2025-08-18 08:50:33 https://link.cnki.net/urlid/34.1065.r.20250815.1250.020

ZEAMKRFF® Acta Universitatis Medicinalis Anhui 2025 Aug;60(8) - 1513 -

IgD X S Pk & 1 s A Molm-13 BE5 55 I8 T2 Y 55 Wi

XIPFE Ak R BSR4 R REE, Bl 2 LB L RE R
(' ZHEMKRFEREBIRI , AR LR SMAFT A ELHEET, AL 230032;
‘B EAKRF S —WEERALA, A 230032)

W™E B8 SEOTREERED D(1gD) XA A MERE R H M (AML) ZHH#E (Molm-13 ) 1% J) B4 58 R T4 DI RR A1 F R AH 56
Bl ik YR AML B FIfgREXT B2 S LI I , ELISA ki AML f5 35 R i J5 Xof 635 A0 J&] M 1M 355 o sIgD () 3R 3K 1%
O s RAMEA R BE 1Y TgD Ab3ZH , F ] CCK-8 \CFSE 27 FIAR ¥4 T8 i S 40 WL SR AN [V 32 1) TgD X Molm-13 4 ji 3% ) (3458 1)
SEMA , I T SR A [R] e B2 79 TgD % Molm-13 20 B T2 sz el , ) B 25 5 JE R 43 X TgD 512 Molm-13 3 5 19 AH 56
MU TR R R . R AML BE LG T slgD Feik /KT s FEERXT I (P <0.001) ,— 7 e & Y IgD AT 34 Molm-13 4
MG J1 (P <0.05) , figi#f Molm-13 4 BY3GFE (P <0. 05 ) , #P | Molm-13 A LAY T-(P <0.001) . £5i® AML &5 H I
MLYE P IgD )33k 1835 = T ) B3, TeD A 2 iF Molm-13 41 i ()35 77 (K458, 98 T2 VE R o

KR SERER H K ; SRk H D Molm-13 4 i s 38758 ; i -

hESES R969.2

NXEFRER A XEZHS 1000 - 1492(2025)08 — 1513 - 08

doi: 10. 19405/j. cnki. issn1000 — 1492.2025. 08. 021

M BE £ E 1175 (acute myelogenous leukemia,
AML) J2& BN S5 i DL S0Pk I, DLAE 2% 40 M =
HIGTE A2 BH L T IR N AL TR T R
ARHEBUE AR, AML &4k ES S5 4 iEr
Yo PE IR BT B VIAH 3G, 12 B 58 38 3k 372 Wil 4 982 41 i 2
REANA S s ZE AL A8 1k 1y i s R o e BR AR

2025 -03 -20 $24%

HEWH  FER ARPA T FDH (95 81603121) s [HZ A &
P EOUH (i 81973332) s ZRUEFHIT A%
PG B (45 . 2308085MH311) 5 LRIH HH
JT A SRRl 2A 2 T 00 H (45 : 2023 AHO50666 )

YEBE R X, & LA ;

RE b, L, BB, WA RN, B EEE  E-mail: wyj@

ahmu. edu. cn

I (immunoglobulin, Tg) & — 288 5 8 1 56 52 500 73
T AW I, TR S50 Y S BREE AT A L AE A
MR akik, BB M Tg KCF T 5 A R UG AH
Ko Horh SRR D (1gD) & G IR 1 &
HH 5 WA RIS % B4 W 1gD (se-
creted IgD, sTgD) 7E 20 T ik A0 1L (T cell
acute lymphoblastic leukemia, T-ALL) &3~ IfiL 1fiL
T RYRIE S H THE, IR AT ER S E 5 LR T-ALL
ARG I T o SR IgD 7E AML 40 g v
2RI B e A B . IZF9E a4 AML &
A B o) S A A I I TgD KPRk 2
SR gD % AR AML 28 Ak (Molm-13 ) 3% F7 4
T I, B 1D X AML 46 Jfi bk Molm-13
HRERIFE Je 2 5 AML &A= K e iR /3 Ll .

