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IncRNA HCG18 regulates the proliferation and metastasis of non-small cell lung
cancer cells through targeting miR-17-5p/HMGA?2 axis

QU Baoliang", MU Huaibo", GOU Jiangiang"”, YANG Yu", MA Shenghui®, DU Chunyang® (1a. Respiratory Medicine; 1b. Tumor
Surgery, Central Hospital of Chengde City, Chengde 067000, Hebei,China; 2. Pathology Department of Hebei Medical University, Shiji-
azhuang 050017, Hebei, China)

[Abstract] Objective: To investigate the mechanism of IncRNA HCG18/miR-17-5p/HMGA?2 axis regulating the proliferation and me-
tastasis of non-small cell lung cancer (NSCLC) cells. Methods: Sixty-two pairs of NSCLC tissues and corresponding para-cancerous
tissues collected at Central Hospital of Chengde City from June 2017 to June 2018 were used for this study; in addition, NSCLC cell
lines (A549, NCI-H1299, H1650, NCI-H460) and human lung epithelial BEAS-B cells were also collected. mRNA expression levels of
HCG18, miR-17-5p and high-mobility group AT-hook 2 (HMGAZ2) in NSCLC tissues and cell lines were measured by quantitative
Real-time polymerase chain reaction (QPCR). Si-HCG18, miR-17-5p, miR-17-5p+HCG18 or pcDNA3.1-HMGA2 were transfected into
A549 cells and NCI-H460 cells; CCK-8 assay was used to detect the proliferation of transfected cells, Transwell assay was used to
detect the migration and invasion ability of cells, and Wb was used to analyze the expressions of HMGA2 and EMT associated proteins
(E-cadherin, N-cadherin and vimentin). The target relationships between HCG18 and miR-17-5p, or between miR-17-5p and HMGA2
were confirmed by dual luciferase reporter gene assay. Mice A549 cell xenograft model with HCG18 knockdown was constructed, and

the growth of transplanted tumor was observed. Results: IncRNA HCGI18 was highly expressed in NSCLC tissues and cells (all

[E£THE] Wmdt® #HHi& % B3 H (No. 18277748D) . Project supported by the Science and Technology Project of Hebei Province (No.
18277748D)

[MEEEA] M= 1981-), 53, i, =78 BRI, 32 ZE R Py R 81 PRAF 9T , E-mail : cde68920@sohu.com

[BfE1E&] #L&EP (DU Chunyang,corresponding author) , i+, Bl 345 , 32 B2 M 55 £F- 4k Ak 595 K 5T , E-mail : duchunyang55@163.com



+ 410 -

Fp [ R 2R iR T A, 2019, 26(4)

P<0.01); HCG18 level was significantly increased in patients at late stage or with lymphnode metastasis; and high HCG18 level was

correlated with poor prognosis and low survival rates of NSCLC patients (all P<0.01). Knockdown of HCG18 significantly inhibited

NSCLC cell proliferation, migration and invasion (all P<0.01), up-regulated E-cadherin expression but suppressed N-cadherin and

vimentin expression (all P<0.01), and the volume of xenograft was obviously decreased (P<0.05). Dual luciferase reporter gene assay

confirmed the relationship between HCG18 and miR-17-5p as well as miR-17-5p and HMGA2. miR-17-5p transfection significantly

inhibited NSCLC cell proliferation, migration and invasion (all P<0.01), and up-regulated E-cadherin expression, reversely suppressed

N-cadherin and vimentin expression (all P<0.01); however, miR-17-5p + HCG18 transfection reversed the effect of miR-17-5p on

