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Abstract; Objective To investigate the effect of anemoside B4 on the

malignant biological behavior of non — small cell lung cancer ( NSCLC)
cells mediated by microRNA - 142 - 3p (miR — 142 - 3p) on the
expression of high mobility group protein Al (HMGA1). Methods

A549 cells were divided into A549 group (normal culture), anemoside
B4 group (100 pg + mL~" anemoside B4 treatment) , inhibitor NC group
(100 pg + mL™"'

anemoside B4 + transfection inhibitor NC treatment) ,
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miR - 142 - 3p inhibitor group (100 pg + mL ™" anemoside B4 + transfected with miR — 142 —3yp inhibitor treatment ) ,
si = NC group (100 pg - mL ™" anemoside B4 + co — transfected with miR — 142 - 3p inhibitor and si — NC treatment ) ,
si — HMGA1 group (100 pg + mL ™" anemoside B4 + co — transfected with miR — 142 - 3p inhibitor and si — HMGA1
treatment). Real — time fluorescence quantitative reverse transcription polymerase chain reaction (qRT — PCR) and
Western blotting (WB) were used to detect the expression of miR — 142 —3p and HMGA1. Cell proliferation, migration
and apoptosis were detected by 5 — acetylidene — 2’ — deoxyuracil riboside ( Edu ), Transwell and terminal
deoxynucleotidyl transferase — mediated dUTP — biotin nick end labeling assay (TUNEL). Results The miR — 142 - 3p
relative expression levels of A549 group, anemoside B4 group, inhibitor NC group and miR — 142 —3p inhibitor group
were 1.00 0. 14, 1.58 £0. 18, 1. 60 +0. 21 and 1. 12 +0. 16, respectively; the relative expression levels of HMGA1
protein were 1.00 = 0.23, 0.56 £0.07, 0.59 = 0.08 and 0.95 £0. 21, respectively; the proliferation rates were
(84.62+9.11)%, (62.15 £7.20)% , (63.89 +7.77)% and (76.35 +8.11)% , respectively; the migration
number was (156.23 £17.54), (80.65 £8.67), (82.15£8.96) and (111.55 £12.75) cells, respectively; the
apoptosis rates were (8.96 +0.95)% , (32.56 £3.56)% , (33.95 £3.79)% and (16.89 £1.92) % , respectively.
The proliferation rates of si — NC group and si — HMGA1 group were (75.98 +8.05)% and (64.52 +7.25)% ,
respectively; the migration number was (118.85 £12.98) and (86.95 +£9.21) cells, and the apoptosis rates were
(17.58 £2.02)% and (28.15 +3.13)% , respectively. The above indexes in A549 group were compared with
anemoside B4 group, miR — 142 —-3p inhibitor group were compared with inhibitor NC group, si —- HMGA1 group were
compared with si — NC group, the differences were all with statistically significant (all P <0.05). Conclusion
Anemoside B4 may inhibit proliferation and migration of NSCLC cells and promote apoptosis by regulating the
miR - 142 —3p/HMGALI axis.

Key words: anemoside B4; high mobility group protein Al; non —small cell lung cancer; cell apoptosis; biological behavior
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Table 1
proliferation of A549 cells(x +s)

Effects of anemoside B4 at different concentrations on

Group Cell proliferation rate( % )

(pg - mL™") " 24 h 48 h 72 h

0 8 100.00 +£10.12 100. 00 +10. 62 100. 00 £9. 52

10 8 98.32+9.77 95.12 £9.62 94.24 £9.51
50 8 92.15+9.33 86.23 £8.85 " 81.85+8.99"*
100 8 87.65+8.73" 80.25+8.58"* 72.86+7.98""

Compared with 0 pg - mL~" group, * P <0.05, " * P <0.01.
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Table 2 Comparison of cell proliferation, migration and apoptosis in each group(x +s)