(PI3K/AKT) signaling pathway was activated. Compared with the negative control group, the relative protein ex-
pression levels of phosphorylated protein kinase B ( p-AKT)/AKT and phosphorylated mammalian target of rapamy-
cin (p-mTOR)/mTOR in KAT7 over-expression group increased. The relative protein expression levels of p-AKT/
AKT and p-mTOR/mTOR in KAT7 knockdown cells decreased. Conclusion
KAT7 exhibit senescence and osteoarthritis phenotype, and the mechanism may be related to the activation of
PI3BK/AKT/mTOR signaling pathway by KAT7.

osteoarthritis ; articular chondrocytes; KAT7; cell senescence; PI3K/AKT/mTOR
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1 #MR5ETE

L1 ASMEMSKIRE WA L RE R R4 —
Bi e B e (ARG Hh O M R T 37 5 AMIL HR 35 i 28 )
g XS IR AR AR AS , i 2 58 %85 1 Jts
[ 45, HAF9E 75 8 B 3RAE B 22 0 it vl (2
83230516) ,,

1.2 flRaARSRIR  AUCEEE Il IR AML 20 itk
Molm-13 5 B b & YR RA R

1.3 F=E|H A lgD HH SR (5EE MUL-
TICELL 23 &) ) ; A\ IgD ELISA 5] & ( 22 [E Abcam
25]) s RPMI-1640 B5 37 IR B (7 Biofroxx 2
) ) s CCK-8 185 & ( L3R = KA BRI 5
CFSE 37 ( iR AR A RHEL Ay A IR A F]) 5 An-
nexin-V/PL A1 T35 & (il DU A Yy R B A
AR

1.4 FEEE Thermo Forma CO, AMIIEFFE [ 5%
AR (P ) A PR A ] 5 Infinite M1000 PRO 22
aERE bR [ TECAN (i +) 24w ] ; 3 H i SW-CJ-
2FD @ TAEG [0 Mk (VLR A BR A H] ] 5 Cyto
FLEX HUj CA0 AL [ BECKMAN (3£ [8) A 7] ] o

1.5 ELISA @il AML £ & f{g R Xt R & M iE
sIgD 7KF  FERMENFH TZIE AML £#% 1)
HNRIMAEAS , TC 57 A 2 30 3 R DG A8 B A T 25 2R
() S5 P AL AT IR I 5 A A v o it o A A 3 I VR A
HAERS A B EL B35 5 AML 4UAH DL, 1 h
J&,3 000 r/min Z5.05 15 min, W HL B35 2 T
1.5 mL Ep 41, 2 J8 Abcam 20 & Ui W15 , B %
LR B )RR R RV BT A IR, B 100
FEATIA 96 FLAR 1, Z IR 5 E 60 min Ji5, FHYEA
Ve 3 o FEMA 100 WL BEFUAMEIRY) , EE7E
FR N CE 10 min, FEAMVER)S , LA 100 pL
TMB % (43, % 8O CE 10 min J5, & fLITA
100 L 455 1k 3, 75 15 min P A AR A0 7€ 450
nm A0 BI5GB {E (optical density, OD) ( A450 nm)
HRAEARAEAN 1 OD {15 W B2 ¢ R 2z i br vl i 2k, B
JEICSEFEA ) OD, FEACA LS 23T Rz (1) B
1.6 CCK-8 LIGHMARERER IgD %t Molm-13
RRETE NHIRIE KAl TR BRI Molm-13 4
JEARREE 1 x10° 4~/mL J5 , B 100 L 20 i 2 0 1%
T3 96 LAY &AL b o 23 ACAS [) 9 B2 1Y
TgD, AYR R 0. 1,0.3 1.3 H1 10 we/mL, AR
AN BE TR IgD % Molm-13 4520 . 4k B
W3 AEAL, FAMCE R F RO g, HomA

FHIRMARFR GR35 W 4l & F 37°C 5% CO, 1y
FEFRAR R SR 24 48 b, LAEEAN[R) B (1] 4 04 240 B 3%
TGO FEFRER S, AL Es N 10 pL CCK-
8 A, HEOGTE 37T CHERA I T . B,
OD, PPAl 20 M i) A= K RAE TR S, F — 28 047 41 i
6 IR T g AR A AE 450 nm K AL & OD
B, H%&FF% 30 min Jlj 1 Y% OD fH(OD {H7E 1 £47),
THRAHME 7 o Z0MEE RS (% ) = (0D gy
=OD 45 )/ (OD g, = OD s ) x100%

