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Effects of Venekra on proliferation and apoptosis of acute myeloid leukemia cells

WE: B8 W 4E s sohi (Vene) 3l ¥/ RNA - 410 - 3p(miR - 410 -
3p) /=il B TR 1 BI(HMGB) ffix 2k r&FEmfp@(AML)QmH@i‘Eﬁﬁuﬂt
FIFEN . F7i% K THP1 4IAERENLA: 5t B2 (IE #5557 ) \SEE02H (100 nmol -
Vene 4bF) .inh — NC 41 (523541 + % 44 inh — miR - 410 - 3p FAPEXFAR) Linh -
miR -410 - 3p 41 ( 254 + F5Y% inh — miR —410 —3p) ,inh — NC J¢4 sh - NC 4
(inh = NC 4 + %4 4% sh — HMGBI1 44 %} #4) .inh — miR - 410 - 3p Bt 4 sh - NC
20 (inh — miR =410 =3p 41 + 4542 sh - HMGB1 BHPEXT#E) .sh — HMGB1 41 (inh -
miR —410 -3p 4] + %Y sh - HMGBI1) . F 55 B 5 7 o 3845 i 4 2 o A )
miR —410 = 3pF1 HUGB1 mRNA (X235 /K-, I S 96 52 30 /6 il HMGB1
MY PHPEFRIRAE DL, I 5 - SHRdE - 27 — BiAEUR T (EU ) 744600 44 i 3 58 1% 00,
AR B ED S A B bk I 4R — 2(Bel —2) Al Bel =2 #H36 X 8 11 (Bax) 1945
AT IR 8558 STHEZE 52804 .inh - NC 4 \inh - miR - 410 - 3p 44,
inh - NCE£4 sh — NC 4 .inh - miR —=410 - 3p B¢4 sh — NC 4 .sh - HMGBI 411y
AR A miR - 410 -3p 4B X} 3R 38 K 43 B 1,00 + 0.15,3.76 = 0.31,
3.64 £0.33.1.69 £0.20.1.00 0. 17 ,0.42 = 0.06.0. 89 +0.07, HUGBl mRNA
FEXF 22 3K K 405 1,00 £0.13,0.62 +0.07,0.65 £0.06,0.93 +0.11,
1.00+0.15,1.93+0.21, 1.14 + 0.16; %} 08 20, 52 % 41, inh - NC #4.
inh - miR -410 - 3pZ i) HMGB1 AHXF 56K 4352 1. 00 0. 16 0. 55 £0. 07,
0.58 +0.08 .0.82 +0. 14;inh — NC Bt 4 sh - NC 41 .inh - miR - 410 - 3p Bt &
sh—NC 4. sh—HMGBI 41 1% 40 M 34 55 3 4> %] K (11.46 = 1.95)% .
(37.82+5.31)% . (16.14 £3.05)% , Bel — 2 25 (4 A0 X} 35 35 7K F 40 51 K
1.00 £0.14 4.17 = 0.39,1.33 + 0.18, Bax & [ #H % 32 3k /K F 4% % K
1.00+0.16.0.32 + 0.08.,0.91 £0. 13, %} M 2H i [ R $8 45 5 52 36 41 1o 4%,
inh — miR =410 - 3p4 ¥) FiRFEFR S inh - NC 4 [b4%, inh — miR - 410 - 3p Bt &
sh - NC 411 iR 45455 inh — NC B:4 sh — NC 41 He 4, sh — HMGBI 41/ ik $%
FRl5 inh - miR —410 = 3p B4 sh - NC 21 ke, fEGEH 2% 1 25 S it X
(#P<0.001), £ Vene 1] LI@ TR miR — 410 - 3p/HMGBI Bl AML
M AT S AML 4 A JE T .
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Abstract; Objective
cell proliferation and apoptosis in acute myeloid leukemia ( AML) by
regulating the microRNA - 410 - 3p (miR — 410 - 3p)/high mobility
group protein Bl (HMGBI1) axis. Methods

