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miR-29a 41 G 20 i 4 iR ges B7TH3 251 2

RTE, EEE 4 w7 E # L ML
(ZHMEHRKTH WEER BIBFA. bt 48 230601)

WE BB FIC microRNA-29a(miR-29a) /3 XUE T # & (DHA) Xl (LUAD) S i A5 i 701 BTH3 B4R pLE . 75
& RIS SR R4 BTH3 ZE AR b i A ACE RIS B o SR/ T4 RNA (SiRNA) i i Jifs i 4 bk AS49 Fil
HCC827 1 BTH3 43T, CCK-8 VLA M 4 M s . ek BE v BE (1) DHA(0.5.10,25 .50 100 wmol/L) b ¥ A549 5 HCC827 4t il
48 b, UM IR (1Cs, ) , Lk IC, #e BF DHA AbFE A549 1 HCC827 4l 1.2.3 d,CCK-8 $A il 4n s, % miR-29a
inhibitor 4t A549 HCC827 4ififl, DHA Ab¥J5 RT-qPCR 45l miR-29a Fik 7K, Western blot f;il] B7H3 Fikk ¥, 8

BTH3 7Efili fifi v ad BE 3538, S UG A RAAE, mtfik B7H3 J5§ A549 HCC827 il it 7 g ) o P4 (35 P <0.001) . DHA L)
)& AN B[R] TR A o) AS49 HCC827 MG A, 1Cs, 43 B2 30. 16 wmol/L 1 7. 50 wmol/L, DHA [ & A549 HCCS827 4ty
miR-29a 3k (P <0.001, P <0.01), [@H T % B7H3 Fik (P <0.01, P <0.001), A549 HCC827 4l fifi%% 4t miR-29a inhibitor

J&, BTH3 33k B, JF Hip i s DHA Xf BTH3 (U FJE/EH . 4518 miR-29a A G 0UE T 8 20l B7H3 2 145

KR I WU &R BTH3 ;miR-29a; 41 i 341
HmESEES R 39311

TEARERS A TEHS 1000 - 1492(2025)04 — 0604 — 07
doi: 10. 19405/]. enki. issn1000 — 1492. 2025. 04. 003

fiides 24 o5 BRI AE BAE TR Y 18% |, j2 598
HE AH OC 1Y B8 T2 Y 3 B AL, O o i R R o L 2
40% " SITAESEIAYT Il R 104 5 1 A AR YT L 1
IS T — R K, HH IR E B AT A7
T RFHIIRTT ke T 2E R g i 4 B iR 7 F
B R R RE. H PUEA YA T & &
( dihydroartemisinin, DHA ) ot 455 il e A N 1) 22 R
i ELAT 086 A (0 LR BL R AN B A . BTH3
YER BT BCAR G5 0 B 22—, 2 2 g A ST
TR 88 S 8 36 7 I I A %R A T Y T
F¢ 4 W] DHA 58 53 T 98 B7H3 400 il il J5 988 1) % 7%
AR 28 (B ALH A B . L/ RNA (microRNA,
miRNA) VE o —28AE 4 5 RNA , J& W7 10 JE [ 3555
PEEER T BFFES F B, miR-29a BE45 #0 [F) B7TH3
[ 3'-UTR X, Il H 323k . W98 & 41T DHA
Rl T miR-29a/B7H3 i & 3095 VE S i
I AT SR AL ERIS AR o

2024 - 12 -23 ik

FEEWH  ZHAE SRR U E S E (45 :2023AH05-
3170) s “ WA K E ¥ R AL T H (H 5
202304295107020019)

TEE RN R K, Lo B A
BRALSC, 55, B0, EAEHL, A R0 Gl SR E-
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1 #MREFZE