1.7 CFSE & # 7 E K E Y IgD % Molm-13
RIETEAI R R A TR KA Molm-13 4
Mz 1 x10° ~/mL, %% % 1.5 mL Ep &N,
500 pl/%, [45A 500 pL PBS,2 500 r/min B.(»
5 min, 3 1§, B 1 mg CFSE, ff DMSO #if& (1
mmol/ L) FFHEG /R R AF T - 20°C, FII A AR 28
M HIRAT BB A EE S 1 wmol/L ) CFSE i
Ao fE LR Ep B A 1 mL/48 CFSE JL o, ik
BIG1E37°C 5% CO, 35545557 10 ~ 15 min,
FMA 500 L PBS, 28R 47,2 000 r/min B0 5
min, 7 BV, B4 1A 500 pL [ 10% RPMI-1640
BRI, RS G , Y SEhF 12 FLAR M B A
H BRIV BERY TgD (1.3 .10 pg/mL) 43 578 0 2
B, B K R SRR T 37°C 5% CO, Y IGFRA
gk o 24 48 h, B FRESH)E ARG S 2
1.5 mL Ep &, AN A 500 wL PBS, #7252
EHIRA )G, LA 2 000 r/min B> 10 min, 5.0 )5 3
2 VW PRI 200 pl PBS, )5,
200 H 2b 3k 38 41 M A2 8, 10 DR AR A o 1 400 it G A%
o SR, B A 3RS 1 240 e B F O X A e A
s

1.8 HEEMHEZIKNARRER IgD 3t Molm-
13 ABSERER BB NE  Bedil 1. 2% F10. 7% 1) 35
TR, 2 I T A B A DR PR R ) JE T M. K
& SR A RS B 42 C R BIR T R
SIS T REAE R FFIR S, 7 R SRR B 1. 2% 3%
JES 2 x BEFR AR A BlAE 12 FLARHE R T 2,1
mL/fl, 37 C T E 30 min, B EERE ; BOL T34
AR W Molm-13 41 fft, # BE & — & f5 805 5
0. 7% ZFHR 8531 2T, 43 M AN [ e B2 119 TgD (1
3.10 wg/mL) i AE] 12 LAk 1E R B2, AL
29100 A4 M, FFHCBE S, 0 AGE B SR, B
3 d 1R, KR 2 )G, R B S e T A
T

1.9 Annexin V/PL AT RXFIERNFEKER
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IgD 3t Molm-13 @ RA TR F M F 4 T x4
K Molm-13 4fi fil i B %5 1 x 10° 4~/mL, L) 500
L/ L3R T 12 fLAR S0 2 AN [R] MR BE 1Y TgD
(1.3.10 pg/mL) , ¥4 1 % T 37°C 5% CO, 557
iR 48 h 5, 5 F 2 1.5 mL EP &, &8N
A 500 wL PBS, R EwIRA )G, LA 2 000 v/min &
U5 min WEENRM, BERR, IIA T x Binding Buff-
er, B4 400 pL, ¥ 40 72 43 1R 25, A Annexin
V-FITC, 545 5 pL,JF7E 2 ~8 CHEGAMF PR 15
min, B SEME A ENEMAS ~10 wL PT 3¢
W, FRIERIR ST A B, 7E 2 ~ 8 C G AR F T 4k
LLFE 2 ~5 ming fdf B U A 4SO REAS R AT R
S

1.10 ZRERESW KT X804 K5 Molm-
13 AHFR RS 1 x 10° 4~/mL, ) 500 pL/fLEEFlF
12 LA, 20 2H I AAS [a] 9 B 1) TgD (1.3 .10 pg/
mL) R4 E T 37°C 5% CO, FE 54 hi5 5% 24
h g, %% % 1.5 mL EP &, B4 A 500 pL
PBS,2 500 r/min &.0> 5 min UM, BE A
TRIzol &7, H B AL, A - 80°C VKA - A7 45 Hl o

FERE IR R ERE Y AT R S , 25 R ol f5
BT T
1.11  Zit#4E {4 ff] SPSS 16.0 F1 GraphPad