divided into control group ( normal culture ),

To investigate the effect of venetoclax ( Vene) on

THP1 cells were randomly

experimental group
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(100 nmol + L™" Vene treatment) , inh — NC group ( experimental group + transfection of inh — miR - 410 - 3p
negative control) , inh — miR =410 - 3p group (experimental group + transfection of inh —miR =410 -=3p) , inh - NC
combined with sh — NC group (inh —NC group + transfection of sh — HMGBI negative control) , inh —miR —410 -3p
combined with sh — NC group (inh — miR —=410 —3p group + transfection of sh — HMGBI negative control), sh —
HMGBI group (inh —miR —=410 —3p group + transfection of sh — HMGBI). The relative expression levels of miR -
410 -3p and HMGB1 mRNA were detected by real — time quantitative polymerase chain reaction; immunofluorescence
assay was used to detect the positive expression of HMGBI ; 5 — ethynyl -2’ — deoxyuridine ( EdU) was used to detect
cell proliferation; Western blot was used to detect the relative expression levels of B lymphocytoma =2 (Bel —=2) and
Bel -2 associated X protein (Bax). Results The relative expression levels of miR —410 —3p in the control group,
experimental group, inh — NC group, inh — miR - 410 - 3p group, inh — NC combined with sh — NC group, inh —
miR - 410 - 3p combined with sh — NC group and sh - HMGB1 group were 1. 00 0. 15, 3.76 £0. 31, 3. 64 +0. 33,
1.69 +0.20, 1.00 £0.17, 0.42 £0. 06, 0. 89 £0. 07, respectively; the relative expression levels of HUGB1 mRNA
were 1.00 £0. 13, 0.62 +0.07, 0. 65 £0.06, 0.93 +0. 11, 1.00 0. 15, 1.93 £0.21, 1. 14 +0. 16, respectively.
The relative fluorescence levels of HMGBI in the control group, experimental group, inh — NC group and inh — miR —
410 - 3p group were 1.00 0. 16, 0.55 £0.07, 0.58 £0.08, 0. 82 +£0. 14, respectively. The cell proliferation rates
of inh — NC combined with sh — NC group, inh — miR =410 —3p combined with sh — NC group and sh — HMGBI1 group
were (11.46 £1.95)% , (37.82 +5.31)% , (16.14 £3.05)% , respectively; the relative expression levels of
Bel -2 protein were 1.00 = 0. 14, 4.17 £0.39, 1.33 +0. 18, respectively; the relative expression levels of Bax
protein were 1.00 £0.16, 0.32 + 0.08, 0.91 + 0.13, respectively. The differences of above indexes were
statistically significant between control group and the experimental group, between inh — NC group and the inh —
miR - 410 -3p group, between inh — NC combined with sh — NC group and inh — miR —410 - 3p combined with
sh = NC group, between inh — miR =410 —3p combined with sh — NC group and the the sh — HMGB1 group (all
P <0.001). Conclusion Vene can inhibit the proliferation of AML cells and induce apoptosis of AML cells by
regulating the miR —410 —3p/HMGBI1 axis.

Key words: venetoclax; acute myeloid leukemia; microRNA; high mobility group protein; B — cell lymphoma -2

cell apoptosis

S #E P A 15 (acute myeloid leukemia, AML)
S — O IR G P , P  BOEE h E AR HA
YA FE AR R O BN L S UL 2R Y A
HRAGE' . 4E 4% 58 HL (venetoclax, Vene ) fi: B i B
AMIIE -2 (B - cell lymphoma —2,Bel —2) #1iil 24,

GEEEpp

1 ##
YR HS -5 40 (1E % ACE B8 A0 ) |

AR A Bel -2 H A (2 A e A T, 2
BOHF YT AML2 B 5 R W, B/ R A R -
410 - 3p ( micro ribonucleic acid - 410 - 3p,
miR —410 -3p) Z 545 FL IR 5 U 55 IR 20
JE A XA A S A O A TR 18 R PR i R A T
FAEMY . ISR (1 B1 (high mobility group
protein, HMGB1 ) J& 55 i J83 £ 56 1 9 4% & [N, L 57
WA, 5 ML AR A3 B R T AR R AT
AR AR BB AR I Vene il F I
miR —-410 - 3p/HMGBI1 #i X} AML 21 fifd 3% 58 A1 5 1=
AR D, LA DA 4 0 R A 114 W R A i 0 A b S 4
f—3E B S o

