AH O 8 R A4 R W 1) 3 24T AL - 72 2 B0 (Ubiquitin

)



http://creativecommons.org/licenses/by/4.0/

BT 4

like Kinase, ULK) & &2 H WAL 55 S B A% 070 1, AtgLULKI 52 F R > TR I s R i E A
(mammalian target of rapamycin, mTOR) 4%, X H WA T A H[4]. mTOR J& —Fh R 46 i)
55, £ ATG & L#iF2 55 5% S . mTORCL fil mTORC2 s& mTOR F [ RIL5 ), W (LR L
AW EZES, HE AN ENEREURN mTORCL Aeis @ iMmINLA A W44l ifass. S
mMTOR H Wid i EIFE S 8M0E /5, mTOR W2 3], ULKI EBERRM, IFEUE Atgld 55, It
Ja 1) ULKI EE0 R 2 N, BRI TE s U6 [5]

2.2.2. beclin E&4)

Beclin-1 M FR1E Vps30, JEl%RF Atg6 HIlH R4, A Bel-2 Bif. mVps34 & 41 i H I
(ISR, g5 Beclinl [#) CCD Al BCD 45#493845 & % mVps34-Beclinl 244, Vps34/P13K-Beclin-1
HEVE BRI BEAZ O 5y, nT DL 40 H WE[6]. Vps34-Vpsl5-Beclin-1 & &4m) 53
A DG HE 45 A SR BOE S BRI R R AR, BEARIEALEE-3-T4G v] 5% 5 A W4 G (2l 7= A R T UL
liz-3- % R (phosphatidylinositol 3-phosphate, PIP3), P1P3 7f H W[k an i Bl EEAEH[7], FFEZE S
WIAE 19 W 1) R AT B otk 15 B AR T [8] . Bif-1 il LMEHE UVRAG 5 Beclind #H H.{F FH >kKi% 544
Ja 3 W [9].

2.2.3. BRI EUERHES AMPK

AMPK 20PN = AR T I — AN A2 2%, AE41 AMPIATP & EL 46 1F N R0, 22 5466
RE ARSI EZAR[10]. AMPK 7T H BRI/ 32 BT o6 mTOR MI#IHIEH . 7R85 =7 2 M
ST, AKUmTOR B /G (e g A M =R FH A B A R IA B, M AW R N . TE R Hk = BN
B, 0% AMPK 3] mTOR &1,  MEEE E KE[11].

2.2.4. P53

P53 & —Ff E E M L (K], P53 AT LU 5% DRAM. DAPK-1 %5 [ [ M AH <3k R R0k, 1
AT LAk mTOR 0t AW 3l EH, IG5 Ak A [12]. 1278 76k = s E )55 0T, P53
e, AMPK #8054 mTOR, MY HIE[13].

3. BEES5EFER
3.1. BESHEZRITYHER

PR IRAT VR 5 DL 14095 DR] 2 14 22 TG 4 B R0 JFC At 1S 8 o 22 200 i A A SRR B S 5 1) 2 1 o SRR A
YIIRA] R HAFERAE T 1 Tau 25 3 WA 4 2% FUE TR I a-Synuclein 25 [ = WS E 1) Huntingtin 25 (125 [14] .
XA TR () R AR R U@ X A AR, IR A, B WRTEE FRX L R AR B
RAEHEBAEH .

3.11. BESFRKERKEAD)

B[ IR IR U BRI SRR E I ARE , A — P B R AR, DOdiZ 710808 . INARITHREREAS . AL
ARFIE 5 B AG S5 A 2R PO RO REAE , 93 B SR HEAT VRS R AN R A8 22 A0 A, i 2246 . p-ie B FE 2R
HYRRECEFEBE . I LRI 1) tau 25 VA I &8 SR £F 4 945 [15] . 7ERT /R IR BRRE BB 1w R, K
T A-IER R A AR AV HERR, X SR AN 2 5 R R 25 BRORE I R R I FE[16] . R A R AN e
H Beclinl FRIAZKFk/b v Be 2 S 3 A MEBR I, 7R R /R K BROEAR Y 1) % FE DR /N BR A 4 7 Beclind ()3RIA
Soih> B RE BB R A [17]. KBRS ESS, 76 AD 82 AD KU BRI ol o 457 26 45 1k
#i mTOR (75135 25 ¥ AR I ) E Wl 1 i 12 . BB R B N BWEIE 30,  o] DURIH B WRis Bk s 2ok

O,
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Bt fe e FE IR ALY Tau R, AATTIRREE AD RUFRZIRATVEAEAR, Xt — B ud W] B W w] LA 5 I 40 i Tau
HARIK[18]. B, B BTRZZHEBLE 1R R R DI 2%

