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Abstract

[Purpose] Acute myeloid leukemia (AML) is a highly malignant clonal disorder of hematopoietic
stem cells with marked prognostic heterogeneity. Accurate risk stratification is essential to opti-
mize treatment strategies. [Method] This article is based on the application of flow cytometry in the
immunophenotyping of leukemia. Based on relevant literature, it selects myeloid-associated an-
tigen molecules including CD7,CD19, CD56, and CD10, and analyzes their expression characteristics
and prognostic significance in conjunction with domestic and international reports. [Result] The
aforementioned myeloid-associated antigen molecules exhibit abnormal expression in AML pa-
tients, and their expression characteristics are significantly associated with prognosis, serving as
one of the factors for evaluating prognosis. CD19 positivity is one of the markers for good prognosis,
while abnormal expression of CD7 and CD56 is often closely related to poor prognosis. The impact
of CD10 on AML still requires further investigation. [Conclusion] CD7, CD19, CD56, and CD10 may
serve as valuable markers for AML risk stratification and individualized therapy, facilitating indi-
vidualized treatment by clinicians.
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1. 518

SPERE R (195 (Acute myeloid leukemia, AML) & —Fitd i T3 I 40 i 1% e se BRSO, RIR %
BEAERS I I, #2755 B 5% R R0 i S B 65~72 B /e A [1]. BB BRI, W SURAE
RN TZ RN, IR RERVIEHR 7 + 37 AT ZENH AR AT . R T AR S 2
WIT IR, BEAEIENE RGBS, B9 30%~40%1) B & B e G E AML [2], d0q 45 s
AR AT — KMERR . BB AR A WR N T8, SRR &R B0 101297 E 2 g s A 2 .
DR D TA R A AT R A I . i S 4E R T 0 g ARG I % 8 1) 25 W s A 5 Tt
JRZRIATE SRS &R A U S N, H BT BTG a2 SR YT T RERE . HAT 250
HRIRIE B BE R TP nTE RS ST 0 FIRYT . XAE AML R LE K, KT CD7. CD19. CD56 A&
CD10 7E M I E R s 7t H 233l 2, A fHTE 0T S ERE & A s 1) WS 2 mAs—, H arE W4
HTRAMENBARAMFE. BT LR, AXEELGAFS#NT CD7. CD19. CD56 /% CD10 1)
WHotiiRE, JERRkKR Rt —E i EE.

2. CD7
2.1. CD7 5 #EA

CD7 &M e Bk A X — B2, 7> T8 2109 40 kDa, £RIAT T 40/fl. ARG (NK
) S o ARG I T A R T [3]. VEON T iR B EEAREMZ —, S 5MMIEL A5 557
T, FEIEEHAMNM EAKE . RIEHLIARE A, CO7 U2 H T T 4AMUAH Gk 40 i 3 s A T 44

DOI: 10.12677/acm.2025.15123561 1532 Il R 125 23k i


https://doi.org/10.12677/acm.2025.15123561
http://creativecommons.org/licenses/by/4.0/

XM, T

HRAR SR BB 1R IT[4), IRTTRUR B3

CD7 itk RPUEE R AL, vl d iyt 24t Hsr ) 23 B FH T 98k 22 A 2R 22 G0 () 45501« B W 9 7 [5],
CD7 BHIEBFHE AML 2915 30%/ 4. MG E AN FE AR I, HAE AML 5 40 15t 14 2 R e R 2R
A IR T IR K TS S B — e A R .

2.2. CD7 £ AML FhRIE

221.CD7T 5 FAB IFH!

7 AML &, CD7 RATEMIA 257 SHHANZE[6]7EXT 788 5] AML &3 (H 415 140 #1 CD7
+ AML EF)BFeh kI, CD7 £ AML H kKA 24108 17.8%, XK T-#F Fi & 1)~k 1, H AML
ANFENEA T CD7 RIAZE IR, CDT 1£ MO WA 1k 2 By, 298 60.9%, 2 M1 WA, 2 53.1%.
Raza Z5[7]{F 120 ¥ AML BB 7CH AL, CD7 PiREIEH N 30%, Hri M2 #E CD7 H A I
TR . L ERFFERT L, CD7 7 AML W RIE BN WL, 76 MO 2 M2 F R BAPEZ & my, W AEA
AML &2 KB 58 1697 T R — KRB R &