1.1 ##EskiRE @t UALCAN %4 % (http : //ual-
can. path. uab. edu/index. html) 3£+ TCGA AT 85
J3Hr B7TH3 mRNA 23k DL K CPTAC /A JF 454k 20 Hr
B7H3 % H % ik; i i3 HPA (http://ualcan. path.
uab. edu/index. html) 332 23k 5 B7TH3 s 4L &
T, NEA B JUAS 5 TS L 468 0 6 il 2 2345 Jili i 9 v
B7H3 1) % ik 22 5, & [ Kaplan-Meier Plotter ( ht-
tps://kmplot. com/analysis/ ) % $& & T A5 fiffi g I
B7H3 4315 {8

1.2 EEBHHE A549 HCC827 M A M [ F il &
M W BOR A PR 7] RPMI-1640 85 5% 3k (4345
L210K])) Wy b 55 A Rk BBy A BR A W 5 i
M3 (585:0025) I H 35 [E ScienCell 2\ 7] ; CCK-
8 1 & 0. 25% JREHH AL 1% W - §ER R .
JLI I DMSO . RIPA Z4 3 ( 45 2. C0037 . C0201 .
ST488S ,ST038 ,POOI3B) Wy [l I iff 38 = KA P AR
AR XA 8 2R DHA (575 :52290) Iy F 2 ]
Selleck 72\ &); TRIzol 2 ik 7| ( 4% 5. B511311-
0100) Wy B A= TAEY) TREABR 2 A Jet Prime %
JLiR 77 (101000046 ) Wy B 3£ [E Thermo 4\ 7] ; B7TH3
PR (525 :ab227670) g [ 35 [E Abcam 2 H] ; GAP-
DH Fi44 (525 . T0004 ) It H 3£ [E Affinity Biosciences
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75wl s miRNA S #5657 £ .miRNA PCR it 751 £ 11
H B RO MEREAT PR B PCR 514 h B AE T AW
TFEA BRA A4 o

1.3 FENE 4K (HF90/HF240) I A
V) A W B B BR A F); RT-gPCR Y #7
(A33185) 119 H 3 [E Thermo 723 w] ; B A5 {Y ( ST-960)
W B 5 R ok FAL AR 552 7], Western blot {252 4X
(JS-1070P EV) Ity [ i K BERMHE A FRA A

1.4 7%
1.4.1 Z#pdeE  DHA J] DMSO 5873 % i f o &

A% 50 mmol/L fH:E , —20 CARAE

1.4.2 mpasss A549 HCC827 4fufdi Fl & 10%
PG A INH A 1% 75 - 525 28 1) RPMI-1640 3% 5% 5L
1 37 °C 5% CO, BySEFRAE PR, 1 2 40 25 e
£ 80% ~90% Ay AT, ¥R 2 ~ 3 Uikttt )E
1.4.3 wmiadg BOTECER IR A549 HCC827
YR L B a6 fLiR . ff ] Jet Prime %
i), e OB P8 Hhy 5 B A BR S w5 AR
i) miR-29a inhibitor & H: NC F1fy B 4E T4 T
A PR R A LY si-Control | si-B7H3 & A ZHffd 1,
EeYy 48 h R TSRS SE s, TR L 1,

#*1 miR-29a } B7TH3 fiF#HiF 75
Tab.1 Interference sequences of miR-29a and B7H3

Name Interference sequences(5'-3")

miR-NC UUGUACUACACAAAAGUACUG

miR-29a inhibitor UAACCGAUUUCAGAUGGUGCUA

si-Control F.UUCUCCGAACGUGUCACGUTT
R:ACGUGACACGUUCGGAGAATT

si-B7H3 F.CUGAAACACUCUGACAGCAAATT

R:UUUGCUGUCAGAGUGUUUCAGTT

1.4.4 CCK8 S£3#bmmpi& 5 (D DHA Lh3H.
H A549 HCC827 AL 4541 5 000 4~ ZH i i A 96
FLAR A A K # 2 9 DHA (0.,5,10,25.,50,100
pmol/L) LRG3 d; @ BTH3 fiudi: K45 e 48 h
JF7 iy si-Control i si-B7TH3 f) A549 \HCC827 411
1413 000 AT A 96 FLHRH, SELEHFR 3 ds 5k
JEARAE CCK-8 X7 & Uil 45, LM A 10 wl fy
CCK-8 LI AREEITRT 1 ~2 b SFHBAR LI A4
FLLE 450 nm &b 0% 6 RE

