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PE-7/7q- B0 558 19 )L s A PEAE & 101w
ey A5 10k B2 75 vy 50 B

FrE EHR THAWN BEA TAFE FTEH RRF

(FTRFARERILA, 7 100044)

[(WZE] BM Stk (7)) 7500 EREEREL (7¢-) BILEZMESERAMAE (acute myeloid
leukemia, AML) [IGIREFER TS HICHZE, Ak BB 20104F 1 H—20244 12 A Jtaikss AR ERE LR
BEHIIPE-7/7q- AMLJLIERIGIRGER, 16I7 MG . 465R Ll e oAz e s R oe i AML L 869 i, FL
-7 7 Y AR S8 3240 (3.7%) 5 2001, Lo 124 SRS 6 % . FHIRST k-7 Y R R E 6 45 (19%),
PEIRSTVE Tq-Be AR5 200 (6%), FEEISMN L AR SEH 24 06] (75%) . PSR RIS 522 166 (50%) . b
VIl AT 1561 (47%), 1236 1741 (53%), 34FETOHEFERN (54.1£0.1) %, 3FEEFEN (52.6£0.1) %,
AT1E M40 AS M (hematopoietic stem cell transplantation, HSCT) N 3ETLRAEAFE (HR=0.17, 95%CI: 0.04~
0.62, P=0.008) K i/EfE#% (HR=0.16, 95%CI: 0.04~0.59, P=0.006) (M SR %, 47 HSCTIAYFIY L E T4k
BTG . 88 -7/7q- GO LE AML TR AR R 3.7%, G EIFEINORRER , FRT e e
fHFA%, FTHSCTIRYT A B FRGs s, b fs., [hELSRILRIEE, 2026, 28 (1): 84-89]
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Abstract: Objective To explore the clinical characteristics and prognostic factors of pediatric acute myeloid
leukemia (AML) with monosomy 7 (-7) and deletion of the long arm of chromosome 7 (7q-). Methods A retrospective
study was conducted on the clinical data, treatment, and prognosis of children with -7/7q- AML who were admitted to the
Department of Pediatrics at Peking University People's Hospital from January 2010 to December 2024. Results A total
of 869 children with AML who had complete karyotype data were included, of whom 32 (3.7%) had -7/7q- chromosomal
abnormalities. There were 20 males and 12 females, and the median age at diagnosis was 6 years. Six children (19%) had
isolated -7; 2 (6%) had isolated 7q-; and 24 (75%) had additional chromosomal abnormalities. After induction
chemotherapy, complete remission (CR) was achieved in 16 children (50%). At the last follow-up, 15 children (47%) had
died and 17 (53%) were alive. The 3-year disease-free survival (DFS) rate was (54.1+0.1)%, and the 3-year overall
survival (OS) rate was (52.6+0.1)% . The multivariable analysis showed that hematopoietic stem cell transplantation
(HSCT) was an independent prognostic factor for DFS (HR=0.17, 95%CI: 0.04-0.62, P=0.008) and OS (HR=0.16,
95%ClI: 0.04-0.59, P=0.006), with better outcomes in children who underwent HSCT. Conclusions The incidence of -7/
7q- chromosomal abnormalities in children with AML is 3.7%. Additional chromosomal aberrations are common, and the
CR rate after induction chemotherapy is low. HSCT is associated with improved prognosis and survival.
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28 R H ML (acute myeloid leukemia,
AML) 78 JLZE M 0% b vh o i o =, HA R
MLk LRE 2, HAmES T BMEAES T
AR, AR AL 2 e AT AT R AT AR Y
N YRR R AML (14 T A I A A
Z— 7 o, 7S Y AR R E W AML IR IR 12
Wi AA T B WA 0 S Y 7T SR AR
FEASE AR T (27) 175 Y R KR Bk
(7q-), XEFHEHAMLAEA . KEKTGED)
Ao FE-7/7q-1F) AML B35 5 X ALS7 25 W) AN SRk
K IE-7/7q- B AR S 5o AN R USRI
Hr, ERNETFE-7/7q-1JLE AML R 50 .
ARG LB 3 A7 3 B A 1) 32 41-7/7q- AML
JLEIIG RERAE . PR TS 45 )5, IR
A, BIE A JLE-7/7q- AMLEEIZS W
NV T
1 #ZREHE
1.1 HRIMH
[l Jost 4 43 A A s R 2 N RS e JLFF 2010 4 1
H—2024 4% 12 AWIE19-7/7q- AML L. 40 AbR
fE: (1) Fil<18%; (2) 2 AML; (3) B
YA 3 AL G SRl BRI B /R A7 AE -7 FI/R 7 -G
kTR, (4) FORER. HEBRbRE: (1) HE
T AME MG, (2) k&M E KM AML, A&
W ARAF AL K2R N R EE B e B 2% b it (it
WES . 2025PHB319-001), ¥k R &=,

