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Abstract

As a hematopoietic malignancy with high recurrence rate, acute myeloid leukemia’s molecular
mechanism, prognosis prediction and drug response have always been the key to the diagnosis
and treatment of this disease. The rapid development of proteomics technology in recent years

SERER

NEFIH: FREE, FRE. EA AR R I QR AR R D] ISR EE AR HERE, 2024, 14(3):
1255-1263. DOI: 10.12677/acm.2024.143836


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.143836
https://doi.org/10.12677/acm.2024.143836
https://www.hanspub.org/

TR, FRE

has gradually entered the applied research field of acute myeloid leukemia. This paper reviews
the techniques involved in the acute myeloid leukemia proteome and summarizes the progress of
the acute myeloid leukemia proteome study and application.
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1. 5|8

AVESE R H I (Acute myeloid leukemia, AML)Z—Fi#E £ T2 B B4R ) 25 B R 3R IR R 45 3% A4 i
o, HRHMEE TE M R s . 70 b e R i B oA A RE . B ET AML
() BT 1) 40 SRR 7 J8 0 i BB AR A AR v TS 0Pl . g MR bR ic ) T R IR 73 B . e fauf
{10055 I LI A AR LA B o I AL 2200 A0k SE R 1] [2] [3]. BB BUAT X AML FIARHEIR ST /T R EE N
KB R A PR E( “3 + 77 D7 R)IAT AT AR HEE T R, DGR AR S AT )
R ST FI/sE 40 fE, (B2 AML IEKFENEESAT . RE R TRRAZN 720 E
SNHTIEREIT, R T —S2yPE R, B AE — Lo 3 3 1) S b AR A7 45 R 5 HLast AL XU A
FFEMIEO, FANKZE AML 8748 BT 7~ 16 25 P 58 k3 () dn s U BR B 4 ) 7)) B T AN e T IR IR 259
TBIT[4] (5] (6], Rl B 5 2 o DR ZH SRR 1) T/ A i SR 8 v TR0 ) A A, ST ORISR,
EABHFAONEER H 2 A 2R T B R, 48R T, A5Ess AML Filjs T
DFLHE T8 B n] Redh .

2. AML ZERREFMR P EEFEREQRARR

HEBENED D RER BRAATE, 5 L B mT DU M S 4y AT IR KR, S m3kdi]
X L DR 0 B 3R ¢ R LR 7] 1995 4F, Marc Wilkin 1 K$ H & A UAFXMER[8], BB EAMA
SR 5SS, HIET O E A BRSNS RS, & BN AH AR AR BL AR H
B EAEAREIRAAR R R . BATE A RAE A LA = E 0 E e T E AR RE, HT K
FURL 5 8 B o S LR B LR ZE R E A RA Y, AT HBE A K PFEA R 1 Rk 2
A SWENH; &5 P EE SRR A E A S & AU A AR 9], ARG A B
Tt 9% 2H 234k 2 4 5 (Immunohistochemistry, IHC). &t [ %1% F1ZE(Western blot, WB) LA K FEK G 28 W B S
5% (Enzyme linked immunosorbent assay, ELISA)X & iUk AT & P DL D ()58 SAa i, FET K, A RE
WA R EE R R A LA A, TREE TR KRR, s oy 22U 413X 2 SR I [H]
R, IR BE = BRI el 362 7 AN RRAUSE R I IR R 7oK . DT B0 45 H A SO EBE I 11 I
HHE AT EEM AR

2.1. BTERRFVEEHFHERAR

JRVE BARAE 9 A B TR O TR, SR IERDR B FR T RN T, AR B R A L
EEEAT 70 A7 R4 5E 0 5¢ SR 3 R R 20 AT A3 € o F R A3 1 0 PEBORIE W 2 RAT IR 8] 5 3% (Time of
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flight mass spectrometer, TOF MS), & F 7% 8 A AT & /e o thr, HIBEEE L, HE8EEm 7%
SEARTFFE HAREE A I nT ATV . BE AR B IO IR/ H 25 (Matrix-assisted laser desorption/Ionization, MALDI)
T LI5S 55 B 55 (Electrospray ionization, EST)H AR /& B 1 B 4 e i FH AN F2 R, MALDI 2 i B i 5
AHEERILES &, IR 0GR BTN, T B 7 PRod e # 2 . EST il i 7 KU
R FLAE R B A S N B AR T [10] [11] [12]