1.4.5 RT-qPCR # ] miR29a # %% {§i J] TR-
Tzol 1357 ¥ B U ) 5 M4 D 870 75 6 RNA, 42 BRI
343, 05 FE miRNA SR ol HL J o DNA,
SRJE 8 F miRNA PCR 70 & A7 ki, LA U6 £

KNS EEN R 2N kiR Rk 51YF )
w2,

%2 PCR3|#F7
Tab.2 PCR primer sequences

Name Primer sequences(5'-3")

U6 F:CTCGCTTCGGGCAGCACA
R:AACCGCTTCACGAATTTGCGT
F:AGCGAGGCTAGCACCATCTGA
R:ATCCAGTGCAGGGTCCGAGG
RT:GTCGTATCCAGTGCAGGGTCCGAGGT
ATTCGCACTGGATACGACTAACCG

miR-29a-3p

1.4.6 Western blot % B7TH3 & & &1k A&
PMSF (AL = 100) (1) RIPA 24 i 7E 0K | 24 i
A LA IUS 1, IR BCA T HE & .
INSF R H 64T SDS-PAGE LK 73 B 25 1 ot , 4 H:
R3] PVFD JH(0. 45 pm) , fdf FIEE 1 & ATRCE A 1
h, [ifif5 5 B7TH3 Hpik (1 5007 £ ) . GAPDH 47 {A&
(1:5000Fik)4 CHFE . TBST YL 3 1K, &
K10 min, REIREE T ZHizrp, FilEE 1 h, TBST
VERR S T AP 5, T Tmage J BPRSEAT K B2
3T

1.5 #it=4E {#i A GraphPad Prism 9.5 #17
Bl o b S 2z 18 Tmage T 3% S g 25 R - R i AT
AT, P + ARiEZE (2 £5) RoR. ] ¢
K g AT AL Z [A) Y P A . 2220 22 [) 1Y) 2 5 T B A
R =TT AL, P <0.05 AL
L,

2 HR

2.1 RHEEIEESHAIRES BTH3 IR IE KT
B1ER M UALCAN B4 5 Hh 3k 45 il i i TCGA
4 S CPTAC %5 #j%, TCGA %k 9% 43 #r & /8 B7H3
mRNA 7KV 75 Jiti Bt 98 A ) 2R 38 W I w8 1F 4140
(P<107") WLl 1A; CPTAC ¥ 4y Mtk — 2 3%
] BTH3 2 /K - AE BRI R 2R 3R 38 (P <
10°°) , LI 1B 3f H HPA $dfs 23K 45 (1) BTH3 7E1E
L5 i B e 1) G 2 AL AR B RS IR B T X —
(K 1C), Kaplan-Meier Plotter 24 2 ik 7 il it 9 v
B7H3 ik K Py, S AE A (0S) AL (P =
0.004) (I 1D) . LA b2 I e 45 2R 43 #r 32 W
B7H3 7Efifildes him 2k, H S5 HUE A RAHX,

2.2  EUR B7TH3 X} A549 HCCS827 41 A 1% 58 i 5%
M % si-B7H3 JzH: si-Control T4 H- Briit e A549
HCC827 4 it 7, 48 h Ji5 2% Fl Western blot # il
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B7H3 5 3% 3K 50 Uk w3 %, 45 % Bon (& 2A
OB, HEY si-BTH3 J5 52404 A549 F1 HCCS27 4
i B7H3 B9 E ik (1 =17.59, P <0.001; ¢ =
18.42, P<0.001) . J5% CCK-8 5285 7% BTH3 i

fiRJ5 A549 (HCC827 41 a1 5 fig 71 & & PR AIK (¢ =
12.47, P <0.001;¢ =15.85, P <0.001) (& 2C,
2D) , KELZERGE—IBHRIR TR N ek 2 255
1) BTH3 75 i i g v i A1 88 1 FH o