NSCLC cells. Conclusion: HCG18 promotes the proliferation and migration of NSCLC cells through regulating miR-17-5p/HMGA?2 axis.
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Jiti s A& B A S E R T R e R e 2 —, JE
/NG fifi 8 (non-small cell lung cancer, NSCLC) & J
b it ge S BRI 47502, TS AT SR AE AR 2RI S
T EE AT 15%Y. JE% 15 RNA 7E NSCLC 1) &
AR EFREEEH . K4 IES 15 RNA (long non-
cording RNA, IncRNA) 7 % 5% Bl % 55 i 7K -1 i 42 3k
DRI 2k, 40 ) BT BR 2 R0, T 8 M JoT 4 g e
NSCLCH, FL AR FUIR i A (7] £ 18 ARV b e 44
AR . HCGI8 /& — P G AH G HE R , 7 ) A8 14 i
JFJRE R R IA , WIAE R TG bR EYM . SR, HCG18
FE NSCLC H (R 8fF 78 AR WAk IE o /]y RNA (microR-
NA, miRNA)# I 5 i EE N 37 -UTR #2 m] 45 & 41
HIHRE, 25 B EY IR . miR-17 0 ER
NSCLC il J5 # &40, miR-17-5p £ NSCLC i
T 00 ) 20 e E B R T R 0 R R AR
FHUS BT R F i B ) A2 (high-mobility group pro-
tein A2, HMGA2) 740 f 34 48 04k IR Gk & 25 1A
RIEFREEN, 2 5 HMCEE A H T VR 28T
8 S EMT i #2120 AN 58 i A I NSCLC 4144 [
41l il & 1 HCG18.miR-17-5p &2 HMGA2 /K *F, # it
HCG18/miR-17-5p/HMGA2 43 ¥l i NSCLC 41l fitg
1 e 3T #% (AL, NSCLC 5 53 v #E [H) 42 Wy KR
I7 B BEHT (1 A e SR

1 MR57EE

1.1 “ARFER @R EEDH A EZXF

WCEE 2017 4F 6 A 2 2018 4F 6 H /& 117 i [ Bt
e 2 AT B 0T I 62 15 NSCLC & 3% T A ) %
()9 4 20 R 3ok N7 (A e 5 AL S UbR A o BB AR 1Y 40~60
%, HoF#5(51.50+5.08) &, I3 14 32 5l 2 7 30 41 s i
PR TNM 203 T3 7 410« 10359 12 451 <TI0 20 491 < IV 39
2361 s KA EL S AL I N 41 61, R R BN
214 2H bR A SR AT 5 0 BB IR 2 B s A =
H, W 9C 7 R IRAT BT AE B e AR B 23 01 2 b

N IE il _F Bz 48 it BEAS-2B 2 A\ NSCLC 4 Jifd
% A549 .NCI-H1299. H1650 A1 NCI-H460 ¥ Iy T~ 3%

ATCC A7) 4 J& MM BALB/c #£ B, (1A )i & 16~
20 @) 3T [ B B B B s e 5T i [ 2L 3R sh
i FVF AT HIE S : SYXK (JE ) K2017-0009], -T- SPF 2 5}
VSIS =T N AR R 1 B TS

DMEM #7735 . RPMI 1640 1% 77 3 | Ji 25 A g A1
Jify 24 L3752 W T 25 [ Gibeo A ] , RIPA 41 [ 22 i i
Je BCA 355208 T b 3 3 = KA A TRIzol #2 Bt
7l —#7%: cDNA ¥ #% 5% 771 & J SYBR Green Real-
Time PCR MasterMix & - 3% [ Invitrogen A 7] , HM-
GA2. I 245 % 87 H (E-cadherin) #1445 % 28 4 (N-
cadherin) « ¥ 2 & F (vimentin) #1 GAPDH — $1 14 T
3¢ [ Abcam A &), HRP Fric B L =F 1 4 ML is (80D
T A 5 38 7 KA A, ECL AL 22 KOG T 56 [ Bio-
Rad 2 7 , CCK-8 i 7| 149 T~ 4k 50 & 3¢ % A 7], Lipo-
fectamine™ 2000 J¥ 3 [# Invitrogen A &) , XK 3=
i 22 R &0 T 35 [H Promega A ] . qPCR 514
B AR T ® B TH A B, miR-17-5p BN L 410
1) 351 % 9 1 ) R S A R B g o R R R O
A
12 mpasEi A st

BEAS-2B 41 il 35 7% T & A 10% fif 4 IfiLiF « 100
U/ml % % % & 100 mg/ml 5% % % ) DMEM K 9% 3
H1, A549 \NCI-H1299.H1650 Fl NCI-H460 41 i 1% 7%
T4 10% 2R 137 100 U/ml 5 % & & 100 mg/
ml 8% % 2 1) RPMI 1640 15 77 2 db o £5 40 g 4= &K
2 70%~80% I & FEW , FH Ik iy AT WAL, &S
W 1x10°/ml 1) 40 Mo 42 Ff T 6 FLAR , IR % & 3 4
5L, 43 3 FH miR-17-5p B304 « 40 il 751 K B 14
W HE % B85 Lipofectamine™ 2000 ( 24K & 24 50
nmol/L) J& & ¥ 4% A549 Il NCI-H460 41 ffl , 5%
pcDNA3.1-HMGA?2 ik # 44 J% Lipofectamine™ 2000
TR G e Yt A549 FINCI-H460 21 i 48 h )& 4T )5 45k
BEAS I -
1.3 gPCR i # M NSCLC %8 22 #= 4 i, # HCG18.
miR-17-5p % HMGA?2 #4 % i