TS Y 2 1 T 4 ) AR R S R o A R T A O A 51 (Liquid chromatograph,
LC) 4> B M T B LB 1% (Mass spectrometer, MS) IR, A5 2838 EH R . [FA R A FhrEhrid
(S 7 V24 T T VAR S AR PR AR O R ) B B, R e I g M R T I R R AT
€ [ AL Z Fric(Stable isotope labeling with amino acids in cell culture, SILAC). FH T #HX R4 X e & (1 [F]
2570 Z 4525 (Isobaric tags for relative and absolute quantitation, iTRAQ)F1 £ B i & #5725 (Tandem mass tag,
TMT) [13]. FSAEHTHEARBIBRE], AR T 0 A Y7 S A RIA WG 7L, BlnEeRkE e, B R
Hy NERARTREE14] [15] [16]. B BUSH AR B HER: B A8 g Il E A Wi &, B 8 i RIS TS B0 FE0 R A
BT NRALGRE[17], THAERS SRR DR I 8 1 i RIA 22 R AT IR [18] [19] [20] [21]. MTELALE,
JOR V5 A P 3 o A AT B el T R A A B B 1 T AL, R v R U SR RN A R B R oy B R 4 A A
Ao DU B 4 i v 2 RN R RE[22]

2.2. EBREHHR

T A BUE MR B E ARG B BB, R HH 3 5 121 (Post-translational modification,
PTM), ‘& A LARGE B A IRIRES . B AL Fria DLACS Al SR s AR AR, Refg 5l B o o 1t s AN Ty
RefAzA, e M b E HEAER . BT A B AT PLE AN [F] )77 AT B Bl . St A
ERRAG: ANIKBUE AR FSEM R 2 =S, B E A RAAEA FUE RS N DI se 2 AN [F 1231,

2.2.1. BERHLEREYF

B 1157 % B b 12 1 (Phosphorylation) & AE WML IR N BN B2, & i & WF TR A B 5 30,
AAEREA . REMSE. (EEHES. AT AR &R . KRR S R R 5
HEATHEAR, T I AP B R AR B AT R ST 2 H AT RERR AL AR (R AL i . BRRRAG AR R
BRIEEAWT R E, HAE 705 o H 2 R off 70 b g S A 5 )32 o Liw 25 A8 28 (1 R 412 R R 1h 2
R, R T HAT KRAS F78 (¥ 8 (1 28 (1 S5 R B Ak 28 1 BR AR E, K B A R AR AIE 1
KRAS FRAFJERE 0 N = A TH(TL T2 Al T3). XL THEGARFEEB MBS T1 FESMAE . il
s R . FLARE RS S AR OC; T2 FRESBEMREAESS; T3 RES4 . B A E A,
GANFELG AR . X AR K TRAERIG RS R, IXERHE ] f 5 R 1 4 1 2 R
PERIG R TS A3 26[24]. A B 7@ 24 B TIOR8 R S N A 2 B G2 AR 4ok B 1110 4
F, BET 11 MEEREDE PTM FHE, RI 71X L iE ol 72 rh 0 K I 8 R £ AL A FR AL AR 4k 172
FER, IR R T ok BRI R R R T RE, SRR T PTM IS B, 38R T I E TG
T IBR[25].

222, ZRUEBEBRAF

2 FAAB(Ubiquitination) 272 40 15— RAVFFEREEZRTEF T, MGHA P9 i H 382 (14 T 0% 3
BT RE, R EATEM. B B RIEEREEER, 25 7 Qg0 E % K0
P IR SLAE P IR L — 1 A i i 3 o 12 3 A AR I e A A 368 s B8 L S R0 52 vk 5 K ALAR B AR [26] 271
KL BEE AR B AT Iz BRI BT, POlmE AL, e F R REEA R Rz R
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e, EZIHRAE R R AEYNZ WA FORIRA IR . B AT TR R A Bz R U BOR 3 2R
BOR, B anIN BE WG4 R A2 3R A0 1 [ 28 mi A N S IFF 4 e s A 14 2 12 AL K529

3. EARASE AML iSHH A

AML FIAISAL 2= 45 R o 7 J R AR EEMTE R R, Hl AML BUSHCHEERFEA ., R4
BRIBINAZAR, NN AML RS 70 2 R 3R[3], AR 9 16 8 I R 2% Kl 5 2 J2 1) S8 P TS R A AE
SEFREIT RO S B AR 2 EAFFREDL, X — B2 AML 297 AR i . & AR AE N4
INREM BB HAT#, & mRNA Ftfe (s B E AL, itk AML 18 (AR 4L 720 18 B AML HL B
S AML [zl %@ M A 9B EEMANE, A RO RN AR, EARABATE AML
LR AT AT AR BNESE[30], 5 AR B8 - AML BFAIEE &