THP1 40 (2 PERE R E s 40 ) \HEK - 293T 4]
(NIRIG'E 41 293) , 240 B S BCE R TR B A
FRAF],

HmE5RAA Vene, 4fi if: 99.97% , it 5.
S804820, £ [H Selleck /A wl A7, ALK K Eagle 55
FH/E IR AW F - 12 (Dulbecco’ s modified eagle
medium/nutrient mixture F - 12, DMEM/F - 12) |
HMGBI HH R AHT Bel -2 FUEAHE Bel -2 A1 X i
I (Bel =2 — associated X protein, Bax ) FL &84 . LU 2E370
B Alexa Fluor 647 Fric —Hi . 115t B E AL D)
liff ( horseradish peroxidase, HRP ) %5 it — $i . Lipo-
fectamine™ 2000 % ¥ it F| . B ST e 9% UL BE ( radio



Chin J Clin Pharmacol

357

Vol. 41 No. 3 February 2025 ( Serial No. 425)

immunoprecipitation assay, RIPA ) 7§ [ 24/ Wk, 35 [E 5%
B R B AR A miR - 410 - 3p B
(miR —410 —3p mimics ) , miR — 410 - 3p #J | ¥
(miR —410 -3p inhibitor, inh — miR - 410 - 3p) .
HMGB1 #i1|%) ( short hairpin HMGB1,sh — HMGB1 ) |
7 A BIHEXT B (NC mimics inh — NC (sh = NC) X
B BB LY, Y bR T AR TR
U PR B 42 77 s TRNzol Universal 5% B 4% B ( ribo-
nucleic acid, RNA) $2 G , Jb 50 AR A LR A BR
INFIHET? s —SF ] R ( bicinchoninic acid, BCA) & [ 1%
R a0 A, b T IR AR ) R BOAT BRA B A s e
JGER S FE PRI R & 5 - SHuBE -2 - i 4EUR
F (5 — ethynyl =2’ — deoxyuridine , EAU ) ZJf] J{fg 34 % £6: )
R & A0 S A6 3R] — 8 (cell counting kit -8,
CCK -8) , ¥yl 138 = RAEW AR BRA A A2 77
TB Green Premix Ex Taq'" Il ,PrimeScript™ RT Master
Mix 385 & , ¥ i H A< Takara Bio 24 m] 427",

{28 LightCycler 96 52} %¢ Y iE 1 B & Wi 5
JZ MW ( quantitative real — time polymerase chain
reaction, qRT — PCR) ¥, Fi £+ & K 2 &) J i
GFM - 20049 %2 0t 2 BBt , b i % U488 A R
oy E 7 s CL750 8 [ Bl i 52 {3 | Varioskan
LUX 4x BB AR A, ¥ O 5 ) 3% 3K 6 Z- B 5 4 w1
77 o
2 ZEW/HE
2.1 fHpa¥Es

A S DMEM/F - 12 353+ 3 (56F 10 %
AR 1 % H 8RR - iR RIEW) 37 C5%
CO, 25 N EE TR, A0 1| d EHREE R
2.2 HpasrESRETE

B A KT THPL 4i i RAAEFL 1 x 1074420
T 6 fLA, J] Lipofectamine™ 2000 £ iy %% Y4357 43
SFEYe inh — NC . inh - miR - 410 - 3p.inh - NC +
sh = NC.inh - miR - 410 - 3p + sh — NC,inh — miR -
410 - 3p +sh — HMGB1,6 h Ji5 g 55 35 3L A0 8 s Yu
ARG IR ISR AR S T U 24 h 5
THPL Ao 1 T 5 22585