1.2 IERERE

W ERRE AR RS . BILEBARICH &
BG4k, WIS R R AR G B L IR R4
fiE . SEH A A 4 R X TS A9k
1.3 REEZESHTTE

IR LA T BT B B8 3~5 mL, M HE T
1640 15 7% 2 +20% Jii 4= I %5 K5 3% 40 B 24 h;
0.4 pe/mLBOKANBEIAL B 1 hy B5025 17, 0.4%
AR WIS AL FE 40 min; 10% TR E W ()
B R=3: 1) AT, RA); gt
3 20 em = T B 37°C AL T5CHE R
3 h, 0.05% AL BE30s, Wk, W EE Y
4 min, Ff. POBRZEIHER- G BAFEAR, #
ARG CNEAMIs 2= EPrar 2 A
14 BITHR

7 % 2% JLE R A R 27
W), FEFIT RS A BRI (cytosine

arabinoside, Ara-C) . ZH AL L E X (idarubicin,
IDR) #4172 (daunorubicin, DNR) . {KFEIAH
(etoposide, VP16) 155, YL AL I 5L H] Ara-
C. IDR/DNR., VP16, [ = RIZEEILFLHY) . [
B, KA TR (methotrexate, MTX) . Ara-C.
by FEKAN HEAT = IBCHS P I3 S A T B LA T A A
ZRGAMNE . X T FLT3-ITD AL S5 I 5
YL R KRG (5q-) A BCL-2 BHPE Y
AML, TEATEHRAM ARG, A% A N

T . RTIREE R . HEAs e R 2. AR
LI RAFAE . R 25 R R Rk Y Oy, i
Trim R A b BEVEAL o TP ARAE B LISEYT . mfe
B LR I T 40 i A AR (hematopoietic stem cell
transplantation, HSCT) VBIT o
1.5 afriTh. BETRRERENX

G 9T RN LU AT R 8 A B8
(complete remission, CR) RIEA70EAL, T LATCHR
H 1 (disease-free survival, DFS) X | B 4 ff

(overall survival, OS) R f7iEAL ., Hd, S
Il I 2 W 7 3bnifE) ', CRE SO B v A

TEERE I IR, F MR AN He<S5% . B R E X
S EL A CR 5B B8 U6 20 i >5% 5l B A HAth 20 21
B E A s 20 MR i AR

DFS 3143 M 345 CR 2 11 M & & 87F CR
WARIZE T ol R R B DT RO BsF TR . OS ARS8 A
AML 12 ZB AT SR IK BT I A] o

BED5 7 2O A B BE e B . 12 D B
Bl T, ARBEVTE A 20254F3 A 31 H, XFFK
Ui LR 2 X% 8L G — IR B, Rz
BEDTIE 31 (JEH . 2~156) 1H
1.6 FitFESH

KA R M (Bell Labs, New Providence, NJ,
USA) #7557, THEGORIABIECFIR (%) £
AN RFA IR S A BT R RORE DL B+ A i 22
(x+s) Fon, AEESARTHETRILIP A G
Fl) %78, K Kaplan-Meier 5 ¥ 0158 A4 7 pRER,
Il 3 log-rank KA T ELER, Cox H A5 JXURS: [A] 45
BITAE 5 DFSZ . OSEAMKIH R, Hrp, RHIH
B E S B YA, BRI P<O2 IR
PWALINZIIT. LA P<0.05 HEFAGH=HE L,