Alsop LI Do
HR=157(1.15-2.15)
ok logrank P=0.004
8 0.8f
= 100} 1l >
E E = 0.6F
: o :
E N S ol
5 50F 1F £ 04
g
g I 0.2} Bxpressi
a 2 Ao,
High
0 L ! 3 ! ! 0 1 1 1 1 1 1
Normal Primary tumor Normal Primary tumor 0 50 100 150 200 25
Time(months)

C Normal lung tissue LUAD

E1

Number at risk
Low 364 58 14 6 3
High 140 14 2 0 0

LUAD

oo

Normal lung tissue

A HBURES WA BTH3 MRIERFBUSER

Fig.1 Public database analysis of B7H3 expression and prognosis in LUAD

A;TCGA data to compare B7H3 mRNA levels in normal tissues and lung adenocarcinoma; B: CPTAC data to compare B7H3 protein levels in normal

tissues and lung adenocarcinoma; C: HPA database to obtain B7H3 in normal tissues and lung adenocarcinoma immunohistochemical map x200; D: Ka-

plan-Meier Plotter database to obtain the survival curve of lung adenocarcinoma B7H3.

A L5p B L5
: : i-Control  si-B7H3
si-Control  si-B7H3 : £ si-Lontrol st ko g
8210 T E210F —
B7H3 100 8 2 B7H3 100 28
S ==y
[
el o 3
E-go.s- . Elgo.s- o
GAPDH 3 8 wex GAPDH -
0
si-Control si-B7H3 si-Control si-B7H3
B2 &R B7H3 33 A549 HCC827
C D 4 i B il 24
25F —— s?_CQntrol 1.0r —e— si-Control . —EH@iaﬁE’]ﬁ!}urﬂ]
—=— si-B7H3 —= si-B7H3 Fig.2 The effect of B7H3 knockdown
2.0F 0.8F en on the proliferation of A549
sksksk
£ s and HCC827 cells
215} 0.6
QQ D@ A, B: To verify the knockdown effi-
C Lo} © 04} ciency of si-B7H3 in A549 and HCC827
05 cells; C,D: To compare the effects of si-
Sk 02}
B7H3 on the proliferation of A549 and
L L L L ) 0 L L L 1 HCC827 cells; ** * P <0.001 vs si-Con-
0 1 2 3 4 0 1 2 3 4
Time(d) Time(d) trol group.
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2.3 DHA X} A549 HCCS827 £H A 1 58 1 &% i
A549 HCC827 4 Jifg v jin A6 B2 ¥ B ) DHA (0.5,
10,2550 100 pwmol/L) &b 48 h J& , Lh I 44~ 4b B
20 5% FEZH (DHA YR FEE 5 0 pmol/L) At , AS49 41
T SE- 157 100 4 2R 43 5 ok 14.3% . 20.9% | 30.9% .
76. 1% .86. 8% , HCC827 2 Jifl 5 ¥4 41 1l 2 43 51l
41.7% 54.8% 77.1% .93.3% 98.1% ,DHA 5|
ARy B 4 A G 5, LB 3A 3B, DHA ib 3
A549 1 HCC827 41l il 48 h ¥y 2= B4 4 vk B ( half
maximal inhibitory concentrate, IC5, ) 43 5l 27 30. 16
pmol/L I 7.50 wmol/L, 3% Bt 30 wmol/L F1 10
pmol/L 4 4y 1C., ¥k JiE 4b 3 A549 F1 HCC827 41l i,
LA DHA AbBEAS ] B (1] 1) 40 M A7 36 . 25 R R
£ DHA ZbFfY 1.2.3 d P, A549 2 fif 57 24 il 2%
4351k 49.10% 73.30% 6. 72% ,HCC827 4l jiii F-
P 2R 43 50 S 44.20% .62.70% .77. 80% , 32
DHA )[R 1 7 =X 0 i 40 B 5 4, DL &1 3C.3D,
P25 522 0 DHA X fiti g A S8 VR L DA
AN ) A ] AS49 (HCC827 4 g 4 .