THPL 2 Jfg 73 o X R CIE 7 15 97 ) L Si s 2
(100 nmol + L™" Vene 4bFf) .inh — NC £ ( SZE34 +
59 inh — NC) .inh — miR —410 - 3p 41 (SZI0 4 + 4%
Yuinh — miR - 410 - 3p) ,inh - NC Bt 4 sh — NC 4]
(inh = NC 4 + %44% sh — NC) .inh - miR —410 -3p ¥t
4 sh = NC 4 (inh - miR - 410 - 3p 4 + %%
sh —NC) .sh - HMGBI1 #{ (inh - miR -410 -3p 4{ +

Byt sh - HMGB1) ., HS - 5 4 Jf iE % 55 5%, ic 4k
HS -5 41,

2.3 WHKEEMIBEEE RN miR — 410 - 3p 70
HMGB1 fyBE X 7"

Starbase T HMGB1 1 miR - 410 - 3p A% [m] 56
2,5 A 5258 55 4 miR - 410 - 3p Al
HMGB1 1) ¥E ) )¢ 25, # #2 HMGBI 1y #f 4= B (wild
type, WT) JFORLFIZE2 ) (mutant type, MUT) JickL, 4
XK I HEK - 293T U LARRAL 1 x 10° ANk
F 6 fLAR ', F Lipofectamine™ 2000 4 fifg % 44 i 5,
#+ HMGB1 WT A1 HMGB1 MUT 4351l 5 NC mimics /I
miR =410 - 3p mimics 45 YL 2= HEK - 293T 40 g, %
Yt 48 h J5 i W IEOE R B 2 RGN DOE R
T
2.4 ¢RT -PCR %4l miR — 410 - 3p 1 HMGB1
mRNA %t ik k£

Ff] TRNzol Universal £ RNA 207 & 2H 40 i
R ELE RNA A Plrim(-:-ScriptT\4 RT Master Mix &5 &
B H R 554 cDNA | ] TB Green Premix Ex Taq™ Il
FEH, LL U6 FIH I -3 — W R I A B ( glyceralde-
hyde — 3 — phosphate dehydrogenase, GAPDH ) i N £,
F 2 724543 miR - 410 = 3p Fil HMGB1 mRNA AH%}
FIrKFo
2.5 CCK -8 LI #ill & 4 44 THP1 40 ff g9
EH

W £ A0 A0 M4k F 96 FLA (AL 1 x 10° 441
M) H B ik 2. 27 A DL K43 T 010 Al
100 nmol - L™' Vene &b P, #% B CCK - 8 i3] & Ut
B, A AR S R A O3 A1 B % B 18— i AL
EALIMA CCK -8 ¥ 10 wL IfF 37 CHEFE 2 h,
FHBGEAR SR I 2% 2H 40 M 7E 450 nm Zb 1) %5 2 5 ik
193 o
2.6 HREIEKIATZEAE S HMGBI §PR 4R IE
'I%E;R[SJ

MRS 0.3% phiFiE X — 100 ( Triton X - 100)
iy PBS B4k, 5% T 10 % 4 Ifl 3% H & A ( bovine
serum albumin, BSA ), 31 5 HMGB1 = 4 % 5 $T
(1:500)7E 4 C R F LA . HILFEHS Alexa Fluor
647 HRiC —HT(1:5 000) 7£ 37 C T F AL 1 h,
4" 6 — " JpkHEE -2 - FRILm|E (47,6 - diamidino -2 -
phenylindole , DAPT) JUlPRE 4 i A% 4 £, 10 min, FF-7EZE
pTAT G AP 8
2.7 EdU SRieili% 4 THPL MiiHEmE"

T IR BdU GG G U W 45, K 3 A 21 96 fLk h Y
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A (AFFL 1 x 10°A 2 ) 7 20 wmol - L™ EdU £ o
W37 CE53E2 h, 4% REEREE 0.5 h, 7 0. 1%
Triton X 100 % il 5% 7 20 min, fizJ5 JEATHEOG YL (0,
MZOE B MRS IR A e A
2.8 FEBERENEEKN Bel -2 0 Bax W& B X
sk