3.1. AML &7R#HHIEIRE

R J AT A ()R 1 4 2 R AR T AE B B KT R A T M AR A P A B AR AR AL B O B
FLAE 2006 4F, 38 AR S5 NIk 0 e B F vk 25 6 BUOS BORBT T 1 WA BR AN 5 N Sk B4k 4 A 1 i
ZHMI(NB4 )R T 8 i R IA AR, 1288 =2 5z E TR e, IR T AR ER N
75 NB4 AUARVET-MINLEI31], FEEE— BT NB4 UMk R AR B RE[32]. T S 4ERER BRIk
FEARA 541 T PML-RARa (Promyelocytic leukemia-retinoic acid receptor a)fili &% (4 7E APL A fi4E H
DU AT E R 45 [33]. BOLA B FRH TMT BiAR, Xt A RARL I Mp 40 (HL-60 20 A7 4 S 24k R
(All-trans-retinoicacid, ATRA)E S -4kt #2 FR 1) 85 A SR 34T 48 8 FUE &= 0, IR0 1 e 2 i rA
FOH RPN 2 A, 3E— PR T 5 p53 (Tumor potein 53) 15 M IS & A RALEHE, B T IHK
s F1 5 ps3 THREHHRIIXVEE T RME B iR E, XEgE ROyt — B0 It p53 Rk 1) R P L S it
TER[34].

WA A B2 2 AE AML KWHLER R AT 28 . 2012 4, Matthias Trost %5 A\ FH & &
5 2H 2 RN 2 £ (5 4EL 24 1K) 2243 i 2234 Hoxa9 (Homeobox A9) + Meisl (Meis homeobox 1)) fhZ
RUFHALA) AML, #8757 A 7% T4 fi(leukemia stem cells, LSCs) ) H 5 #7656 /10 J5 H R R HLH1[35].
J Bertacchini 55 A\ J8 e 0 5 P U0l P TSR JUL I -3 i/ 22 2 IR 75 A IR B VR W FLAN ) d IR A R B R A
(Phosphoinositide 3-kinase/Protein kinase B/mammalian target of Rapamycin, PI3K/AKT/mTOR){5 5 il 4% ]
R FTR), B R 2 25 40 AT 80 /N AML 3 1) JE AR L Xof 36 S8 40 i 790 1) S L, 45 SR 3R B A1) Akt
8 mTOR FIEPESFaE Akt/mTOR (1) F 2N 4 FoxO (Forkhead box O)FIfik 5 & 324 JK4-1 (Insulin re-
ceptor substrate, IRSs), AT I b 26 £ AE K DR 7 52 R I S B2 BB (Receptor tyrosine kinase, RTKs)f5&
IS BB AL R 55 54 T, RTKs BIBUE KOSk B HEOE PIBK M RIFE 5% %, IWMHUE 1201k
H[36]. BEEEEHRLE DA ARMEE, ZHEAWYH LR AML AORILH PR E, @iz BoAR T
FNGIER T DNA KM 5 (%5 (DNA-dependent protein kinase, DNA-PK)MI Fms AH < Z ML A 3
(Fms related receptor tyrosine kinase 3, FLT3)#lI#57E 282/ FLT3 AML W FEER, RNi#E— DR H
TEF ML PR HEZR &R [37].

3.2. AML RRYE A OREDIZIERR

MI—HBO T @I T EERAYK AML 73287577, Syl ) 4k R kR A5 o4 B O s i/
L2 RAT I [A] 5T 1% (Matrix-assisted laser desorption/ionization time-of-flight mass spectrometry, MALDI-TOF-
MS)REAT AL [ 8 AT 7T, % i 72 R RIB A [38] [39], RAEMR THAR SREAHUSE & th i 72 7
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HEAMR, EWRIRR 7 HRAN R & A KRB K5 T A M. A 070 8 o 8 5 FE 51 (Revers
phase protein microarray, RPPA)/MT#I /K AML B3 A R4 E AR, KMEARKEZES FAB
(French-American-British) 084 2 [BJfF7E 22 5, #8717 — S0P A (R SRIBRHIE[40] 0 0T TEHE A 3128 7 e 24
SOEME ARG 2, IO [A] b A1 SRR R (B FU RO AT e, B TR AT 1T 48 AN 5] £ 52
IR AML (57 5P, #2488 F A AML 8 HRIATE . BT 708 R A 0L ) F kR o il AR 43
Hr AML WA M1 AT M2 (R AR, 78 1 5 A2 s I BUBIRER 1 0L L-2F 4R 8 (. o- T IR i 4l il
MR EECEA TAEEA y1, BONIX 5 ML, M2 B EAREYI41].

