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[#5E] B0 i1 miR-148a XfisE A549. HA60 LUK H1299 A MM BUBIERISN . ik
IR A IR B, A SR 7 206 Ml A549. H460 F1 H1299 AT/ 2H, (1)l
A549 Fil HA60 4Ry 3 4. 25 FARTHRLL. 4 Gy vy STERIRSTLAN 8 Gy v SPLR MRS 4., R LR 2
2 PCR #3ll miR-148a MIZEAIK 5 (2K fiE A549 4l g 2 4. 2SN IRZE . miR-148a 51y
A5 [, KRR H460 A 2 41 25 AXTRAL . anti-miR-148a FE Y2, Z ke e 2 4140
A TAS TR S 1) y SR IR, IR AT REIE AL 30y R A AN 58 5 (3) K4 AS49 I
H1299 4 3 4. A FAXTHRAL . miR-148a HUMARFAL | miR-148a MM K ZA (ER)HHE:
Mo ArHI%E 3 AANMIHEA TR FEIFE Y v STER BT, IR FH 3T REIE L SE 58 5 E A A A A K1 B o
K Student i-test FPBIE AT £ 00, P<0.05 FREFARIH¥EL ., &R  SUnHESR PCR
SIURLE R IR,y ST IR S B T JE A A549 A1 H460 4l miR-148a 1Yk K T, TERE
TS R BoR, 525 I IRZAH L, miR-148a FEYLRENS 4R AS49 20 f) i S ek
P, ZEREGIFE L (=12.16, P<0.01), T anti-miR-148a FEYLREN BTN H460 4 AEAY %
SRS, 2R A5FE L (=1193, P<0.01), [FE, miR-148a i35 0] LB R T PRl AS549
A ER A mRNA K 12535 7KF; i anti-miR-148a fEMS W2 b4 i H460 41 ER 19
mRNA KR AFIAKF. 5346, 5 miR-148a HAMALFIZAAA L, miR-148a Fll ER H:544L41 1 miR-148a
Xof e A549 Fi H1299 AHMIETE 1520 W EREL, 2F A5 L (i=11.34, 12.68, ¥ P<0.01).
it LSS miR-148a MFRIBACTREAL, A id3Rik miR-148a fEUEHIH| ER 1Y8E HFRIAK
-, HEMTRRARANEE AS49 F1 H1299 AHAR GGG RE Ty, RIS 2 LS st
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[Abstract] Objective To explore the effects of miR-148a on the radiosensitivity of lung cancer
cell lines A549, H460, and H1299. Methods Lung cancer cells were divided into various groups based on
different treatment methods. (1) A549 and H460 cells were classified into three groups: control, 4 Gy y-
irradiation, and 8 Gy y-irradiation groups. miR-148a expression levels were analyzed through qRT-PCR. (2)
A549 cells were categorized into two groups: control and miR-148a transfection groups. H460 cells were
also divided into two groups: control and anti-miR-148a transfection groups. The cells were treated with
different doses of y-irradiation, and cell proliferation was detected through a clonogenic assay. (3) A549 and
H1299 cells were grouped into three: control, miR -148a transfection, and miR -148a +ER transfection
groups. The cells were treated with different doses of y-irradiation, and the proliferation of A549 and H1299
cells was detected via clonogenic assay. Statistical significance was determined with SPSS and analyzed

with Student ¢ test. P<0.05 was considered statistically significant. Results qRT-PCR analysis revealed
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that the miR-148a expression in the A549 and H460 cells treated with y-irradiation decreased significantly.
Clonogenic assays showed that miR-148a could sensitize A549 cells exposed to irradiation compared with
that of the control group (¢=12.16, P<0.01). H460 cells were more resistant to irradiation in the presence of
anti-miR-148a (1=11.93, P<0.01). miR-148a overexpression could also downregulate the mRNA and protein
levels of estrogen receptor (ER) in A549 cells, but anti-miR-148a could increase the mRNA and protein
levels of ER in H460 cells. The miR-148a and ER overexpression significantly decreased the effect of
miR-148a on the proliferation of A549 and H1299 cells (1=11.34, 12.68, respectively, both P<0.01).
Conclusions Irradiation could decrease miR-148a expression levels, and miR-148a overexpression could