2.4 DHA X miR-29a B7H3 B2 DHA
AEFRAAT 48 h 5, R RT-qPCR AR miR-29a
FRIR . 45 (K 4A (4B) I /R 55 56 41 F %t B4
(DHA ¥ 0 pmol/L) #H L., DHA i3 -3 A549
1 HCC827 41 i miR-29a [ %3k (¢t = 4.662, P =
0.009 6;:=17.23,P <0.001) . LIFZ40HE1H 1C,,
YE RS2, iE— 25 R FBR B Wk B2 1) DHA 43 J31) b 3
A549 4HRf1(0.5 .25 .50 pmol/L) F1 HCC827 #iifu (0,
5.10,20 pmol/L),48 h J5 il if Western blot £ il

A

B7TH3 KL 45 WoRx 5xF 4] (DHA YR K
0 wmol/L) #H Ht, DHA LAY M7 T ] AS49 Fi
HCC827 4iite B7H3 T3k, WWE 4C 4D,

2.5 M miR-29a KA % DHA iF#% BTH3 B %
M miR-29a inhibitor 2 F. X B8 nc-inhibitor D) ¥
J 50 nmol/L %4 % A549 HCC827 4ilfig,48 h 5k
J RT-qPCR K% Qe 303, 45 R 7R, 5 ne-inhibi-
tor [t , miR-29a [ FEIA# miR-29a inhibitor i 4]
Hl(t=10.44,P <0.001;:=48.64,P <0.000 1), I,
K 5A 5B, 225641k 4 #H : nc-inhibitor 2 , miR-29a
inhibitor ZH . nc-inhibitor + DHA £H il miR-29a inhibi-
tor + DHA £, Hrp Zb B A549 41 s DHA ¥ i 24 30
pwmol/L, HCC827 4iijifd DHA ¥ &4 10 wmol/L,48 h
J& , Western blot f:illl B7TH3 4 [ ik, 45 R BN,
il miR-29a fEGS I B7TH3 3Rk, Jf HAEGE &R 4>
%% DHA X B7TH3 (4], WK 5C 5D, DL E45
FW] DHA ]k 194 miR-29a )1 B7H3 K3k,

3 itig

B7H3, H 7%y CD276, & BT Z I 3445 54>
T AEIEH HAUP RS (EAE 2 FuB AR g P e R
IR A EUS #ek . ABESES 1] BTH3 2 51
PEL TS R () % L L RS I ELVRTS 2215 g
S Re R I 2 AR S 105 S5 Sk A%, T &
FEIREVER . I, BTH3 2 0 % 1 3 94 07 4 2
PERFST el A Y s B IR T BTH3 8 i A
i F ik, 35 BUE AR BARE; J5 48 CCK-8 S i
IR, BTH3 400 1 i R 200 M bk 1 G g, i — 2

&)

150 150 150 150
S100 | = we S Sto0f S1o0f
= 5 = = =
g 3 2 s 5 &
> 50+ > s50f iy = 50F = 50t i
8 Hkok e B ok 3 il + 8 A
] e (117 ]
0 1 0 = X 0 0
0 5 10 25 50 100 0 5 10 25 50 100 o 1 2 3 o 1 2 3

DHA concentration(umol/L)

DHA concentration(pumol/L)

Time(d) Time(d)

3 DHA Xt A549 HCC827 £ B 58 49 0
Fig.3 The effect of DHA on the proliferation of A549 and HCCS827 cells
A; The survival of A549 cells treated with different concentrations of DHA ; B: The survival of HCC827 cells treated with different concentrations of
DHA; C: The survival of A549 cells treated with DHA at a concentration of 30 wmol/L for 3 days; D: The survival of HCC827 treated with DHA at a
concentration of 10 wmol/L for 3 days; ** P <0.01,*** P <0.001 vs 0 pmol/L group; P <0.01,%¢P <0.001 vs 0 d group; #P <0.01," p <