F1t3 5 K 9 B 1) 2 B2 2 5 1E 9 4 s 4 1) s e R W NG 32 1% , % 2 RIAE AMIL P I RAR F 11k 30%,
M A8 5 BC B & (Internal tandem duplication, ITD)5| ) Flt3 JA% & AML H U1 5 WK 70 i 2
—, Y24 F1t3 B AE A B Flt3 ITD B TS A B T-BiF 5075 18 23 H 40 M 2R G 58 b R 44 e /R F I 22 57 2R
H[42] [43]. WA W50 A0 F IR B2 27 ST M 2 I 48 73 41 FLT3-ITD 28487 AML T ({28 (R A TE 0, Ktk
HyHEARMARE S, FK5 FIB-ITD RAMKK KRy 7, mATRLH 20 FOCBE AT, X 20 A
KEEER AT S FIt3-1TD RAZ AR RUFRIAHSCE[44]. TP53 RASE AWM AML & KU fE 6 [A]
= (HRFE TP53 AR IR Y - R AR LR FUASE D . Tashakori % AXf 528 44 AML E#F AT T
BRI B E A R LR S i KB TPS3 & A 1) sik 55 TPS3 R RALA O¢, I H AT DAE A ill AML
S A M) TP53 SRAS PO M2 5 A B0 TR, ok 1 anfiifi € AML 825 (1 RADIRA 1 1] B [45] -

EARAGERA., HRAHIELES, W AML X2, BTt F =58 S %, fRil
() —TH 7, Ashok Kumar Jayavelu L% HIFA N TR 5T AML FINEAY 2 [A] ) 22 57, i H 2 H 2170 i
(Multi-omics factor analysis, MOFA), 8%, JERE2E . IR L2~ MR BHR AT S 7
WiE T A E AU Y AML AL, AR AY AR S 1R € AR V)RR E,  HOX S AR W) R AR T E AN R PR
TEEAJEM, A P 5% E 1 2R R 4 i A8 58 4 AH K46 . Hrh C-Mito (Mito cluster) VA4 5 &35 il
S BEAHOS, FE SRS AT VR TT IS B PG ) 22 Al SR AR S AR AR 8 B RR R B R A DR 1)
HEARRIEAFRZEGIN, SHATAAEE, ORI g & A fUERE K. BEARAERS
FERAEHANE B4 G, AT IRAT LB ZR T e ri i U5 P Ay, 2 m s Tl 5e

3.3. JATTHRIITE 5iaT R R &R iR

Fr T AML BJRA40, LSCs iB#A NS AML K& 8 R AT 254056, IR R LSCs % g %
AR BEREE, DIMEXT LSCs MW F 2 IR Tk, 2 A7 Q3 DRI S5 I R 715 RIAH 9% 9 2% (1)
ER, BEEEAHEARRK SR, BEAHSHERARES RIS . A REE KT LSCs EHAM
HAHR & 3 R 2 (g B 7 G % DU 74345 100400 it AN #H 400 At (Hematopoietic stem and progenitor cells, HSPCs),
K LSCs 5 F L JS 4G A0 i AN i B HSPCs BEAT LLEL,  BiE 1k LSCs Ar&#, JFRIL T HSPCs HAMF
TE B A 2 IE 13 R 75 $E 17 25 1 : MBOAT?7 (Membrane-bound O-acyltransferase), CRIP2 (Cysteine-rich
intestinal protein 2), %M 7T I [F] — FLANE AR 1) 2R 1 0T RN SR A DGR T B AL A AT I
471