Prism 8 B GEITHr SL R Bl . ALK ER S
Wo X FARIEZ M8 RIS LGS IE25 7
A B W ¢ 4S50 04T T 21 18] BE 5, SR AP R
J7 2200 (CANOVA) A7 22 41 18] 25 57t HL A . S B %K
Pibh x £5 2R, P <0. 05 HEFAGIFE L

2 HR

2.1 AML ZHEMERXRE MiEH sigD kF

I RS AML 835 FRRE RS S SRR L, 2840 LA
FNMF , ELISA K0 M slgD /K-, 78 450 nm K
AR R £ L1 ODAS0 {15 th AR I vk B, 2521
BN, AML (B3 L slgD 7K-F 25 T a e xt B
F(P<0.001), LK1,

2.2 AML ZEMERMNBERKREZIR ARE
HTELBERL R 55— R BB B AR A6 Ol R T
37 5] AML 575 1 28 {514 RS 27 B i ik L AR AR
AML BEHEAFE IR 1,

2.3 AML EZE & sigb 5 RBC.PLT . Hb Hj
XM R ARAR O R E B AML i o
slgD 58 FLSE 0 % 8 AR 2L 41144 (red blood cell,
RBC) . I/ ( platelets, PLT) | Ifil 1.2 [ ( hemoglo-

bin, Hb) 7K, AML B35 1l j& A slgD 5 RBC(r =
-0.3266, P=0.048 5) .PLT(r= -0.346 4, P =
0.0357) .Hb(r= -0.418 8, P =0.009 9) fi ¢,
WK 2,

500

400

Hokk

@

B8
00T R

200

100 |

Concentration of sIgD(pug/mL)

Healthy AML
Bl AML BES5ERMREMFET slgD kF
Fig.1 sIgD levels in the serum of AML patients and healthy controls
*** P <0.001 vs healthy controls.

F1 NE AML EEMEENBEIRKRIFME (v 25)
Tab.1 Clinical characteristics of the AML

patients and healthy controls (x £s)

Characteristic AML patients Healthy controls

Number of subjects 37 28

Age (years) 42 £11 38 +9
Female/male ratio 26 : 11 19:9
Number of FLT3 mutations 29 NA
WBC( x10°/1) 0.81 +0.54 NA

RBC( x10'/L) 2.895 +1.655 NA

PLT( x10°/L) 207 +204 NA
CRP(mg/L) <0.50 NA
Hb(g/L) 97.5 £59.5 NA

slgD (pg/mL) 322.441 +84.877 78.115 +45.128

WBC: white blood cells; RBC: red blood cells; PLT: platelets;
CRP: C-reactive protein; Hb: hemoglobin.

2.4 1IgD 3t Molm-13 4HAEE WIS ME  UEEAL T
XA Molm-13 4 i, ] 1gD (0. 1.,0.3 1.3,
10 pwg/mL) {R 5418 24 .48 h, CCK-8 A I 41 ffd 7%
J1o HiPRER,24 h i} 1gD (3,10 pg/mL) Al i 251
Jin Molm-13 4 7% 14 (P <0.01) ,48 h B IgD (0.3,
1.3.10 wg/mL) A] 1 i Molm-13 AEIEM: (P <
0.05), WL 3,

2.5 IgD Xf Molm-13 ZHffiEFAM M WELT
XA A 19 Molm-13 #fiif, 55 IgD (1.3.10 pg/
mL) I CFSE JL a3 5 24 48 h J5, i A4 i)
BR,IgD(3 .10 pwg/mL) A] B & fi¢ 7 Molm-13 41 Jify
(P <0.05) , WIE 4.
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6r r=-0.326 6 r=-0.346 4 200p r=-0.4188
og P=0.048 5 500 P=0.0357 ° P=0.0099
) L o 150
o ar ® .0 _a00 ° ~
= ° = 300 f S
= N = 100 °
2t ® o ° = 200 ° EVD ® "o °g, °
~ ©o o © 5 100t sor @ o
0 1 1 1 1 1 0 0 1 1 1 1 1
200 250 300 350 400 450 oL 230 300 350400450 550 250 300 350 400 450
IgD (ng/mL) IgD (ng/mL) IgD (pg/mL)
2 AML EE sIgD /K E5E LK ZIEIRAE X
Fig.2 Correlation of sIgD levels with routine laboratory parameters in AML patients
2.0 - O Control 20 - O Control
© IgD(0.1 pg/mL) o © IgD(0.1 pg/mL)
0 1gD(0.3 pg/mL) e1®i O IgD(0.3 pg/mL)
) © IgD(1 pg/mL) —F 5 O IgD(1 pg/mL) o ok
5 1.5 O IgD@3 pg/mL) o 1.5 ©IgD(3 pg/mL) ° 1e)
S © IgD(10 pg/mL) g 0 IgD(10 pg/mL) . © or©°
= ok O =] =
.8 =t * ®)
= o = o)
E] 1) 2 (@)
EF o o Eof
7 oy a o
D¢
0.5 0.5
24h 48h