0.001 vs 1 d group; *P<0.05,***P<0.001 vs 2 d group.
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A ase ¢ B 15p
£ 2
.S sk sk o
7 20f = g
= [}
g 21of
o 15T DHA(umol/L) 0 525 50, e wo
2 >
= KKk
g ok — B7H3 100 % rx
§ 20.5 r
o 0SF GAPDH 37 -
g
0 B
0 30 0 5 25 50
_ g15F
= 3 *% 'g
D &
% 2r DHA(umol/L) 0 5 10 20 |y 2 1.0F EEs en
5} =
= B7H3 100 s .
% ]
A — B05F
& GAPDH 37 g
N o
0 m 0
0 10 0 5 10 20
DHA (umol/L) DHA(umol/L)

4 DHA ¥t miR-29a B7H3 HJiF#= 3R
Fig.4 The regulation effect of DHA on miR-29a and B7H3
A, B: The relative expression level of miR-29a by RT-qPCR; C,D: The relative protein level by Western blot and quantitative results of B7H3;
**P<0.01, ***P<0.001 vs 0 wmol/L group.

Als c & 20
= 7
.2 o
4 d e f g & 1.5F #
=0l T L ku g 1
5 B7H3 100 2
(o] <
2 s 1.0
= &
=4 GAPDH 37 g
K051 s
& g8 0.5
o~ KKk .
% 2
m
0 0
a b c d e f g
B D
251 < L5p
g 20r il é T
o
5 doe foe o LOF — &
o DT 2
2 B7H3 100 E
5 2
& 10f £
& GAPDH 37 2 05F
o =
& 05F -
g skokok E
— m
0 a b c 0
d e f g

5 0 miR-29a A3t DHA 5% B7TH3 B30
Fig.5 The effect of inhibition of miR-29a expression on DHA regulationof B7H3
A, B: Transfection efficiency of miR-29a inhibitor in A549 and HCC827 cells; C,D: The expression and quantitative results of B7H3 protein in
A549 and HCC827 cells treated with each group; a: control group; b: nc-inhibitor group; ¢: miR-29a inhibitor group; d: nc-inhibitor group; e: miR-
29a inhibitor group; f: nc-inhibitor + DHA group; g: miR-29a inhibitor + DHA group; * * * P <0. 001 vs nc-inhibitor group; *P <0. 05 vs nc-inhibitor
group; ¥P <0. 05 vs nc-inhibitor + DHA group.
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UEB T BTH3 i@ E . R 45 R ST o F
B7H3 75 H A g v B4 4 R —37 5 W et
al ™™ & BTH3 76 fili i v 1 45 S — 2%, 9 2% M
BN BTH3 3 A 3k i R i 1 3T 4% LA S i PIBK/
AKT {5538 6 S 45 AL VE T o 12 1R A 4 iy 300 4 3F
B7H3 (R4 HEAT T — R 50 BF 5, i i 52 86 3%
W] B7H3 I 1 i s 9 90 5 26 R A0 b i () o A 3ot 75
2951+ DA BTH3 g PI3K/AKT {55 1 B 42
R L AR ST B T R FE A TV o SR X
B7H3 W ERA 1T —E o 4s K, {2 B7TH3 4
SIE S TR . #E— % BTH3
5 SIEEHLR, 42 w6 BTH3 A5 4 4% b id & 2k
953 F-iad TR B B AT T I % A RIAE B B 6T
M

185 2 M AP 2 AR AR ORI M A, A
HEEPUEERE A 2 K. DHA B HATAEY, 5t
PR SR, ELEA R R A A B e K R A
BRI . BR T RN PTIESAE ], DHA if B
A RERPURBORY L RS AT Br £
FEAE /N M i 93 v DHA 38 530 98 4% B7TH3 520 H 3
B EERS R TS R AU AR . e s
HE— DB UE T DHA S fi B g8 40 AR 3 78 0 41 1)
FH % e BTH3 3% 3% 98 45 /E Hl. Bt 4k, Zhang et
al "' BFSE W] DHA A fEiE i ROS A T 2 (1
s SIS, I Hi% T ROS HRMHE MR IET- A
TG M . Zhang et al'" fF5E 45 5 R DHA
] ERK/ c-Mye {55 5 38 F%- 5 S0 %6500 $6 B
PRI P i A (2 OC SR SIS 2R R DT 98045 i 9 11
A AR R R AR . 5 Lk, DHA ff:
RS E U254, R 215 280 ST
g A T o B 1 S8R S . TR AR SE DHA %)
GREVATT I BTH3 (TR F ML AT 6 W8 14367
PR