3.1.2. BEESMHERRE

M4 R0 SRR REBIURR S, TR — R A IR AT PR, DR L VERR B, 3 I kD B i Bl R X
NRFAE, L A2 i 2R B 2 L RE AN A T AR AR TR LA a-synuclein A = 43 (1 4% &) /M
(R R [19] . 4 05 M < ARRE R A2 TRT R IBE RARIIAE PINKL 2, IEW 1) PINKL & H 5 Beclinl #H
HAER, IEREAMEEANE, SRR PINKL HEE ] DAHI4ip 5 K [20]. B— A SmefEa crEn
J& Parkin 251, & SFEER KR ThRE R A BV AR —Fi{E 5. Meka DP S5 @t i 50 K I, &2k
AR FIAL R, Parkin B LS A EWR, TERRZAZAAA, AN AT LUIRTT IS A0 [21] .

3.1.3. BEESFENEFER

R SR EERE A — P SO L IR AE P . ASRREREAS B R SNE . R hs A AT M R AR AE
73 Bt 2 A SR A 1 )R e AR DR AR . S A R B AR R T, S EM A
JCER, SIRMEDEERIFFR[22]. WA RIS mTOR J575S H W] FEfF AR 1) F &t H,
b S S IR AR A AR, DR AR IR[23]. B AW AT IR Hit R b, BRIRERBK
PRI T IR SR RRERE AR [24] o
3.14. BESNERENEREL

IV AR R SFREHR NAE, & B R FisshE oo, e B R iz s h 2 70 K SCRE KT
VG fisg RSk TR LR P — Pt M AT M AR M o IR KRR I U e LA T 77, S gt Jee h JUL 28 4 B WA
SIGWAME, BRI I R, TRESEOET. A ARHARRE RS S T IES N
RHEARI AL JERAE[25]5 N5 3 T LB a v = A8 A B by e RT-PCR. S uidot
R/ BRI S ZH 21 b AtgdB. LC3-11 7 mRNA. & /K IIRIE LA, RIVNRIES I AtgdB KiE T
LA K LC3-11 ik FiR, B [ WAE S5 5] AtgdB K LC3-11 25 7 L ZE 45 M0 & A8 AL 1) K9 » X1 7K BT [26]
S N A I8 I A 7E U0 BH WA DG KRR ATGS ik = 5 WL 4 VRO 2 8 4k 2R 2 DI AH %

3.2. BESERBEMXTIR

FRIBNE ST 28— P L B I BN AT A E 2 RGRIENEN B B e MEhT, FBRHER T
TS 2ORE . IR BER F TNF-a B FIER T A R FE FBAE I [27], TNF-o 7 AT L@ 38 0
beclin-1 FRikRALIE F M, M LEK ST B R 4T 4 40 B 11 AR A7 I [R][28], X R B B AE TNF-o [R5 /i
(2R 90 A EAE R . Zhu L 28 GBI R 70 38 W B WK T8 RS A PT RE 2 12 T RA IR 0775, I
/b WA S35 TR () 3R 3 7K P R B BRONTR T 8RR G 45 4% AR L - B [29]

3.3. BESME

WA PR 1 A A R e Al B T i st 5 ] R XA (301 AT LA I 2 A T3 T e 2 P 8 A e
[31]:1) HWELERF IR AN MG K E TR TR 2) AWRBIE (L BE R 4% 3)  F WO (22 fh g 40 s A6 T
BT AARPT. Mani [32]55 R FIRFF B E DS DU A0 2 b i T B KPR &, S BUMR AL TR 25 (1072
Ji, T fE A B AR 3-MAL ISR AL K RNAT BURFEIC Atgh BRIk i #i) B s, 4i
JEEE A AR SE T AR A BT N, DI B AT DR BE R A A R e . B AR R A, FTRE T
PR IRIA[33]: 1) HMEFEAE. SRR s, FRE 2R 2) B Wi 0 IR I LA e R S A 4 R
TEAN R e 72 3) 20t B WA N s A A 06 s A BV A, TR T AR S . WU MY [34]5%
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W TERBUAE MCF-7 FLIRRE A, S RO RS 4 ) 7 RAAJE ], 5 A0 B WA I, DU e B2 e ol
FARAMKICAT AR, R W] B WA DU IR T . B AR AT 5T B R 19 R (b, 45 8
Wi IR AR RN PUME 25 I TR R, PRI IR BLER S, KA R (KA 5

4. BESRE

W Bl A AE - EZ A, AR T IR SR B AR TP AR . I PR SR B W R T MR iRAT

PR RNIRIESCHT 2. MR IO ATAT FB HEAEREIRATIEIOR « SRR IS R SR P i 45
AN SOEBUA e W . JEIL I B WS VER RN R IE F i — DA TT, B R AP S A O
B IR AT AR S NI R G I6TT AR R -
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