FH RIPA 2t 24 fif Y0 Ah 35 400 ., 9K T A 4% 201 4 i
TR IR 1, BCA B2 &0 i 2 ke e, U
50 pg FEAT A+ ke LR R BN - R DY M TE e B I
(sodium dodecyl sulfate polyacrylamide gel electrophoresis,
SDS - PAGE ) LYk 785 (12% Wy B ) , e e 5 e B
I R — 3 £ K ( polyvinylidene fluoride,, PVDF) fi |-,
JIE 5% BSA g b 9 Tris 22 vf £ 3 W (s
buffered saline with Tween, TBST) 3} [ 553% 2 h, 23 3|
JMA Bel =2 —$(1:500) \Bax —(1:500)4 C 7
WEE, WH vk E AL A B B HRP FR il 4t
(1:5000) , % iRPFE 2 h f5 TBST YEAR . FHEER LA
R4, LA GAPDH SN2, ] Tmage J 353 B 451 11
JRIEAE
3 GZitFEAeE

FH SPSS 26. 0 B AR AT GE T 0 Mo TF &R BB
x x5, A A LR B R - 07 2200 #r , W A L s D
LSD — ¢ 555

# R

1 HMGB1 2 miR -410 -3p By B H404R

THP1 4t 53 A%t BEZH (IE % 85578 ) S92 (100
nmol + L™ Vene ZbFH) inh — NC 21 ( 5230 4H + 5 e
inh = NC) .inh —miR —410 - 3p 41 ( SZI&4 + &% 44 inh -
miR -410 —3p) .inh - NC (55 sh - NC 41 (inh - NC 41 +
YL sh — NC) ,inh - miR — 410 - 3p B¢4 sh — NC 4
(inh — miR - 410 - 3p 41 + ¥ 4% sh — NC) ,sh -
HMGB1 41 (inh — miR - 410 - 3p 41 + 5 Y sh —
HMGB1) , HS -5 4ii it f1 THP1 40 Jifd iF & 55 3%, 43 91
Ol HS -5 0 FIx) BR4H .

j# 1 Starbase TEZR Wyl %f miR — 410 - 3p 1 #0JE
P4 T FU A 347, &30 HMGB1 & miR —410 -3p [
WEREAR (B 1) o WEOGRFE PRI 45 2R 2 7R, NC
mimics 41 /) HMGB1 WT 1 HMGB1 MUT %% 3% P 4%
B3 2.37 +0. 18 F12.29 £0.20,miR =410 —3p mimics 2]
i) HMGB1 WT 1 HMGB1 MUT % 96 & 1 4> B K
1.64 0. 11H12.32 £0. 17;miR — 410 - 3p mimics 41

HMGBI1 5'..GGAGUGCUGUUU-UGUUAUAUA..3'

miR-410-3p 3' . .UGUC-CGGUAGACACAAUAUAA.. 5'

1 Starbase B/ RNA - 410 = 3p(miR 410 —3p) /75
LR AIRE T B (HMGBL) HIRE 10 C R M 45 G AL KA
Figure 1
ing sites of microRNA —=410 —3p (miR - 410 -3p) /high mobility
group protein Bl (HMGBI1)

Plot of Starbase’ s prediction of the targeting and bind-

5 NC mimics 2 Fb %7, HMGB1 WT 2% Y615 5 Z R A
(P <0.001), HMGB1 MUT #% ¢ 7% M G i 35 2%
(P>0.05), qRT - PCR S5 45 ) 7, HS =5 201
miR =410 =3p 1 HUGB1 mRNA %} 3235 7K 4331 K
1.00 +0. 1871 1. 00 0. 16, %t B 4H i) miR - 410 - 3p
F HMGB1 mRNA X} 23k 7K F 43 5] 24 0. 31 = 0. 06
F12.19 £0. 31 ; % H84H 5 HS -5 20 L8, miR —410 - 3p
FHXT 2R 3K 7K i 25 B AN, HMGB1 mRNA A X} 2 35 7K
- 2 T R (35 P <0.001)
2 Vene #)%) THP1 ZHBR9E S