2.2.2.CD7 5EMeImERK & RIL

7f CD7 FHM: AML B3 B B 7, A/b 23 R CD7 £ AML 12 {f HLA-DR } CD34 HiJE
Rk, X EE VIS RSER o Z 3R B T — N F . R ITE8]. da Al BRAR[9]5 4 M FUE
SHX— M AT . B HLA-DR & CD34 HitJi 2 /£ & Bl 4 HE A rh 2 ik, Ml ik CD7 Hi i ity 4 i 22 i i
Y LB B, X U] CD7 + AML BV seBERE s iy, TR S22 . B R AR (9] 4t KIS AML R
TG B RF R IE, JRTE AR . 75101140 6 5] CD7 + CD56 + AML #ff 7t RBL, —3&
PUREAA FIEZAE MO + ML R, iR RS 1E % ] 5 % T CD7-CD56-AML (p < 0.05), JCHi £ 77
Bk, 3T R R CD7 it 5 CD34. HLA-DR JREk/2 CD56 Bt & &k G fila 2%, XX+
AML BERIT RIS PR T SRR, SRR 2 B 25 R G AR A

2.2.3.CD7 5EERTHRIL

Bai SE[L1]{EWFFT 297 HlHTZW AML B FR &I CD7 KIAZ fE DNMT3A RAF, LA EH
OS J RFS WS4 %8, AHLp G R. Zhu Z[12)0F 7 KB CD7 + AML ZH+ CEBPA 548 R W i
=T CD7-AML 4, FA7 m R A8 S WU i R AZ BIME 2 73 30l 4 10.1% 1 33.91%, iE B =% Z (B A7 £ —3E
(AE DG o BRI AT WL 23 1 30K 5 20 i 308 A% 2 O AR 25 TE A R T 3E — 0 B U PR B R 1 I PR e 5 23
2

2.3.CD7 + AML B8 TG

HATSS T CD7 I RG LM AML TG & WA —. Khaled Z5[13]7EXT 432 44 2k (A 9% B 0F
FH R CD7 + AML B AEAFIH(OS) K Tehi 47 (DFS) B4, 1X5K 8 CD7 nlgefRREEZHIHE. K
4b, Hoch REE Z§[14]7EXT JLE AT A 288 & A MR 0T 7 R K B CD7 78 AML RIS SN K2
EWAEIEX CD7 5§ AML HIR R TR M . Zhu SE[12] R ILAE CEBPA B AE 1 4,
CD7 + AML £# OS ¥k, ERFX ¥, (B CEBPA RARHFF, CD7 + AML B ERKMEL
W, XFEH CD7 X T AML T (5200 75 25 & AN R R BE VR A o

HATHC G PSR T AR A a7 & B2 e R 1408, O &R mir 2 T AML 1)
YRITH LU SR AL [L5] KB T 10 Hil B H 82 T R T4 KBk CD7 i & 27k T 4 7i2(NS7 CAR-
TGS T mEMEZH(CR), ZITIRIRITBUER A VE ¥, XIER] CAR-T J7IATE CD7 + AML Hf AT 1%
HE K5
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3.CD19
3.1. CD19 Bk

CD19 &M T84y 95 kDa HIES RN SR 1, RRERIAERR R ANAN 1 HiAl B AR BB 2
5 B 4IRS S5 S i AR, 2Ry B AR AR SC IR SEm AR SGHE i [16] . CD19 E L@
MR 52 1k e B PR ZARAILE &2 515 5 & FIEE AN, IR @ A IR T 2R
RAT R RGN LLPERIEAE N S BB HIR YT [17]. RILRIE BA R R R 1, A0 ETH R
FKiEF] CD19 SM i) T kR, ABLZGURLERRM LA AR Bt Rk, JLHAERITT &
PERE 2 I A S R

3.2. CD19 Z£ AML FhiyFRIA

3.2.1.CD19 5 FAB T &!
B X 2 RE R A R AR RBHAN, R AML M2 WAL 2 174F CD19 BB R 70 T IR #RE .

