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Abstract

Recent studies have shown that autophagy plays an important role in the occurrence and develop-
ment of hematological malignancies. With the in-depth study of autophagy in blood system diseases,
autophagy is expected to have important breakthroughs in improving therapeutic efficacy and re-
gulating drug resistance. This article reviews the mechanism of autophagy, its role in multiple mye-
loma, myelodysplastic syndrome and chronic myeloid leukemia, and its effect on chemotherapy.
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1. 518

S R 2 N E B SRR TR SR AR . B WO R WG E R R
e MAER TR RS, B, EEFRZIET, BWSPEGE, DU ORE /APy ik HE
B Ry BIUERE , BT BRARU A AR A SR LR A A . B W m] DA 25 B SZ 400 RT V8 26 A 55 (R 4 i 25
M SCREAAT IS « 3 —J7 ], WA BRI AR MK I e T S B A W g AE T[] AW — AN
FIUAN KA ATG EAME S EARNZ S B, ULKL 2 —FhE A, /ENamnr b0 shE,
B EH mTOR 1) mTORCL E-&40HI[2]. Bz AWK — A EEZPIREEEE ULKL, 5 EBAHECHE T
13 (ATG13)HI FIP200 JE RS &4, F+9R 3 B WML B 1275 77 78 2 26 1F T, mTORCL #fR {1 ULK1
A ATG13, | HWEfE Bh[3]. PR, ULKL #2281k, Bifs ATGL #1 FIP200 ¥ H S b, ik
7T EWE[4].

H A S 5 MR a7 RN, T BAERSIE R R e B G . RS 5 R 1R R AR R R e
HIRMZ T A MEK5], EME R AR IR B, BWRE S T 0 I, AT A R 4 A
o 5T, A ASEH[6], M n] e (e 2 e 4 B LE 2 R (R AT AT I R 5 SR 1k
J& o B WA IR BRI A AT 200 TR T IR R GG M MR . AR SO A A B R AE 2 R T e R
(multiple myeloma, MM). B i3 4= 53 ¥ 254 1iE (myelodysplastic syndrome, MDS), 1&E & & [ 1f.5% (chronic
myeloid leukemia, CML) 7 {4

2. BES MM

MM 2 5 A i = A B o B 2 ) RS A s, oA s R R . e I R R EE 2 38
KBNS RIS IRIT2E N, X&KL EERE7]. KARCEFHEZM ST
HUBISRALTE X L v] - R VR TS i M B 0, R ARA . Aoe B A BR8], Ak -
VAT AT R 5

JOEMB K RRITHE S T MM B3 SRR g 2, (HREAE I B 4R, 15%~2000 /= G 5 2 0 il
BRI A RN BHRTT P AT J . BRI, 38 Y] % B AR VR TT SRS [9]. IR AR, AR R AR
A, A SR AR G, 5 ST, FELE AR P I8 I B B 4 6 R [ PR AR i A s e
B BB IR 2 5 B O BE AR ELAE I [10] [11]. Hamouda %5 A [12] &k LA 70 2K 11 B8 (R EEE R T S &
(0 Wk 2B, A BT v R 2 M e AR IR 24 . 0 p2ML R S R LA E i A 1 R T iR MM
HH B 5 KT 2454 Jaganathan 25 A FE HH[13], EWEAH IR 5 (ATGE) M7 i S 4u i v, i 4L
i R T B T A KA S WA T B A T R B A K BB . AR Vogl S AT [14], A
FE I 1) 3750 0 S R 5, 1 A A 0 o R0 25 e K B ¥R 97 B R M s A M R o KA T AR R A [15],
Marcks £ FATEMN 25 MM i hid ik, 78 Marcks #1558 MM ZH IR, &8s T REF A
W& 1%, 78 Marcks i 2 J& 4E#: T4 . 5 Marcks #1757, Bortezomib AT [ B 7 & B & 697 )5
iy 25 MM 48 i 5 A0 A4S MM 48 6 0 g 20 K 2 2 ol o IX I FE 427 Marcks #4117, Bortezomib #1H
WA 77 S IR B VR 9T T RE N XTHUR 28 1 MM SR8 103812
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3. BES MDS

MDS & —Fft o F 14 3¢ 1 20 Bt g, HARRIE R MRS, BT E B e A A, IRt it
JE N SMERE R 1 LR (AML) I3 MBET % . RS E 8 1EH sy 2, K5 MDS &8l RIUASME
A E> . MDS S IAZ0 A 5 0 T RN A0 M o A B AT, 508 1 i B S 1 32 1f - /AH 40 B SR B HE R 3K
Hi[16].