Group n Proliferation rate( % ) Migration number(n) Apoptosis rate( % )
A549 8 84.62 +9. 11 156.23 +17. 54 8.96 +0.95
Anemoside B4 8 62.15+7.20** 80.65 +8.67 * * 32.56 +3.56 " *
Inhibitor NC 8 63.89 +7.77 82.15 £8.96 33.95+3.79
miR - 142 - 3p inhibitor 8 76.35 +8. 11" 111.55 £12. 75 16. 89 =1.92%
si —NC 8 75.98 +8.05 118.85 +12.98 17.58 +2.02

si — HMGA1 8 64.52 +7.25% 86.95 +9, 2144 28.15 £3, 1344

A549 group ; Normal culture; Anemoside B4 group:;100 pg - mL =" anemoside B4 treatment ; inhibitor NC group:100 pg - mL ™' anemoside B4 + transfection
inhibitor NC treatment ;miR — 142 - 3p inhibitor group:100 pg - mL ™" anemoside B4 + transfected with miR — 142 —3p inhibitor treatment; si — NC group:
100 pg + mL~" anemoside B4 + co — transfected with miR - 142 - 3p inhibitor and si — NC treatment; si — HMGA1 group:100 pg - mL ™" anemoside B4 +
co — transfected with miR — 142 - 3p inhibitor and si — HMGA1 treatment; Compared with A549 group, ** P < 0. 01 ; Compared with inhibitor NC group,
#pP <0.01 ;Compared with si = NC group,**P <0. 01.
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Figure 1  Cell proliferation, migration and apoptosis in each group

A:EdU was used to detect cell proliferation ( fluorescence microscope, x 100 ) ; B: Transwell assesses cell migration ( inverted microscope, x 100) ; C: TUNEL
was used to detect apoptosis( fluorescence microscope, x 100 ) ; Group 1:A549 group; Group 2 : Anemoside B4 group; Group 3 : Inhibitor NC group ; Group 4 :
miR — 142 —3p inhibitor group; Group 5:si — NC group ; Group 6:si — HMGAL group.



Chin J Clin Pharmacol

789

Vol. 41 No. 6 March 2025 ( Serial No. 428)

it

i 2 24 A BRI B ) R R e 1) S
I8, BTG IR DALY 25 BB 3697 i ik, (H R A A4
R 22, By 7o A T 250 S AT S 5 ) il Jeg YR 07 1
BHE, GEFE R, S R R R Ak
05k it /0N B T3 S A Sz, T LA 3 3T 8 1 A%
B R T ke bl e v 4 i s g S . Ak
SR B SEFEE MBI 2 B IEIRZ Y,
FLA BT 40 M 33 5 39 5 G0 % T RE LT % 55 24 BTG
PV BADISAE I, FER SR B XA L
PN 11 22 Tl e e 28 EL A A [R) 2 B 1) 0 )V T, R LA i
5 AN T B A A R S 2 R R AR A R AR
FAM S R BFIE S, A S F S 1 AT LAE
MAPK i % J 845 Caspase 1845 30 il i 4 e A 4 1 AH
KEHFIE, NI HEEEEY 2217 . FEARMFE
o A TR] SR & 0 Sk 55 52 B4 AL AS549 i, &
PR AT ) RSP 41 i e A B A A, R LS
15 B4 HLA 30 NSCLC 40O o vE T , 5 44 s
HORIFFE 45 SR 2L,

miR — 142 - 3pfi FYL ek 17q22 765 S B
FIR N4 e R R AR, A E T dE e i R
ik miR — 142 - 3p [l 240 e ) 3 4 28 iR 28,
2 SR s Bk . HMGA & [ ik —3%
SER MR SR -, L3 I MO e AR 25 4 JH T 5 DNA
S sk R AME I SR AR OCEE I SRR, AT L gy A
HMGA1 F1 HMGA2 .74, Horft HMGAL £ [ 194 B 3=
55 NSCLC (kA & B AR R s A e 7 2
Y RS A B, HMGAL 76 B i RN 20 g rp e ik
R AT A e R R D) S A T i R R
HERE . ASHFFL LI, AS49 ik miR —142 - 3p 2 5.3
315 , HMGAL m3ik, H B e R, Skt
T g5 B Rl W R, A BE S kOB, 1
miR — 142 = 3pFik nl DL E R 1 3k 5 2 1 B4 b
X AS49 A e RETE GEAS IR R BRAROE T T
Ik HMGA1 ] seAE T, $2 8 (3L 5 21 B4 1T REiE
3iF miR - 142 - 3p/HMGAL 43l 4 45] NSCLC 41 fifd 114
A5 GBS FOE L T, I R FEBUREE R