Ma %522 [18]AF 7 & I CD19 7E M2 WA i 3RIA Z e, 2904 8.1%, H & MO/M1, 7E M3 IE&Y v J1 -
ARWFIL . EMEERAE[19]4EX) 101 1] AML HBF A 78 i K3 CD19 72 AML M2 Y S35 3605, B/ e HoAth
WHIhRIE, Zdgitf5H CD19 /£ AML R BHIE R LN 12.8%. AT A, AML-M2 TR (44 2
LA A A I 3 0 0 A ) FL 2 A i 2 2 5 t(8; 21) (022; q22) B i ik By AL UIMI O, AN A AR 1k
AT FE RUNXLI-RUNXITL B& B FTER, HRET M2 AR 280 CNIRIT RURAME, XAEETITE
CD19 5 AML TiiJ5 (1) 58 R E& 4 1 i %

3.2.2.CD19 5 t (8; 21)/RUNX1-RUNX1T1 BIFRIE

TE RS & E R BUS a7 2, t (8 20k s = A Fils R F 4, (H2R A AML i P82
, —HER, 5 FEAGFRAL 15% [20]. A HFFE[21])400E BoR t(8; 21) (922; 22.1) AML 254 50%~93%
ALK E] CD19 FiR /> THIFIE, XFEMIEN CD19 FiAn[1E N t(8;21) (922; q22.1) AML bR EMZ —.
Kita K Z£[22]0F 7t s — 2R t(8; 21) (922; q22.1) AML I 4 40 M s A7 AE A v B 2l B S 1)
CD19 7+ 1, #&7x CD19 AJ1EJ t (8; 21) (922; q22.1) AML fIbkrEMZ —.

A, t(8;21) (022; q22.1) Y ttfh Sy i Al S 3 RUNX1-RUNXATL fil &3 R AL, X /2 1% 5 AML (1)
St E . A E NS E2300 AML EE TS A R DL Al B R 5 CD19 ik B IEAH G,
HZAE M2 W RIE. Plesa A Z5[2418F 78 R L& 37 RUNXL-RUNXLTL @& 56K (1) AML 288, {ER
B 4Hiffudit J5i 1) CD19 Fik M my, 2158 80% 4. £ CD19 £k RUNXL-RUNXLTL A BHffiAH G 14
HTHE T, Sakamoto K Z¢[25]iF —B#R %t | CD19 ik 52 15 2250 RUNXI-RUNXITL BH% AML &
HWTUE, 2o CD19 Mt B 2k H 8 E, XEKx CD19 fEL AT ey i E A R 1) M (.

25 FiR M S 45 W CD19 5 t(8; 21)/RUNXI-RUNXITL AML A7E 2 6Bk, FHxf ATl
FEAE— T R o

3.3.CD19 + AML B8 r BFile

H A< T 2088 & A I 10 B SR aa R Rk CD19 Wk AP R A &t B TG P AR o R 8
PR LM . Iryama N Z6[26] &3 CD19 Kk 2315 CR A FIF %=, CD19 FtEM EE £ CR &
HRFRE CD19 MHMEREE TS, (HXt OS JEREwm, AR&TMAFINTEME. Jahedi M
[271465%F 56 13T & AML 38 1) e R A3 #r b R IIAE 6 4431k CD19 1) AML b, U 1 #8325
filt, HARYIRGMR, XPER CD19 AIRESE CR AR ZR . BRItz 4h, HIRER CD19 1A [FI R bl i £ 6 I 7
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FIE R t(8;21) (022; g22.1) AML TS 5%, Wang B 5281 JFAE T, 455 7R CD19 &M —7EhnitE
A K R R R A e T CIR MR, 5 KIT B EERAELK. 48 FiRB T, N
CD19 BHPERETS X AML T 7= A5 5 MR i 45 & BT L FHVR T 07 B OSSR G 18

B MR R GBI IR T SIS AR N, SR 2909 8 T — AN RS - R e T AR, T DL7E
G A5 TE 5 20 B PR R H T 6T A S e P o B 1A A P PR AT MRS ST o, LA o T ORI S AR ) R
Fl. Plesa A Z5[2412%FIE T CD19 + £k t (8; 21) (922; q22.1) AML Hi3 il it blinatumomab XU 71
PUARIRTT JE B AT 20 %6 . blinatumomab 1 A2 AR [ 2512 —, B FRF R FRiE CD19 1)
YA, BOE T ARG REAER, T RIEAYIT . 1Ak, Zhang X Z5[23] KBl CAR-T-19 57 % CD19 +
AML I H B IFRIRCR, (B AR HUR MR A CAR-T 4HMIFESR S NIH], Wi RT3 I8 -4 Fs 4
BT AU K 2
4. CD56
4.1. CD56 #Eid