3 IgD X} Molm-13 4HBIiE 71 I 540
Fig.3 The effects of IgD on the viability of Molm-13 cells

*P<0.05, **P<0.0L, *

2.6 IgD Xf Molm-13 A& LR BN s
AbF 5% i A K B 19 Molm-13 4fiJifl, 55 IgD (1.3 .10
pg/mL) FE[EIIE SR 2 i 5 WEe s g . 4k
LRI 25 3 R, 1gD (3 .10 pg/mL) A B &g 42
i Molm-13 4HfERYsafE (P <0.01) , WL S,

2.7 IgD Xf Molm-13 ZHAUATHIRMm IELT
KR K T B9 Molm-13 4l g, 5 IgD (1.3.10 pg/
mL) 5 48 h J5 , A H Annexin-V Fl PI 2% Yepsh XL
P, LR PR, IgD (1.3 .10 wg/mL) AT
Molm-13 I T-(P <0.001) , WLIE 6,

2.8 =RERFESH WELTXHEAEKBDY
Molm-13 #iifits, 5 1gD(1.3 .10 wg/mL) 5 24 h j5,
WCAR AR ML , W FEAS IR N R kA T 25 S B R 434
IRl KEGG HEMT, ZEREF B EE
R3] MAPK {5538 %, 4271 TgD 7] RE i %3 5%
Mg Molm-13 40 Jfl (4 S T, LK 7.,

i

AML J&—Fp R 2LV ¥ 2R G AE , AL 3
B I AEATREREAR . RIERGAE AML (1% R i

3

“* P <0.001 vs Control group.

J& SAayT iy R A A, A AL RS
& AML, WA REHESN H L I s s o AR by i
RGP EE PRI T, Tg 768 AML i) S5 RIB
G S IL S0 TIT B 4 3 o A1 i 928 b SR AL )
M) 4 58 W PR 45 3 452 A5 B AML 41 Jifg (%) A= K R A7
e

TgD (1% 3= SEAE TS 15 S SO F 2 5 g &
SRV, 5 2R B VA OC . PR i
I, 1gD 72 A B S e B 1 & A Pl 6 B
ZAEH, BN, B 52 XI5 & (rheumatoid arthri-
tis, RA) ™% I RGP LLBE AR (systemic lupusery-
thematosus, SLE )" 25952 95 1) % = %5 4] 4 5%, RA |
SLE 3% Il 7 TgD B 2305 7K - 2 v 7 4 B Xof 1
o gD BRG0P 1Y O B Y 5, e B PP IRGE
SEREERAL, IgM-1gD + B 20 50 3h i) slgD 7] F %4
B S AR ), 0 S VT R R R 4 A 5 R
FRERIE 3 SRR R R A Y X — R BT
FERR AR IR HRBT T o BEAh, TgD RE 5 b 3L
PR ,  a JR A R i 2 SR AT
TR AR AU 38 1 S LD RE , iR 7E — & 2
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Control IgD (1 pg/mL) IgD (3 pg/mL) IgD (10 pg/mL)
1.5K
250
200 200
1.0K 150 150 200
FITC-A subset FITC-A subset FITC-A subset 150  FITC-Asubset ah
59.7 100 623 100 66.9 773
500 59.7% 62.3% 66.9% 100 77.3%
50 50 50
0 ) . 0 ) 0 0 3
0 10° 10° 10° 10 0 10° 10° 10° 107 0 10 10° 10° 107 0 10° 10° 10° 10
1.2K
12K
10K 1.0K
900 900 %00 800
00 FITC-A subset 600 FITC-zzjzbset 600  FITC-A subset 600  FITC-Asubset 4sh
59.4% 64.2% 400 73.0% 400 78.0%
300 300
= 200 200
=
15)
O 0 i 0 ) 0 ) 0
0 10° 10° 10° 10 0 10° 10° 10° 107 0 10 10° 10° 10 0 10 10° 10° 107
FITC-A
90 - © Control 90 @ Control
. O IgD (1 pg/mL) . © IgD (1 pg/mL)
> gol © 1eDCugml) ok > %0 @ 1¢D (3 pg/mL) ¥
= O 1gD (10 pg/mL) e} =2 O 1gD (10 pg/mL) * ©]
5] * B Ox O
151 'C_):% 151
E o (o] % £ 30 5
S 60 Q2 60
= O—l_O S ° o
G G
o D o o
.5 50 "g_ 50 F
g g
& a0 | © S 40t
S S
- —
~ A~
30 30
24 h 48 h
4 IgD Xt Molm-13 £ fif i 52 it 4 Ml
Fig.4 The effects of IgD on the proliferation of Molm-13 cells
*P<0.05, **P<0.01 vs Control group.
200 *k @ Control
*k D%C © IgD (1 pg/mL)
© IgD (3 pg/mL)
o O 1gD (10 pg/mL)
150
. Q E 3
Control IgD (1 pg/mL) B
E T
= 100 (@)
>
)
=
5]
@]
50 F
0