2 H#R

2.1 ImARFER

Je (AR RS R SE B AML BB L -7/7q- 3%
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Ok w320 (32/869, 3.7%). 321 L,
B2 (62%), 124 (38%), HHiZWiiFE%
6.0% (JElH: 0.8~16.0) % . ZWifH i WBC 14k
156 x 107 (JEHE : 1.7x 10/1~5759x 10°/L) .
RS K20 B (62%) . FX /= T7 12 15
(38%) . HiIM13 %1 (41%) . BIFE2H6] (6%), B
BOLH B2 FERR,  Hofh /D WLIERAE B . N
BRI . 2R . R Ak I 4 R i i
JL& 1041 (31%) . 324]-7/7q- AML LY, @ls
SR ETO: : AMLI @A 55 R B i 0L (9732,
28%), KMT2ATEHRRZ (5/32, 16%). 1561 IL
7 AR A A, C-KITHI FLT3 3R 98728 e WL
(4/15, 27%). 1£ 1340 7q- AML L, %FH 7q-5k
RIXIRIEAT 8T, S5 R R, Halq22 55 741
(54%) . 8l q32 K 3] (23%) . q22-q32k5k 2
B (15%) . q21-q31E5 161 (8%)., W1,
22 BITERAKRBHEITT RN

324-7/7q- AML & LY H ADE  (Ara-C+IDR/
DNR+VP16) J7 % NI pyils Sy %, Hi,
IS Fa# JeIRIT 16 (A FLT3-ITD%E7E ), il
MYz s hiityr 261 (% 2 6]k 2 5843 T4 0 MS
), 2 iFESITE, RS CR 1661 (50%). )5
SRRIT TR, BGHRIT 1 (3%), it Tl
JEIRIT 1349 (41%), #E47HSCT 18 (56%) .
2.3 XE&EHSW

BEARWBEDT, FE1% 171 (53%), FET- 154
(47%) . 34EDFSEN (54.1+0.1) %, 34FO0SHR
F (52.6+0.1) %. XH Kaplan-Meier J5 11554
feR%L, JFiE I log-rank K56 EAT HEAR,, 458 Wow
JET54T HSCT LY DFS R Iz 0S i 24 34 4 it
R (D BREERSP R, AR B
R BTk T 45 K B LAY DFS 3R R 08 i 2% P& A%
(P<0.05), 17 HSCT{/YT B JLEY DFS 3 J OS R i)

_ emscral
100 1 = No HSCT group
H HSCT#
% . " HSCT group
80|
§ 60 |
22]
= 40t
20+
P=0.004
I 1 I I 1 I
24 48 72 96 120 144
INE (H)
Time (months)

T (P<0.05) (K1, £2), ¥HEFEF P<021
HZEWA L HE Cox [FIHMT, 25FR BR1T HSCT
JAJT & DFS % (HR=0.17, 95%CI: 0.04~0.62, P=
0.008) F1 0S % (HR=0.16, 95%CI: 0.04~0.59,
P=0.006) BRI 2, 17 HSCT IR YT ) AL
AIAR AT (F83~4).

R1 F-779-1BEREEEREZE LK
2ILHIGREE  [(H (%) ]

FEIE H
YR
MO 0(0)
M1 1(3)
M2 17(53)
M3 0(0)
M4 6(19)
M5 5(16)
M6 13)
M7 2(6)
LR 0(0)
B i 13)
HX 2 R GEIR T 3(9)
Yot AZ R T
PEAIRAT -7 Yot i 6(19)
PEIRST M 7q- e A S 5 2(6)
PR VRPN Y o fA S8 6(19)
P2 BRSNS 7(22)
PE=3 Rl o e A S 8 11(34)
PEA RS ARSI ek
ETO:AMLI il F:H 9(28)
KMT2A FHE 5(16)
DEK::NUP214 & 5 1(3)
C-KIT 4(27)
FLT3 427)
NRAS 3(20)
ASXLI 3(20)
HoAth 5(33)

TE: AT TARSERE Ay B ILIL 15 41, SRR 1S,

— dEHscr4l

100 r +- No HSCT group
HSCT 41
*** HSCT group
80
;\g ............................
~ 60}
IL}
40 b
20
P=0.005
L] ] ] 1 [l 1
24 48 72 96 120 144
A (A

Time (months)

E1 1THSCTRITSRITHSCT AT HIE-7/79- AMLBILTIRETFE., BETFEMILE
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R2 HIE-7/79-FBESENAMLEILDFS KK OS BB EESH
> DFS % 0SH