CD56 HiJ, NARMLEEE 4> F(NCAM), J&—Fh 200~220 kDa /1~ 5 20 A 24 Bt 1) G0 32 BR AR (1 8 5 ik
M— 51, MR4E H ATIA BT 45 SR R, CD56 Il RIA THIZ uaifl. NK 20 K IR gH il K Hi [29],
BHEZ5MAMELE S N SR &RAE 5145 35T, SRS T, CD56 thrlfE Stk fE & 1
I S A0 T 40 Btk ELR A U 2], CD56 7£ AML B A2 3608 20%7c 47, A AL s FL B (2 3t rsg 40
TR I AE R ), AT 3 AML TS AME[30]. Bl H AT 70 B7E AML fali oy 2 S8 @k i E
BT, % T CD56 AR E IR «

4.2. CD56 £ AML B HIFRIE

4.2.1.CD56 5 FAB T &¢

HE WA EFXT CD56 75 AML HI3RIA £ 555w FAB WAFER RFATHIFL, W5 AHER
RS ER—, SiRGEAE T ZER, L CD56 5 AML M5 R 2B 70 i AT .
AML-M5 78S SRR S SRz 0 I, BEAMR I I G E A T S, vy 4 E S I R
2z, WEAEFEARFE. Alegretti AP ZE[31])%f 48 % AML & #HT 801t #5 78 CD56 FHPEFR AR
17 16.7%, 1 CD56 fi &A1 M4, M5 A, fgknl L, CD56 /& AML H15 M5 X R/%Y), T
M5 B (1) ARG R R ILK S, CD56 $ili 5 Rl AMZ L 5 ¢ 75 i — P EG R SEIR I0IE .

4.2.2.CD56 SEERTERRIE

RUNXZ R 4 2 MBS R (A0 i i RIAMERER 2 —, 25586 g m) o S Ou it f2, 4
TR IAMN CD19 5 RUNXL JERIAF1E—E KL, CD56 t51Z3EHH % VI & . Gattenloehner S
E[32)0F 7 KB AML H CD56 [J3R1A552 RUNXL £ /M i (11875, P48 Al {ig ik CD56 [3KiA, 1 P38a.
p30 J% p24 M R il CD56 ik, CD56 M RUNX1 —# FHiEid 25 NF-«B Al bel2L12 i B (1) 1540
AML 4HffaET:, X2 AML BEaa TR OE 1T DUESAE A Rk . A B N8 [23]46 H CD56 1E
RUNX1-RUNXLTL BH AR FI 20 A ik SR AFAE 35 22 57, 43 )24 50% 1 4%, 3 i 7 RUNX1-RUNX1T1
1 CD56+A¢ CD56—3 12 I Bk A & 72 S A B R — B i o | 38 2 (A AE TEAH OGP

4.2.3.CD56 5t (16; 21) & t (8; 21)HIFRIL
JUE BTt A T AML TG XSG 2 R A W bs e, (BTG 22 2R @SR, LT
FC N S A B WA E E T, t (16; 21) (p11; q22)7F AML H IR IR AK, HEMIA AR &G &R
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Z . Shikami M Z£[33]7E Friff 75 1 3 441 t (16; 21) AML i rh k&l 3] CD56 & CD34 (%5, FH]
HATHE N t (16; 21) AML R EEBERR S 2 —, Jekarl D W Z5[34]3F— B AfF 7 K Bl CD56 7E t (16; 21)
(p11; g22) AML ARk, HL AN R BIE CD56 ik 55w i 40 i in 25 5 3R 2 A7 1F IER 5 1,
XMHLHEEIRUE T =3 2 RSB ECR . Mok, WA /DH%# KL CD56 A 7E t (8; 21) AML 3
FRIEER L. [N t(8;21) & t (16; 21) (p11; q22)7F AML FilJi /3 HIAC R il s R4 AT 2, ik CD56 X T
T (5 A7 75 3k — B R AT