IgD (3 pg/mL)

IgD (10 pg/mL)

5 IgD %t Molm-13 20 ff1 &= S 2 B B 22 1

Fig.5

** P <0.01 vs Control group.

The effects of IgD on the colony formation ability of Molm-13 cells
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; Control ; IgD (1 pg/mL) IgD (3 pg/mL) IgD (10 pg/mL)
10 4 w 10:0:1 a2 107‘_‘m a2 107‘@1 w |
106 0026 054 106 0026 047 106 UOEY uan 106100” 047
3 3 3 3
104 104 0:47% 104 0.40% 104 0.47% |
10*3 10 : 10 10°
10 10 2 5.89% | o 4.12% 10° |
04, O : 04, = 04
R I A8 G S B R M 1 o A
e v1F014TC105 10° 10" 0 10" 10’ 10° 10’ 0 10" 10" 10° 10’ 0 10" 10" 10° 10’
nnexin-
10r @ Control
g ] O IgD (1 pg/mL)
2 °rf° @ 1D (3 pg/mL)
z 6 o o*** G IgD (10 pg/mL)
7 o Q Fokk
¢ Og B 6 IgD Xt Molm-13 £H i T- B 400
o (o] ==
55 4 Fig.6 The effects of IgD on the apoptosis of Molm-13 cells
G
;\2 2L *** P <0.001 vs Control group.
0

7 KEGG FS@ERIETRISNE

Fig.7 Functional annotation analysis diagram of KEGG signaling pathway

JERAERE T AR RGP, Bk R R AL R
AN BRgEAR R B, B 1eD PR TE B P R rh
XoF G fifk B B s e A ek B SR B BRARVE
[Fi) I A 240 5 1 A R AR S 2 B A D RE

IgD 5 ML % 2R G890 o 25 DI AH G, TeD & 46 8
(multiple myeloma, MM ) J& % A ZA KA — Fl 5 IgD
FHORHY B 4GP, MM ML slgD 193%
A B TR SRR B A ELR ( dif-
fuse large B cell lymphoma, DLBCL) #1 T-ALL J&i&