miRNA ff: h—2 L ZJH 5 K 7, il 33 5 mRNA
ft) 3" AR B X (3-UTR) B 425 & T R IEVERT, T
M B R B B, N = 5 3
Pt LRI Th AR AR RO TR, A R
ERNRI TS Z P58 . miR-29a J& T miR-29
FE R 5 (miR29a .miR-29b .miR-29¢) Z—, EL 4% 3¢
TRE AR 7 2 FREAE T 25, A TESR I miR-
29a TEANMIITE PR TS LA AR R AR R RS T 25 4
Z PN R rp & P E AR A, T 0 miR-29a 15 S
REF & R S i T v R AE R . A
78 W miR-29 K% 5 BTH3 /3 78 2 £ 524

Jo R R R KO S A O, I HLAE 224 SR I 9ge 240
Jf1Z 4N Hela \NB1691 4 Jfl & H 354F 7 miR-29a %
B7H3 ([ i 45 5505, 156 miR-29a AT B 40 HE ]
JE¥E BTH3 2 5550 SR () 45 . %58 3%
B DHA i3 |3 miR-29a | B7H3 ik, f—4
BB T DHA Xof fils i 3 1) 900 s £ FH 40 F- WL o X —
RIATREANIE T DHA [ BILH] , A il B8 i 367
PRI T I AR SRE G
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miR-29a mediates the molecular regulation of dihydroartemisinin on

B7H3 in lung adenocarcinoma
Zhu Yayu',Ling Huijuan' ,Niu Ke',Tang Jing',Chen Liwen’
(' Dept of Clinical Laboratory ,”Dept of Blood Transfusion ,The Second Affiliated Hospital
of Anhui Medical University , Hefei 230601 )

Abstract Objective To investigate the effects of microRNA-29a ( miR-29a) in mediating the regulation of di-
hydroartemisinin (DHA) on the immune checkpoint molecule B7H3 in lung adenocarcinoma ( LUAD). Methods
The expression level and prognostic significance of B7H3 in LUAD were analyzed by public database. Small inter-
fering RNA (siRNA) was used to knock down B7H3 in LUAD cell lines A549 and HCC827, and cell proliferation
was detected by CCK-8 method. A549 and HCC827 cells were treated with gradient concentrations of DHA (0, 5,
10, 25, 50, 100 wmol/L) for 48 h, and the half maximal inhibitory concentrate (1Cy,) was calculated. A549 and
HCC827 cells were treated with 1C, concentration of DHA for 1, 2 and 3 days, and the cell proliferation was detec-
ted by CCK-8 method. A549 and HCC827 cells were transfected with miR-29a inhibitor. After DHA treatment, the
expression level of miR-29a was detected by RT-qPCR, and the expression level of B7H3 was detected by Western
blot. Results B7H3 was overexpressed in LUAD and associated with poor prognosis. After knocking down of
B7H3, the proliferation ability of A549 and HCC827 cells significantly decreased (all P <0.001). DHA inhibited
the proliferation of A549 and HCC827 cells in both dose-and time-dependent manners, with 1C, values of 30. 16
pmol/L and 7. 50 pmol/L, respectively. DHA up-regulated the expression of miR-29a in A549 and HCC827 cells
(P<0.001, P<0.01), and down-regulated the expression of B7H3 in both cell lines (P <0.01, P <0.001).
After transfection of miR-29a inhibitor into A549 and HCC827 cells, the expression of B7H3 was up-regulated, and
the down-regulation of B7H3 by DHA was partially reversed. Conclusion miR-29a mediates the molecular regula-
tion of dihydroartemisinin on B7H3 in LUAD.
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