F TRIzol i /1 H2 B 4 24 5 41 Jid 1 & RN A, Nano-
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Drop £ Il RNA [ ¥ B Je 40 B, i3F AT 10 % 5 6 Bl
cDNA, % I % 14 4 40 °CZZ £ 60 min. 25 °C 5 min.
85 °C 5 min. 7% #& SYBR Green iR 77 & ¥t B %
HCG18.miR-17-5p X HMGA2 K IE/K-F-iEAT 460 , [
[ 4641 H 95 °CAF I 15 s, 55 °CiR /K 30 s, 72 °CIE fif
10 s, 347 30 MEA Y 1 , LL GAPDH K U6 E AN S
XTI, SEIR W E 3N EE RIS 5 IA R R
BB B4 7 G A0 CUE , LA 22 kv 5 5 (R 1)
FHXF R IE K, AACE=[CHSR G 41 H 3L KD —Ct (5K
B 20 N S D T-[CLO BREH H 128 D -CeOnf BREH Py
Z Jk )]s HCGI18 L iiF 51 1 N 5 - TTG-
GCTTCAGTCCTGTTCATCAG-3', il 5l W N 5'-
ACCTTGCACACTGTCTCTTG-3'; miR-17-5p - ¥# 5]
Y 5-TGTCAAAGTGCTTACAGTG-3', R 51N
5'-CCATAATGCTACAAGTGCC-3'; HMGA?2 I Ji% 5l
¥ N 5'- CGAAAGGTGCTGGGCAGCTCCGG-3', F
W51 R 5'-CCATTTCCTAGGTCTGCCTCTTG-3';
GAPDH _L Jif 5] #) N 5' - GCAAGTTCAACGGCA-
CAG-3', Nl 51918 5" -GCCAGTAGACTCCACGA-
CAT-3'; U6 i 51 %) 5'-CTCGCTTCGGCAGCA-
CATATACT - 3', '~ Ui# 51 ¥ 4 5' - ACGCTTCAC-
GAATTTGCGTGTC-3',
14 Wb#AMNSCLC AL+ LR 455:%& G 47245
FE OB EAWEL

B A ZAREA BTN 2 ml 508 T, N RIPA
YT D 2R Ak R R B R 1, PBS B W 4N S5 #4
FE 2 2 ml B0, i N RIPA 24 fif ¥ 4 B 40 g s
& A, BCA WA &AW & R KA, 10%
SDS-PAGE r B & H , I TR B EREAR R
PVDF i I, 5% i f Wik FiRE A2 hJ5, I —#1
(HMGA2,1:1 000; E-cadherin, 1:2 000; N-cadherin,
1:1 000; vimentin, 1:1 000; GAPDH, 1:1 0004 °Cit
WREE . H, ZBr—PU, TBSTIEYE 3 G » I
[ HRP i B9t SE T % =1 (121 000) = i &
M1 h, fJ5 IIN ECLAL 2 KOG E T B R R 5
R G, H Image J 68 A1 4607 AT 2 B 00T
1.5 W3 K& B4R A B 420 miR-17-5p 49 fe & 7

{8 FH PCR 43 739 34607 miR-17-5p 5 HCG18 J¢
HMGA?2 3'-UTR X 25 & 07 s 7 50 7 B, H 3 A
pmirGLO luciferase % 1& # & 1 , 3k 15 HCG18/HM-
GA2 5 4 4 2 & (pmirGLO-HCG18-WT/pmirGLO-
HMGA2-WT) , [F] B 1] 757 7% 3515 HCG18/HMGA?2 %
A5 A % AR (pmirGLO-HCG18-MUT / pmirGLO-HM-
GA2-MUT) . #4 pmirGLO.HCG18/HMGA?2 H#f A= 71!
#H AR HCG11/HMGA2 R B 344 - miR-17-5p FL 41
W K B A X6} 1 40 93 51 5 Lipofectamine™ 2000 V& & )5