B BT AN [ 25 P an B FL A [489R YT AT JE AML 41 R (A il Rk K IO 5 [49],  BEE R IEZi1E
AR AT, DX S A e AML A0 ER, ABITIRAN T EZ540% AML 28 B i) s AL,
FERFFRHTHNETT Fg PR AL E B R, 100] DUF & B 4 %5 AML 4025 W) BUR YA T 20 [50]. &
1 57 I8 1t T FH T e W /N B AP A IR R 45 2R, sl AR 3 2H ) AML S AT & Ik 43 it
Al DAFZ 4 5 B I PR 25 R AR DG I LIS IR, 9 A it o 3l o o SR as AL 4 G il S e tH 5 AML
Im IR 25 SRAH IR IR B : 32 RAEIE MY IGERE 1 (Ubiquitin-Like Activating Enzyme 1, UBA 1), ZF4i5H )R a
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BERT A (Fibrinogen Alpha Chain Precursor, FIBA)YEZY 1 F /M KT~ 4 (Platelet Factor 4, PF 4) [51].
TR AL B 1 LA 22 N B E LA 22 1 23 SCAE AML YR YT ST 25 (Rt 78 st A5 21 17722 W H . Alpen
S5 N FH B R SR ) IR B 1 425X 16 Bl AML 40 i R BEAT 24 (P i s PEHE BT 20 M7 (Integrative  In-
ferred Kinase Activity, INKA), %7€ tH 51 FE B R A0 107 VRSB RBE e yT PARIEY) ;s 54h, INKA 40 #r
KGR SE AL T B 51X L4 28 Hh A7 75 RO SRANT B (1 R Sl A1, Bt 23140 A AW 3] 10 B 5 g
T 259 SNSRI EAT T RIE[52]0 3 — M TS S B R A A L B S IR B 1 B A A DL A A
JERMEHE, LLEXT MEK (Mitogen-activated extracellular signal-regulated kinase). PAK (P21-activated
kinases). PKC (Protein kinase C)/F1t3. CK 2 (Casein kinase 2)#1 MAPK (Mitogen-activated protein kinase)#/fl
HF B B SN, F248 T 5697 SONAR IR B o TR UESE ,  FERAE 1 RN 2 A U e R AR A SR R
1 L5 5 a6 4 6o i A 0 ok R UM PRI B B A [50] o 3R AR AN TG o, (7S T B AT T Re i il B
BRI s EAHEMAY R, AN MR R R S S, 2 BB ) i
AL s S R T B EE R, JFOvRE— Bt aE MR AR e A 2 e AL SR A T 53]

3.4. AML 8 XERRELFHEEEL

IR AML MK EAAH AR CE IS 7 VF2 3R 5K, SR, @572 — M4 r AML SEHEFAH,
PASAE B A AL (b AL 2 A SBRAb . TR AR AL SR AR ) B dis FEATI9R 2 B AT i A A R 1)
o, BRI RR, ERET IR AML JRAG AR B R IATE 5 AN MURE SR 1 SR G 40 A
PEREAR B 3cAT 22 5 [54], RWT T i i A1 LI S8 A A 3R A5 1 AR MRk ik — B k4T AML R 4
SIRTIRIAT I, FEK T AML S E B4R 00T T, RIS R R R R g ik 1 B 2 (R S
Fio AWPiE S AML B IR AR ML, %€ 7 AML BN A R R K KF R E AR,
TR T ¥ ) AML L% & F5 2 1% (5510 1 53 —WF SR A 4 A i, 385 Jo kil € & (Label Free Quan-
titation, LFQ) ) 77 ¥2:%f &5 2 1 o 2 A IR i 20 IR 2 1 B ZHL AT o |, T & SO U IR I IR 2H 0E 47 1 421
MFRAE, 313 T KT AML M54 & A 4L [56].

BEAE BRI R A, AML 8 A T 78 MR AR EE . BRI il & W S UsEE J7 AWTR.
Kornblau &5 A\ X} 282 M0 & MAEASHN 387 ANEBEREA AT SR B2 . BERR AL B2 A BT 2H DA AR B Dl g 70
fr, AT EE 7 AML B E i 7 B AR5 7] TRl () — Tt 8K 1 — N B R 1 o R R
EARAEAEE, ZEdEFEIREE T K H TCGA (The Cancer Genome Atlas), LAML (Acute Myeloid Leu-
kemia-like) 5 4 ) 44 4 (R AML B2 6 44 (8 BEH BERIFIOX AL, JFFIA TMT 1 LFQ PFh 5%,
Sr e B E BREAREAT E R, PR TETMEARERE, KR 30,000 MERIA S X
9 AML BIRPEHLE] . 1697 80 A AT S S At 1 B (5 R [58].

4. BE

AT, AHECT AML BRI, EE RN AML AVAR SV SR stk AR R R, T
iR ER U AR 25 JUAE AR I RAT » XA ROR 38 LA R B AR A IRA T RE 8 4 s M E B T
BER, AR R BB R 21, BRI AML BN Rz #HE . HATx+ AML & H
AR CEAMIRT B WERARRR, &7 5EARBMAY. N, ExyA9E, i
ARUnAQH > RAA . AEARASIESEAHAFLE G I T AML A SCHEFE[59] [60].
R E A AML ILH VRSP CLRGRTT 7 TN S 1 it e, (HiXedt RARA IR,
I BAE M 0L T MRS RSIE. Pk, AML & A BFARR ZEAIHTT, AR 2 RBEREEfr 35 AT
EN AV
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