P HR(95%CI) P HR(95%CI)
E/g s 0.169 0.41(0.11~1.46) 0.249 0.51(0.16~1.6)
LEIR>6 4 0.155 0.45(0.15~1.35) 0.276 0.56(0.20~1.58)
[N 0.018 3.60(1.24~10.44) 0.005 438(1.57~12.22)
SN 0.048 3.01(1.01~8.98) 0.017 3.53(1.25~9.92)
e 0.022 3.45(1.19~9.99) 0.031 3.08(1.11~8.56)
WBC>15.6 x 10°/L, 0.367 1.63(0.56~4.74) 0.182 2.03(0.72~5.75)
HGB>86 g/L 0.184 0.47(0.16~1.42) 0.129 0.43(0.15~1.27)
PLT>91 x 10°/L 0.410 0.64(0.22~1.86) 0.270 0.56(0.20~1.58)
T HSCTRYT 0.007 0.20(0.06~0.64) 0.009 0.24(0.08~0.69)

W [AML] 2SR A s [DFS] T AA7; [0S] BAEAE; [WBC] H4iigit4; [HGB] MM [PLT] imi/Miit%;

[HSCT] &1 F4uffst.

R®3 HEE-7/79- 2 BESERAMLE)LHDFS RH SR ESH
A B SE Z P HR(95%ClI)
Ergis -0.611 0.858 -0.713 0.476 0.54(0.10~2.91)
AEhy>6 % -0.480 0.827 -0.581 0.561 0.62(0.12~3.13)
IIPN 0.635 0.840 0.756 0.450 1.89(0.36~9.78)
JER 0.528 1.011 0.522 0.601 1.70(0.23~12.31)
N 0.494 1.034 0.477 0.633 1.64(0.22~12.44)
HGB>86 g/L. -0.475 0.678 -0.700 0.484 0.62(0.16~2.35)
fFHSCTIAYF -1.800 0.673 -2.674 0.008 0.17(0.04~0.62)

fE: [AML] 2RSSR D15 [HGB] M£L& M ; [PLT] /MGG [HSCT] il TANMIS A . Firf A4S Biloh — e st

R4 HME-7/79-£EEREHNAMLEILAOS BN SEEH
SRR R B SE Z P HR(95%ClI)
JHFA 0.664 0.763 0.870 0.385 1.94(0.44~8.66)
fiE A 0.765 0.974 0.785 0.433 2.15(0.32~14.5)
R ELEE R 1.026 0.686 1.497 0.134 2.79(0.73~10.7)
WBC>15.6 x 10°/L -0.127 0.705 -0.180 0.857 0.88(0.22~3.50)
HGB>86 g/ -0.794 0.648 -1.225 0.221 0.45(0.13~1.61)
T HSCTIEYT -1.815 0.661 —2.745 0.006 0.16(0.04~0.59)

TE: [AML] 2R AR [WBC] A4iiit4G [HGB] M4l [HSCT] i TAERstt. Fra 7Bt h — /3,

3 g

KRR, -7 Qe ok 55 EILE R R
e AML P &R K 3.7%, Sy E RN YR,
PR A FEH PR WO ETO: : AMLI LA 3L
FER AR R C-KITHN FLT3 88 WL, X T 7q- R W 2L
X, q22 s d i UL W R X R, A5 h 2 5 LA
ADE J7 % 0 a5 240 7 5 . CREH 50%. 3
FEDFSHEN (54.1+0.1) %, 34FE0SFH (52.6 +
0.1) %,

ARAFFEHY AML L -7/7q- YL 0 R 5 10 & A

KA T AP SCHR IR TE 1) L AML (4%-~7%) F,
NAML (7%~10%) HiZR P RAR, Xl [eE
ST, AT e afk G A s pr i 25 5%, i
KBTI F A & R A GEHE R, i
T EEREHES

FERN AML T, -7/7q- G AR 5 2 LT MO,
M1 K M2 430 e JLE#E AML Y, %555 2 0T
M4 FIMS 53R ARG -7/7q- G R w2
M2 4R, HOR g M4 FIMS 43R, A B HER R
AIRE S A ST e rfu b oY, BEAR R, FELE
BRI . AR LM, Tq-5H Ytk it