By ASA UMY . G448 h T , MR XU 6 B R
DRI I 7)1 B RS WU 2 't 2R R
1.6 CCK-8 i # M 3L & HCG18 *F A549 #= NCI-
H460 %@ i 38 38 69 %5 v

YU LY Ja , 408 1< 10Y/FLI A0 2k 4r i fe - 96
Uk, BB 3ANE L, BT 37 cCR M 15 9% 24 h,
FFFLINAN 10 pl CCK-8 A TR , 37 °CHEF- A B 2 h, AR5
158 R B ISCRE: 0 K AE 450 nm Ak ()6 55 FE (D) 1H, it
SR S AR A R 2 . A PR B R 26 (Y0 = HRZH D
BB 20 DA/ R IR 2H DAE -2 4 DAED x100%
1.7 Transwell 5% 354 M) 3% & HCG18 3+ A549 #= NCI-
H460 %@ it 3L A% B AZ & 69 %R

HFLAE N 3 wm 1 2 1k B2 15 i 1) Transwell /) %
AT S5 . FH 50 mg/L 2% 5 12 17 8 #6404 Tran-
swell /N JERFF 1) B %= M, 37 °CH & 30 min. 4 A
T UL ST 77 12~24 h i FH J B v A 20 e, 2% 19
5 B0 3 R IR PBS Wk 1~2 %, F & BSA I
I35 $5 77 55 B8, VA B M 2% 5O 1< 10°/100 pl il 2%
YA SR . B 100 pl 48 i 200N A Transwell /) % ,
=N E 20% FBS ] RPMI-1640 55 75 3 , B RS
75T 37 °C.5%CO K5 7240 12 h J5 , AR L R
B = AR, FH 1% 45 5 55 4 €4 20 min, F7E &5l
BN 3~5 M ALETBEAT WS T 0T A S
1.8 &% HCG18 #9 A549 m i s RAS A /B 42 AL 0 32
R

B S JE 84 MEPE BALB/c R 20 N 2 41, AS49 41 i
1T 23 5 5 N Si-HCG18 il B 3 4& (HCG18 filt [
2D Si-NC ZS3AAR (Si-NC 41D , #% 8 1x10% H (41 i
B E/NRAE KT, B LS/ B R A K
DL KN 35 dJE A0S B, W&/ BRI RE K
INERE AT A = B xR K B R
0.5,
1.9 %itsan

qPCR. Wb FIZH A8 5 3T 5% R B 506 ) R
3. FHSPSS13.0 Guit 2= 84X B dk AT Gi vk 4047
TFE U DL i +s R R, B Kaplan-Meier fill /£ 4 47 i
2, 18 it Log-Rank f 5 i 47 73 # , W9 4H 18] L K
H e 5, 2 20 18] L 3R F B DK 38 ANOVA 7. B
P<0.05 8 P<0.01 £/ %7 BA G 7 m L.

2 # B

2.1 HCGI8 £ NSCLC ‘A Antmit & ¥ & & &
qPCR VLA &5 & , 59 55 A 4 i,
HCGI18 #£ Ji H R 1) ik K P & & & (p<
0.01, B 1 A) s FEITI/IV A B8 38 vh I 3RIA 7K P B 35 T
(P<0.01, B 1B) , fE R A L 45 3 2 1 8 3% HH HCG18
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RiEKFEZFRTRREMRELGEEZ EEP<
0.01, K 1C) . Kaplan-Meier 4 17 #f 2k 43 ¥ & BAL,
HCG18 ik B iy 3 MU B 22 , HA A7 2 W 2K
F HCGI8 (k% ik ¥ (P<0.01, B 1D) . #£ NSCLC

4 i 2 HCG18 1R iA /K 7 2. 2% 5 T BEAS-2B 4]
e (P<0.01, & 1E) » [ id &5 B 3£ 8, HCGI18 7
NSCLC H LM = 338 , Rk /K15 NSCLC
RIEHFEZE IR

A B " 5 ]
5 %; 30 ] g .
8 25 *% I 4 . 8 - % )
T 20 jes) % 25 =100 5 . )
- gis k: -k < 8of g2 s

€10 g15 % g 15 g & “ :
2 % Z10 710 Lk £ o] ool £

: : & gg@ £ 5 o S 28- <001 %0

: ) ; %
& Cancer Paracancer M Tomwv 20 oo o 2 10 2030 40 50 my&’fﬁbsb‘zx\')’gz\\bggs@
TNM staging §he,\7’$ ‘0&5 OS (t/month) * & &
o