I ZR S8 AL IR, PRETZL F S & B, DLBCL (85 ik
B2 B A 1gD 32K W2 19, DLBCL A1 T-
ALL 3 5 E i3 o TeD KB Th s o A IR
WA B, AML (838 1g JKF 2 35 JF &, i 1D 7
AML f5 H HAR R R P AR FIBL A R WA I8
Wi i ELISA JA00 1 37 fli218 ly AML )85
MG slgD 7KF-o S5 R A AML (835 S H 1+ Y
slgD 7K 7 0 35 7t &1, $275 AML 28 Jfl b 43 W 85 22 1Y)
slgD o S BB GE T H 5 R, BEAT BOURBRA R &R
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By AR, Won AML G835 1L H slgD 5 RBC,
PLT 1 Hb A1, $275 TgD AIHEZ 5 AML 14k 3
HFE, AN, SRRy 37 B AML 35 FMS A
1% A BRI i 3 ( FMS-like tyrosine kinase-3, FLT3) €
s NBCA 29 ), 5 E 78. 4% ,FLT3 2 AML A f &
DLE) S FE R 22— i W B 2 7 AML 357 2% 0 491 1)
30% ,2170% ~80% & K B A FLT3 /48,5 4F
HEAFARAR T 30% ', Molm-13 41 g e U5 T — 1 5
& AML B3, #5407 FLT3 5878, & AML &5 fili F i
I MR Z —, RS FLT3 {55 78 B0S
PR ARRERY % SCRY TeD = /K1 20 il B
55, BB 1gD MRS n] #4558 Molm-13 4135 J A2 k40
JRLIE B HE A i v 2 AT ER, TR ] Molm-13 241 ]
R T2, B T R0 TgD Al i #F Molm-13 4 Jifg 114 8-
WagE , 33 AML iy AR R . O THIRER gD f ik
Molm-13 4l 5 38 8 i) AL, PR ZH X TgD 3l
J& 1 Molm-13 20y 747 22 5 HE P 43 A, 475 TgD Al
B Molm-13 4fi jfi 3% 11 3% 78 7 I T BB 5 MAPK {55
WA K ITAERRFIE SRR, AML /93597 24
A T T 7 5 R 7 3 A 1o 2 S Y
054 FLT3 (IDH1/2  BCL-2 ,CD33 28 (% 25 1787
CIAS—Elm Rt i, Jy B 52 it T ZRYIG YT ik
$Eo IgD 16 AML 4 v 1% 5 A T LR TgD i
VFREVE RS AML (BT 48 i, gF— 2D 0GE AML |
BITRCR MBS

25 LTIk, TgD RIRELE AML Y & 2 K& e v & 44
HEAEM UG T 1gD Al MAPK {5558 % 4 7
Molm-13 {75 J7 14 58 14 12K A2 #F Molm-13 1) 57
Wik, 25 AML [k #e . TgD AT BBy — M 7E
ARRGY LA, D AML IR 7T RERT 75 10 o
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22.58), neonatal pneumonia (OR; 4.79, 95% CI. 2.83 -8.10) , and frequency of respiratory infections in the
first six months ( =3 times vs <3 times, OR: 5.18, 95% CI. 3.10 -8.67) (P <0.05). The areas under the
ROC curve (AUC) for the training and validation sets were 0. 889 (95% CI:0. 844 —0. 934) and 0. 959 (95% CI .
0.923 -0.995), respectively. The calibration curve showed good agreement with the ideal curve, and decision
curve analysis demonstrated high net benefit for predicting wheezing. Conclusion The nomogram model based on
independent risk factors for wheezing in preterm infants provides a high level of accuracy and may serve as a useful
reference for clinical practice.

Key words preterm infants; wheezing; pulmonary function; risk factors; nomogram; predictive model
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The effects of IgD on the proliferation and apoptosis of

acute myeloid leukemia cells Molm-13
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Abstract  Objective To investigate the role and related mechanisms of IgD on the viability, proliferation, apopto-
sis, and other functions of Molm-13 cells. Methods Peripheral blood serum was collected from AML patients and
healthy controls. The slgD levels were quantified by ELISA. For in vitro studies, Molm-13 cells were treated with
varying concentrations of IgD. Cell viability and proliferation were assessed via CCK-8 assays, CFSE staining, and
colony formation assays. Apoplosis rates were determined using an Annexin V/PI apoptosis detection kit. Prelimi-
nary exploration of the mechanisms related to IgD-induced proliferation of Molm-13 were analyzed through differenti-
al gene analysis. Results Compared with healthy controls, the levels of sIgD in AML patients were significantly el-
evated (P <0.001). IgD treatment dose-dependently increased Molm-13 cell viability and proliferation ( P <
0.05) , inhibited apoptosis rates (P <0.001). Conclusion The expression of IgD in the peripheral blood serum
of AML patients is significantly higher than that of healthy controls. IgD promotes the viability and proliferation of
Molm-13 cells, and reduces apoptosis.
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