CCK -8 Zfiih Jy52u g S 8 % ,0,10,100 nmol - L™
Vene 24 ) W i 45 1 F, THPL 40 g 19 3% 7143 51 Ky
(100.00 +19.25)% .(86.11 +14.82)% (61.19 +8.43)% ,
50 nmol + L™" Vene Z5¥¥k BEAH L, 100 nmol + L'
Vene 2541k B5 5 F T 1) THPL ZH B 975 1 B
[ (P <0.001),10 nmol - L™" Vene 24§ ¥y ¥k Jif 2%
fF W THPL 40 il 9 3% ) T W & M = &
(P>0.05).
3  Vene @12 i# miR - 410 -3p T HMGB1 F£Kix

qRT - PCR L5425 S W om , X BR 4\ SC 560 4 L inh -
NC 41 .inh — miR - 410 - 3p 41 (% miR - 410 - 3p
mRNAF T F357KF-43 54 1. 00 0. 15 3.76 +0. 31,
3.64 +£0.33 1. 69 +0.20, HIGB1 mRNA H{{ %%k /K
SE43 51k 1,00 £0.13,0.62 +0.07.0.65 +0.06,
0.93 0. 11; 5% 5 240 5 X B4 bh %8, miR — 410 - 3p
mRNA FHX} B IR 35 Ty, HMGB1 mRNA A&
RO BB AR (2 P <0.001) ;inh — miR =410 - 3p
245 inh — NC 2 Fb4,miR — 410 —3p mRNA A%}k
KT 2 A, HMGB1 mRNA A X} 3% 3K 7K F i 2 Ft
(¥ P <0.001) , GEedaE R R, X A4 S5
4 .inh — NC 41 .inh — miR —=410 - 3p 41 () HMGB1 #j
SF5e 6 K 4 5 1.00 + 0.16.,0.55 + 0.07,
0.58 0. 08 F10. 82 £0. 14; 52 5 4 5 X B8 41 L %,
HMGB1 # X} %¢ 3 7K F & 2 FE % (P < 0.001 );
inh - miR —410 -3p4 5 inh - NC 41 [L %, HMGB1 #H
X 5K 2 T (P <0.001) , WL 2,



Chin J Clin Pharmacol

359

Vol. 41 No. 3 February 2025 ( Serial No. 425)

Control Experimental inh-NC

&2 P& PRI 4% 2k BRZHL 40 g HMGBL 4 B 2235 1 0
( ><200)
Figure 2

inh-miR-410-3p

DAPI HMGBI1

Merge

Immunofluorescence was used to detect the positive
expression of HMGBI in each treatment group( x200)

Control group:THP1 cells were cultured normally ; Experimental group: 100
nmol - L™" Vene treatment; inh — NC group: inh — NC was transfected on
base of the experimental group;inh —miR —410 —3p group:inh — miR —410 -3p
was transfected on the base of experimental group; DAPI:4" 6 — diamidino —

2 — phenylindole.

4 Vene @i miR — 410 - 3p/HMGB1 4] ] THP1
4 e R 1 5E
qRT - PCR 2286 25 R il 7, inh — miR - 410 - 3p

B4 sh — NC 415 inh - NC Bt sh — NC 41AH EL , 40
miR — 410 - 3p By A XS £ 38 K7 B 3% T B, HMGB1
mRNAMH XS £ 3E 7K 8 2% b Jb; sh — HMGB1 4 5
inh — miR =410 - 3pHt 4 sh — NC ZHA4H L, 40 MY miR -
410 - 3p WIAEXSRIB K- B2 BT, HMGB1 mRNA 4
XK B TRE(BP <0.001) , EAU 525545
K, inh - miR -410 -3pHt4 sh - NC 25 inh - NC

5 sh — NC Z1AH bL, 40 i 3% 58 5 25 T &5 sh -
HMGB1 2§ 5 inh - miR =410 -3pHt& sh — NC 4 #H
LU, 4 Al A B AR (2 P <0.001) o & T Ep
Tzt B 5 7~, inh —miR -410 -3pik & sh - NC H 5
inh — NC B 5 sh - NC 240 [, 4 Bel -2 25 AR XS
FBAKF- B3 BT, Bax 8 AR SR3KKF 25 T B 5
sh — HMGBI 245 inh - miR — 410 - 3p B4 sh - NC
AR, A Bel -2 2 FUARXS k7K P i 3 T B, Bax
HEARFRIRK- 2% BT P <0.001) , &K 1,