“P<0.01 vs Paracancer or Stage I/Il or Metastases or BEAS-2B group
A, B, C: Expression of HCG18 in NSCLC tissues was detected by qPCR; D: Kaplan-Meier survival curves and Log-Rank tests were
used to compare the OS between the two groups; E: Expression of HCG18 in NSCLC cells was detected by gPCR
1 HCGI87ENSCLC ARFHME R P EaRik
Fig.1 HCGI18 was highly expressed in NSCLC tissues and cells

22 #M&HCG1847H NSCLC 40 i 64 38 58 Fo it 4%

qPCR 7% £ W 25 2R (B 2A.B) &, ¥ 4 Si-
HCG18 J& , 5 BIMERHEA LEEL, (1DAS549 S NCI-H460 4
M HCG18 1A 7K 1 & 35 [ X (3 P<0.01) 5 (2)
CCK-8 5 56 & I 45 5 (& 2C . D) & 7x , AS49
NCI-H460 4 Jfl 1) 14 58 fig 77 2 % K B (3 P<0.01) ;
(3) Transwell 32 4 45 S (B 2E.F) 4 & 7~ , A549
Jo NCI-H460 4 Jfd (1) 3T # J 4% 28 6E 77 B i 52 2] 41
il (¥ P<0.01) 5 (4) Wb s2 5% 25 5 (| 26) &,
bR R B R E K B B (P<0.01) , Hif
285 3 B S B I AR KT R 2 R R (3
P<0.01),

A, ZINBRORE  # AE JRE B A S G 45 SR (] 2H
D 7R, 5 Si-NC 4 e, HCGI18 @i % 20 /s B 7%
T 98 0 AR RS 25 08 /N (P<0.05) s Wb ik 45 IR (]
20) &R, HCG18 g 4 2H 7% A8 988 4 23 b b ) 45 3
EARFRIEKTEZE L (P<0.01), #f 245 5 K
&Y & E B RIS K B R I (3 P<0.0D).
45 R ERW ,HCG18 R IA N NSCLC 4 ffu i & A4 B A5 1
EAER
2.3 HCGI18 5 miR-17-5p A 4E¥em & &

i# T Statbase A2 DIANA-IncBase 45 145 T I (1] iz
i 3 A A &% B, miR-17-5p #£ NSCLC o & 4% 11 &
S AEH , HCG18 77 41 ) 5 F Vi fi it £ Al miR-
17-5p [ ¥E 1) 45 & 067 5 &5 #4181 3A TR

XU e 2 A 3 DR VR AR I 45 SR (& 3B C)
7R, miR-17-5p 404 ¥ G4 A549 J2 NCI-H460 i
i J5 , 2 A ) T E % B pmirGLO-HCG18-

WT #5441 40 B 5% 5% 2 B v P (3 P<0.01) , T X
% 4t miR-17-5p B4 ) 6] 15 %% 4% pmirGLO-HCG18-
MUT FR A (1) 41 Jfl 5% 't 2 i 7% 14 JC 5% il (P>0.05) -
fii P& HCGI18 J& , miR-17-5p I K iL B & L (B P
<0.01, i 3D) , H miR-17-5p 7E NSCLC ¥ 41 21
F kKB K (P<0.01, K 3E) , HCGIS 5
miR-17-5p [} & & & 77 A 5% (P<0.01, Bl 3F) . L
45 R LW, HCG18 5 miR-17-5p B F% 40 A 45 4 .
2.4 HCGI8 i@ it 49 %] miR-17-5p £ HMGA2 % ik
12 3 NSCLC m fitr ) 38 78 B it 4%

18 1 TargetScan Tl £ £ 43 #1 & B, miR-17-
5p B 3k 4 3k ] th HMGA2 5 il 0 % 2 & i
% % YA % . qPCR ¥ £ I 25 2R (& 4A) K3,
HMGA2 fE NSCLC H & % 15 (P<0.01) , [ it Xf
HMGA?2 347 R N0 5T, 48 1) 45 & 07 045 1 B oR
WK 4B,

e 2T 4 At 5 DRV A I 45 R (] 40) Kk
B, it & IE miR-17-5p & # # ] ¥ % pmirGLO-
HMGA2-WT #4848 i % ' 25 i % M (P<0.01)
X 5% 4 pmirGLO-HMGA2-MUT #% 14 K 41 g ¢ )
i v M TE B2 W (P>0.05) ; il P& miR-17-5p & , #%
& pmirGLO-HMGA2-WT # & [ 41 fig 2¢ )% 2K il
T M R BN (P<0.01) , 1M X #% % pmirGLO-HM-
GA2-MUT # /& 1) 44 B % Ot 2= B§ 3§ 1t 6 2
(P>0.05).