« 87 -



%528 % 5 1
2026 4% 1 A

o+ E 44 )UAH &

Chin J Contemp Pediatr

Vol.28 No.1
Jan. 2026

WL X IR q22, HROh 32, X 5 REAEF
FEH L IR AN B DL R % X 7q11-22 F1 7q31-36
HAF . FEREAFSS R A B, B KT fE e —
AR, G-, e o iz X i 45 fh
PSR DR (R e 2 T BE 5 AML I R A e [ 1o

-7/7q- AMLIE 5 X 0S7 A UM A XS 3EAIG, B¢
IHZE R TG A R AR FTEARBR S, £E-7/7q-
AML B JLE T 1EFIT S, CRRALUHN 50%, B
RTAP LB e (8; 21) Je@ kTR
AML L (CRFE N T71%) 7 LA R 8 5 e ok =
i AML & L (CR %8 63.8%) ™. 1t4bh, 5
W R IPEA -7/7q-89 AML B9 LK UGt 2%
BAETERN S B Zavreas B P RIFSE G 5 ) £E-7/
Tq-AMLJLEEH, rA B IL¥ 2 T 3 F Ik -1%
RS e RGO %, Hdr, 361 JLINE]
CR, 218 JLAIL CR, 24E L H MR AEFERN
30%, OSH N36%. HILZ T, ABt5EHEILK3
4E DFS KA 0S R Fifse, Xl RES5A A0
M 4T HSCT YR I % V1A & (56%) . FE Hasle
S g, T AUETE-T B 7q- AML 3
-7 AML &R KRB E R T 7q- AML IR,
HOSHKI W E 2. A5, HEARRRDER
REVEAT A 73 3 A, ARV T R AR R
5T, DAWIAG-7 Qe ok S 5 7q- e Bk S e L
HAML A R 5[] .

B X ¥-7/7q-H9 AML 3%, HSCT 2 pl y—F
HEEMIRIT B AR R R, 17T HSCTIR
SR DFS R | OS KM M H K . Hasle 55 ™
FFEARIRE] CR 19-7/7q-1) AML B 5 7535 HSCTIR
I7 S AR R AR 31%, $E7nF1-7/7q- 1) 55 B B
AE G KR AR, I, AWtk
BEXF-7/7q- AML S E RUEE m 254, DA i A 77
R, Tibes % " WFRC BN, 117 YLl 50 (1 g
S %o A R 2 A0 i PR A A B S AR P, X
M T il 23 1 5 5- 20 4% M T IR0 A8 R MAR A 7Y
o0 it BE VR B b AR 0 0 M AR . b,
Eldfors 55 ' 3 £ X 114 4] 7 & P AML FEAS B4R 41
IHE T, B T-7/7- 8T SR Gk K
B 0 NAMPT R ZRIAREAR, i (il AML 4 it
NAMPT #1155 A BB IE A . An 2Rl NAMPT 41161
5 BCL2 TR A, BB AR R AE-7/
Tq- AMLEEASH VA PG AN . X RRIBE AR Y7 A
i i [ RF4 [A) NAMPT 1 BCL2 PR 45 3%, SEBR T
XF-7/7q-AML 20 i i S 88, X 26k 3R -7/7 -

AML BRI HREE T3k

gi Lk, fEARTOIEE T, 77q- Yk
WAEJLE AML P &R K 3.7%, 55 It e
SR, BRI R RS CR AL, #E17 HSCT IR
Jr T ETE . B AR R, ASHIEGE R R
Hoes [ BRI 9T, REAR A R, HLRVEATIE 415
B, X ATREXTHIFIE 25 Rk — R, A, AR
WG B B 7 R () 355 B AR, TRl $0 ) 2593 L
EATHGN ], AR T RAATE—EER, X
Al RE M T 07 25 G2 R K AR A 0 1Y)
PEAL o RRAWFIE R S KA R, JE— 2B 50 0F
ARWFIELE R AT SR S, S LEE-7/7q- AML
(I RI2 W AR T B AL ) A

Ve T dk B For B R AR AT AT
HE ., LFRE; Tk, THR G wmA TAHK
LW, BEA. WAF. §EHMA TA KT,
HERIGF . BESH; KREAFERAARIKEF. #
THEE . L,

AR ER: FAAEH AR S K

5 % % #)
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