AW R H k& B A B4 Wl LLIE o 79
NSCLC 20 ffd 34 58 5 1T #%, 175 5 40 Bt 01 7=, DA 100 41
NSCLC fRERR , 3 P AE 28 S [ 45 miR — 142 - 3p/
HMGAL 52 BLHY

S Sk
D01 BREE B € R, TR T SN

(7]

(9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

(18]

[19]

PR FHLRILT ).t BE2Y,2022,17 (14) :1959—1965.
TR G SR . HRUEZONTEE /NN i g 40 i 1 4 P R L )
ELT]. TP EGRZG B 25,2024 ,40(22) :3259—3263.
FEAZHM, BB AR, A . SR 2 B L WF T
[J]. Z9¥PPAniraT 2024 ,47(7) :1421—1432.
0GB, 3BT, 5F . Sk SRR B4 G 1 R B £
SURILITHOK T S TOF - BL/p38MAPK {323 i 0 S5 [ 1].
Bl 55 {a R, 2022 ,38 (21) :2899—2904.
SRR, SRR R PE, SF . miR - 4465 S i # i HMGAL
RN 40 s Hep3 B ML B AE 22T 0 (1],
MR A WY 4Rk, 2023 ,30(12) . 1066—1073.
BE H, 0450, PV 30 . IncRNA PSMA3 — AST 1745 miR — 142 - 3p/
HMGA2 Hlixf b S Bt i m [ 1], AR =~ 2024,
32(8) :1401—1409.
BRIRTS AR 20, RGP, 55 . Circ —0007766 12 miR — 1972 4
P4 HER2 Fkfe b IRs Nz R MR 22 [ ] v IR 4%
75,2024 ,34(10) :915—930.
XVHEZE, B, WO, 45 . miR -20a - 5p il id T4 HOXB13 3
HIFR bR A R AS49 $4AH[T]. m O R AR,
2022,42(4) .568—574.
T AR, R, S i FE i H ) 45F ALDOA i)
it A e R T L) ] TR A R 2724 4k, 2024, 49
(12) :1588—1593.
ZERETE HAE . /NN S RNAYT IR )] R
K ,2024,51(16) .822—828.
FRF, XA AT, S Sk ST B R T SR /S U AT R
SER R R LRI AT T [T v [l i PR 25 B 24 4 3, 2019, 35
(16) :1777—1780.
BER AN - i, BRIA T, L % Bk aika PD - 140
0T S5 g /N B SR BE R SR s [T ] B vp 22,2025, 46
(2):170—175.
XUE S, ZHOU Y, ZHANG ], et al. Anemoside B4 exerts anti —
cancer effect by inducing apoptosis and autophagy through inhibiton
of PI3K/Akt/mTOR pathway in hepatocellular carcinoma[ J]. Am J
Transl Res,2019,11(4) :2580—2589.
A, R DL . ETRRRILG AR RT S
A3 BB R R A8 NCI - HA60 20 i s fE O sE (1] &
#4,2019,50(21) :5289—5297.
. ESkER BA X AFUREEANNE MCF 7 F1 MDA ~ MB -231
YERIRSERISE[ D], 3T PEFH AT PR 25,2020,
2 BB L2 cire — 0072083 §E 1A miR — 142 —3p 4
VRS H I AN M 3 58 R RIE R [J]. Tk % 25,2023, 45
(4):509—512,517.
Zonk X, MR, R 5 . DUBR HMGA RN 3R /]S 4 A Jif 93
AS549 I TS FE AN RS 1 LRI [T ], RN BRI 224l
2021,51(2) :105—110,117.
AL, R, B CircFNDC3B 45 miR - 107/HMGAL %
Xf B RGN AR AT R [ ] AT 5T, 2024 ,46
(3):257—264,271.
Rlilez , SRR, 455 . miR — 142 - 3p FKIXXF LR SKOV3 4
AERMEER R[], b E BRI R, 2019,48 (9)
817—821.

(s B #A 2024 - 10 -25)