MDS E#H KZHH I M, FTEMEIM, FHAEGPEE . FAPORERL) A 76 M7 L8
W CABTEAAN LB A R AN EIE, S ekt 8. 1B AERE S T NF-«B HIB0E, (eabfe 441
MUPR 772, SCREMRIZE K . BRESCA B F TR T gad 2. P2 W AR IA[L7] [18], BREEEH
Deferasirox R —&B4r MDS &35 (M LL R A K T o A0 AR 22 1, S BRI\ B oS 1
A= BRSSO AR, ATIERR 2 R A AR 20 HAE
DAGERFAH AR o BEAE, EREAR ChR EA) LC3B MRA 5 M4 & /K R IEM S, RIAWETRESE MDS
AT IML[19]. FEAR IR, AW SRR A FERR E IR . SR, HWEERRRZ AT e
KRR RLA T A E AR . ZRRARER S R4 R A IR fE B8R B A R W E ZEE. MDS
CLA AT LT R A ) AR B R T LR b A 1 MR BB R IE . R PR3 52 — PR B R4 L, T AR
BRAT SR R & S BRI 2R R AR, (AR T BT 20 R AL PR AR R A, — 2 R DG R 5 MDS [193R97 %
MG A 2[20]. 1 MDS WM &L B 7E BT B2 AT U2AF35 #ALIgmit, BWHRE T 7 (ATGT)MIAT
MRNA #5403, S ATGT /KFRK, JEREAMRERSE, MARAE S K AE ZIRFTAE[21].

5~ 4 L R M 76 At vt 2 R SRR YR YT 25, TR G 5 350 DNA H A0/ b RS R 3R IA B0, et sk T
REE B TR IR s ThAe, HATCNIGIT MDS HIEIE[22]. #FREIR[23], 5-F AT S5RAEN)T
FURIT T LA S A AR TR, v 5-ER M VAT S R MDS BB MR TR A TR I
fifto X1 5 MU 25 ML AR T R O B[ 24], IR AR 1 LAMP2 7£ MDS 48 i Hh B3 5 1 %t
5-Z R MU T 250, TP LAMP2 SFE Y MDS 20 b (1) B8 A K T 5 2 i ki . 1B LR
BH[25], e = 2 A2 TR A+ e i -+ 4 240 ok 4 3R] 65 b 176 et T e e o 9 4% A O ik TR ik ol
MDS i fssE, ST AN, LIRS T PIBKIAKT/mMTOR & 1A K.

4, BlEES CML

CML 2 — i M40 i 52 B ki BB AE MR, 1(95 22) (q34; qLL)FE YLtk (a4l B 5400, TRk
BCR-ABL :[Afl#[26]. BCR-ABL &2 A A SRR R IR & MBS, WSR2 4 s SES
WWEg, BHF STATS [27]. PISBK/AKT/MTOR [28]41 RAS/IMAPK JH#§[29], I L3l % 75 57 5 1 JE AN = 77
TG

JUE R E R AN R (TKIS) I = 7 CML VBRI TR, 1B K TR FH AT, (B TKI i 25 A7 e
CML Fya @A a1 IhG . TKIs fi 254 ] Dodk i T BCR-ABL IR T BCR-ABL HIALHITE K,
KELHL I FEIE PR 2B . MR ROR SR IE ) DNA BB . BWEHA S SRR T
BCR-ABL WM £ 2%, {HHLE]H AT A 8 . E a5 &K BL30], HIWEEER Beclinl 5 CML X 15 &
JEIIT 2544 5%, Beclinl #EUTER G AR 2268 T8 55, XAMIMBURMESRTE, R AmSE THEE R
1BIT CML (i 255 FE o RIS g ml s Sh AR e gt T, SR R A . R . Ao, BEWEnT LB
R PR B R A AR SR S 256 T IR (R KR 9 T R AR A FH[31] . HSPAS £ IR-CML 4l 5 i 3
IS, IFH HSPA8 ik iS5 CML kA oc. it HSPAS J: [ mifRi%5 5 1 B W E IR-CML 4
Jf A R H B R A R [32] . HSPAS #1il 5fIK & BCR-ABL #llfil AR T TKI HMEiE B0
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HWELEAN R T 5 T 2 ML S At TR AR AR, B WER AR T O I A B T
TR o ST, V2 SRR TR I PRUIESE 2 B B WO 7 750 ) AR S e S OB VR I 7 2 IR BRI IR T
IR 251 . 2E— 20 1 Al B WG] 2R E 1 00 T OB BT, WEACRE A1 250301 E R SN, 38 /A Y
I PRAEVG ST TT 28, SEGR 2GR 25 PRI R A A AR R T EL 5
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