4.3. CD56 + AML BI3&IT RFE

Chang H %%[35] &3l CD56 + AML [#] OS B ik T CD56-AML &3, {H{E CR [ DFS AW %23 # &
Z5t. MAKTE, CD56 12 AML 15 A R MbrEdY, HALHI AT S7E A MpEaift, CD56 Rk
P-Hl A R IA m BEAH G, p-t A 1 DR L AR 2 R B A FH T 5 350 24 1k 1) 7 A, 3X T st CD56 + AML
TG Z MR N2 —. B CD56 $HiJ57E AML 131k 5 RUNXL ZEN B UIAESG, A 05T [32] 4 th n] A &
X RUNXT B RIANFEDE Y R A, G M RNA 874 & RUNXL ASFENER R = /N4 RNA 1697
CD56 + AML, {HIX 7 RKEIRNMZYINIFE. CD56 # Fik T NK 4 ERA )£, B¥EK
I NK G sk = 5282 Ak (40 EzH2) W] (22 PR S 25 01, Kushwaha A C Z5[36]1E40& N CD56
+ JER TAE, J#id pSMP-EzH2 shRNA JFi#i i€ [ 4% 46 CD56, &I CD56 4174 X i 4 K JUA vl A% HEAE
TH&N EzH2 ik M T T AML BT .

5. Hitin)&

CD10 & —Fh 4y &kt 80 kb FrI4H M2 1 25 1 A BRI,  FLAE 40 M 309 58 2 e 22 F v R AR B AR
A L U 1 8980 5 0L 2R B85 S i 9 Jeg e 5 =l i 20 £ JifoRg wh G I 21 /7 4E CD10 %
k. HTEHAPURS T AML 1 BAG GOk E Z AL, FEE TSRS 3 243 KL CD10 1
AML HFHAEIE—E [15RIE . Cuneo A S5[37]7E3E 34 BIRIA S #E R PUE /> T 10 SV RE & 25 5 R T
WHoe, BJagiit R 30 I AML & REIEF 6 filFiA CD10, HPHMERY) 16%. A i 7t[38]4kiE
CD10 7E AML HECA/D L, HAE M2b WA R R IE R e, HUGUE M5, 7E M1, M2b, M3, M4 sk
KL, (HULTHRF 7L AR 47~ CD10 FKIEXS T CR Z & MAFER M. Legrand O Z£[39] & ¥ CD10 7E AML f¥jBH
PERIERL N 10%, HFEE p-HiEA LI MHMIE, CD10 + AML BFH VAT BUR SERATE I 5Bk,
KRN CD10 + AML H 7 X 4 AN FRIAERE A HEAT VPAG « Jahedi M Z8[27] K BIAE 6 5] CD10 + AML 3%
HYRTT RCRANEAR, 6 ) B AR IRTG M . H AT T CD10 75 SV & H I Hh 38 AH G I FEAH X 45
b, WRE AR ST CD10 75 AML AR I RIA ZEAIK, 434 CD10 %1 AML 838 I L5 2R
A B AR A M B AL 2 G RAZ T o3 S NFERFAE SR T, AR AR TR SR — B IR

6. MNEERE

ZE LR, AN S5 RAAE AML Hh 2 AT SRR IR PRARFAE AT 2 3o e rh ok 2 3o B Tl R &
P CD19, X n] el H i HRIAZ MK NG R i 44k t (8; 21) (922; q22.1) H i # VIMHK, %
£ RUNX1-RUNXITL R ERIE. HEHRZENPURE N CD7. CD56, & HILFERIL, FHIRIEHLE,
F 5 CD56 RiAM P-FEE L LFRIA N R WL FIH LU RR ARG, AR, RN G R
BRI CD7 £ 5 DNMT3 LK 4877, CD56 M5 RUNXL RAAHICHE. Kk, 18 HIBAS A B 56
RPUESFXT AML TG s ma iy, 255G A [ 40 Bst 4% 2% X B DR o8 3L [R50 #r . T CD10 A H RTAF 7%
A, BT PR RS SCHA M. STEMARPUES AML ANF FAB 2 RUEF 7L+ &KL CD7 5 M1,
CD19 5 M2. CD56 5 M5 Z A fF{E—E MMM, XEMT ARV . 557 L, TS
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fill R PURRIEH AML, SR CAR-T 4R YT MALIRZ5MIRIN T, A RIS REF1RITRCR . T CD10
HRTBT U b, HaRIA N i SO T HUR B SO AN BT . B RTAR SRR S i 420, A AR S IR
B Tt — S BIESK
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