R AU HE DI KK S5 R S T8 AR IR K- (% 5,0 =8)

Table 1 The relative gene expression levels, proliferation rates and relative expression levels of apoptotic proteins of cells in each group

(x+s,n=8)

Item inh — NC combined with sh —NC  inh - miR —410 -3p combined with sh - NC sh — HMGB1
miR —410 —3p mRNA 1.00 £0. 17 0.42+0.06" * * 0.89 0. 077
HMGB1 mRNA 1.00 £0. 15 1.93£0.21 " "~ 1.14 £0. 16™*
Proliferation rate( % ) 11.46 £1.95 37.82+5.31*** 16. 14 +3, 05%#
Bel -2 protein 1.00 +0. 14 4.17 £0.39* " * 1.33 +0. 18%#
Bax protein 1.00 £0. 16 0.32+0.08" "~ 0.91 £0. 137

Inh — NC combined with sh — NC group:Sh — NC was transfected in the inh — NC group;inh — miR — 410 —3p combined with sh — NC group:Sh — NC was

transfected in the inh — miR - 410 - 3p group;sh — HMGBI1 group: sh — HMGBI was transfected in the inh — miR — 410 — 3p group; Compared with the

inh — NC combined with sh — NC group, *** P <0. 001 ; Compared with the inh — miR —410 —3p combined with sh - NC group, P <0. 001.

o

AML B2 A B RUS: TR 245 78 4 389 i e 7 40
B G i 0] AR AT R B AR T R R
A Iﬁt?@%ﬁ%ﬁﬂﬁ%{%””‘i)“J%‘I‘ﬁTﬁﬁ WR
HTE) AML T30 32 W K36 T AR AR b R R

miRNA W] P4 R W FE AR R A 2k , 2 S A
AT A A2 A B R i 12 I S 1 L
B, BASU# SR i 7, miR - 410 -3p 52 ff
TR R A R AT O B AML AR G 1 AR
o AWFREURE R, XHIRANE S HS -5 M,

miR =410 = 3p XS KK 1835 T I 5 S 20 5 %)
HRALAEL, 4 P miR — 410 - 3p BRI KK
# ETE, UEH Vene RE{EHE miR - 410 -3p i, A
FE WA B2 o K B, HMGBY Wl B miR —
410 = 3p 19 IR R, XS R I 5 R P SRR 5
HMGB1 55 miR -410 - 3p $8 [ 254 . AbF5Eimd i
miR —410 - 3p £33 HMGB1 mRNA FI3E A 26K
FEIRAILER, 3278 HMGBL R RLgE miR — 410 - 3p #7)
T . HMGBL ARy —F S i i I8 T- A e B ki
H L 7EALRE AML 15 P 9 228 1 A7 RO e i
FIRMBETL . A OFFERY], HMGBL A {3 1o 41 i1 40
e T AR A A P A i ELSE i TS 2 O A Y B
PR F2 5 AML [ R AR AP R TE
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Vene 24 ¥ 1 M 2 fF &, 0 il THPL 48 ff1 N
miR -410 -3p)3 3L 5 , HMGBL [ 3R 3K K i 3 Tt
i, THPL 4 i (34 5 6 B o 44 55, 1fi i fIC HMGB1 1y
Fik, AT I 2 FEAIG THPL 26 i i 3 78 R . ik 5 X i Ay
SR B B SE LS R TSR TT_EE miR - 410 -3p
PRIk B ] 67 45T T DR e 3, 40 Al B U0 4 i
A AT A3 EREE RN, Vene A 38 1 14
¥2 miR — 410 = 3p/HMGB1 Sl il 40 g 458

Vene J&—Fh3E£E0E Bel -2 F1 AR I 25, 7] 4
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