qPCR J: A5 45 5 (B 4D) 2R, i 275 miR-17-
Sp 2 3 ] AS49 41 fE HMGA?2 1) & ik (P<0.01) ,
1M [7] I 3 2% % HCG18 W) i A549 41 i HMGA2
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it 5 5%, 55 . IncRNA HCG18/miR-17-5p/HMGA2 73l il 2 /IN A 1 firli s 4 i 15 58 Ko i 7% . 413 -

ff) % 15 (P<0.05) . CCK-8 2 46 il 45 5 (& 4B) &
N5 1 I miR-17-5p & 35 #01 H1) AS49 21 Ha 1) 3 5
(P<0.01) , [A] i} i % 75 HCG18 ) & 35 14 i A549
2 it f) 39 58 (P<0.05) o Transwell 52 56 25 5 (&
4F . G) R, 1T #IE miR-17-5p & 35 41 ] A549 40
J0 () 3 B8 B AR 28 (34 P<0.01) , [A] i i % 75 HCG18
35 N AS49 48 L (1) 3T B KA 28 (35 P<0.05) .
Wb S5 25 B CE 40D B R, 3 3 3K miR-17-5p

5 E ) AS549 20 i HMGA2 A 285 85 5 1 I 2R
H Rk (35 P<0.01), FF B B 45 5 8 B &
15 (#4 P<0.01) ; [A] B ik 338 HCG18, W | ¥ A549
40 Hfl HMGA2 P& F5 & B A VIR TE B A R ik
(31 P<0.01) , 4| I 7 4556 8 A 1 3R1K (P<0.01)
RS SRR W], HCG 18 383 301 miR-17-5p - iff
HMGA2 FIA e 3 NSCLC 4 i i3 5 ST #%

*%

& = B o C
8 25 As49 -% 25 NCI-H460 § 1.0 As49
§ 2.0] Ezo = 08} ~—SINC -=SiJHCGIS *E
g5 5 & .
o 1.5 0 1.5 o g 0.6
G *k 6 &8
O 10| "’ (i) 1.0 § 04
T okl *% o
o 05 ok 0 0.5 L1 = 02
>
g 9 - I% 1 g 0 ] 8 ol
) d % 9 % Jd X 24 48 72 96
2 o™ oM e @? SR SRS RIS
O (OO (O (O (S Time (¢h)
&Y &Y ey o e g
D E
08 N0 SC 50f & Si-NC I SiHCGIS

-+ Si-NC -+ Si-HCGI18
*

Cell proliferation (D, )
=)
~

24 48 72 96

Migration

_ N N
wn o
[=ER=)

*k Kk

LT |

A549 NCI-H460

Number of migration cells
=
1S3

Time (t/h)
F % 200 CJSi-NC 3 Si-HCG18 G
5 Si-NC Si-HCGI8 Si-NC Si-HCG18
8 150 E-cadherin [ s s— —
8 1.02 1.92 1.02 2.10
E 100 N-cadherin I-—-
‘ca K% 2.20 098 188 121
5 0 ﬂ Vimentin S ———
—g 0 214 091 2.00 092
- Z 9 &b“ GAPDH | s s s |
Invasion B $0\»
H I 5 J ANC Sid
5400 ~ SiNC = SIHCGIS 4 Eecadherin b
Q o N-cadherin : 2
S £ 200
° ’ : 197 1.10
Si-HCG18 £ 100 Vimentin > =
i Qo
k g 0 GAPDH 202 1.03
= 7 14 21 28 35 [p——

Time (t/h)

"P<0.05, "P<0.01 vs Si-NC group
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Fig.2 Knockdown of HCG18 suppressed the proliferation and migration of NSCLC cells
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Fig.4 HCG18 upregulated HMGA2 to promote NSCLC cell proliferation and migration by suppressing miR-17-5p
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