downregulate the ER level and suppress the proliferation of A549 and H1299 cells, thereby enhancing the
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radiosensitivity of lung cancer cells.
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XTHRZL . 4 Gy y STZIRUA . 8 Gy y T RRTAL,
RS E R PCR A miR-148a (Y #3A 7K (2)
BRI AS49 AR 2 4. A EIXTIRA . miR-
148a YL 2l 5 [RIAT, Kl 20 il H460 432 2 4 -
25PN IR | anti-miR-148a B YL . 43 B % gy
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1.2.3 4 fE
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(HAEREERBHCA R A RS 5 peDNA-ER it
FIRHNR (AR T2 544 2 )/100 nmol ER siRNA (Hi4E
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IRAEZEIRFE 5 mine KLIL 2 LIRS IRIEST,
S N LE 30 min, RIOMERYSR . A HQEROIMA
A ML SIS SRR, R SR AL, g
SEFRBIRS], T 37°CHY CO, BFigifihsigi 6 h J5
AR R B B LT e A R A
1.4 SEREIE RIS
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W, AR =50 TN TR
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Z R AT 2 i A TR IR
1.5 Western blot
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NRIRIE T BRE TR E . s HSEREAH]
RNIGBE M BE vk By, BB BHE, m
AP ER FUHAE (121000 7B ) F/N BT A
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(1) 5 35 PR A3 AR T A% 3R R A A S L e
AN, S DO R MRS A pRL-TK 1EH
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T PBS BEPIUCARMD s (3)Z2ANNE: I ddH0 #5
5xPassive LysisBuffer (PLB)#iBEi 1x PLB, [a] 4 iy
HIA 1x PLB, AfL 100 pL. R5FRAR & F/K V-4
JR E52%% 30 min, PRUEANAIFE M2, K5 RS
oK 2 P SR VR e AT G BE A 1.5 mLL B
g () FEPRNE PR 2 B OCR MR R T
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Assay Buffer 11 ), PcE A2 2 Bl 50 56 S v i 1
(Luciferase Assay ReagentIl , LARI) ; #% 50 : 1/
A Stop &Glo ® Buffer Stop & Glo ®Qybstrate,
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B il 5 Stop & Glo ® Reagent II 5 (5)$% 1R AL Z§ 1L HA
BERE, MEEER K 2, MHEARFE R 10s, A
100 wL LAR II il Stop & Glo ® Reagent; W Bt £ ]
FEf 100 WL A S B0 EHE, PRI LAR I
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(B 2 5 DR R ARG O PR . A SE I E A 3
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QU6 519741 -

1ET] 5'-AGA GCC TGT GGT GTC CG-3';
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Y E 60 min; FHH PBS ¥k 2 ¥k, YK 5 min; T
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A miR-148a Fik /K- J6 W E R (1=3.17, P>0.05), {H 8 Gy y STk S fEas 35 IH H460 40P miR-148a HYZRBAK (o, 1=
1095, P<0.01); C. D: FEREIEAUSEIRES R R, 525 N B LEL, miR-148a 5 YL REhs W 250 38 AS49 4 Ml (¥ S BURME (% 1=
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Fig.1 The effect of miR-148a on the radiosensitivity of lung cancer A549 and H460 cells
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Fig.2 The direct regulation of miR-148a on the ER-3" UTR
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Fig.3 The effects of miR-148a or anti-miR-148a on the expression of estrogen
receptor at the mRNA and protein levels in A549 or H460 cells
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BT, BT £ 20T k2 —, HiRY7
1R R B O T R TR R
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