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(& ZE] B8 HITRBEAnR U251 g0 25 /N RNA  (miR)-199a-5p J& % 240 it i £ F1 5
TR, I B miR-199a-5p H/hss E I 1 (CAV-1) B R . k. oM 35 I R AF 40
M ggd U251 20 B A/ 28 e 5 40 i 938 Hs683 4L, R Western blotting 3% Kl 2 F 4l fii v CAV-1 R A%
KK, SERFUEEE B PCR (RT-qPCR) £ K 2 A 4 o miR-199a-5p # kK ¥, U251 40 sy 28
HA (AHATHY) . mimics NCAH (FF Y2 8 50k) A miR-199a-5p mimics 20 (%% % miR-199a-5p 5
1¥), Hs683 éﬁiﬂ@%%% FI4 (APEfr5 4 ) | inhibitor NC 20 (% e 23 % Bkl ) 1 miR-199a-5p
inhibitor 41 (%% %% miR-199a-5p ¥l #), R RT-qPCR A 45 21 40 M % Y %%, Western blotting i
K 4% 2 40 g oh CAV-1 38 (£ 15K F . TargetScan FCHE 4 9l il miR-199a-5p 5 CAV-1 7£ 3'4E # %
X (3UTR) 454 6 4, ¥ psiCHECK™-2-CAV-1-WT Hl psiCHECK™-2-CAV-1-Mut 4 % 5
miR-199a-5p mimics Al mimics NC 4% 44 2 U251 4fiffdrhr, B psiCHECK™-2-CAV-1-W T +mimics NC 41 .
psiCHECK™-2-CAV-1-W T+ miR-199a-5p mimics 2 . psiCHECK™-2-CAV-1-Mut+ mimics NC 4 F
psiCHECK™-2-CAV1-Mut+miR-199a-5p mimics 24, X% 5 2 i #7 15 & R 52 56 48 §iF miR-199a-5p 5
CAV-1R# M S R, 40 RIJR 5290 K I 45 20 U251 R @ A 3%, a4 i AR A I 45 41 U251 41 g 94
2%, 8558 Western blotting ik I RT-qPCRYERI, 5 Hs683 40 L #k, U251 40 CAV-1E 1%k
K AR (P<<0.05); 5 U251 4000 He#, Hs683 41 H miR-199a-5p F ik /KA i 7H g (P<<0.01).
522 34l mimics NC 41 tb 3, miR-199a-5p mimics 21 U251 4l jig HF miR-199a-5p 3 ik 7K F B 8 T+ &5
(P<<0.01), CAV-1EHEEAKFHEBREML (P<<0.05), Sa5EH4 L%, inhibitor NC 21 Al miR-199a-5p
inhibitor 20 Hs683 4 Jfl h miR-199a-5p & 35 K- 2 B W FE AR (P<<0.01) . #% 4 Hs683 4 i th CAV-14E
FIREKFREZRY LGB X (P>0.05) . ¥ 6 % MM 45 36 P S2 06 560k, A oh 4
psiCHECK™-2-CAV-1-5f A= % (WT) # psiCHECK™-2-CAV-1-% 78 B (Mut) K #HEK; 5
psiCHECK™-2-CAV-1-W T-mimics NC 4 L %, psiCHECK™-2-CAV-1-W T-miR-199a-5p mimics 21
U251 20 jd WT CAV-1 0 X 5¢ 0 3 Wl i Mk W1 0 fe Ak (P<<0.01) . AR5, # Y12, 24 M 48 h
A, 5425 4, miR-199a-5p mimics 41 U251 4i i %I JR M A 5 W W F AR (P<<0. 053k P<<0.01);
Bt 48 M1 72 hitt, 5 mimics NC 41 Ho &S, miR-199a-5p mimics 20 U251 40 g %l I8 fir & R W B A% (P<<
0.01). WMN40pEAR, 5725 4 A mimics NC 4 Fb 4, miR-199a-5p mimics 21 U251 40 fg 98 1= 5 B . Tt
f (P<<0.01). S5 ad m i 5 £F 40 iR U251 40 i 5% % miR-199a-5p LA I, Wl PR CAV-1
R, IR SR A0 AT R, AR BECU T, SR R K R . miR-199a-5p 5 CAV-1
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Effect of miR-199a-5p on expression of Caveolin-1, cell
migration and apoptosis in glioma U251 cells

LIU Donghui', CI Yunzhe?, WANG Chunyan?, MA Wenyi’
(1. Department of Human Anatomy, College of Basic Medical Sciences, Chengde Medical College,

Chengde 067000, China;2. Department of Histology and Embryology, College of Basic Medical Sciences,
Chengde Medical College, Chengde 067000, China)

ABSTRACT Objective: To discuss the effects of microRNA (miR) -199a-5p overexpression on cell
migration and apoptosis in the glioblastoma U251 cells, and to clarify the targeting regulatory relationship
between miR-199a-5p and caveolin-1 (CAV-1). Methods: The glioblastoma U251 cells and
oligodendroglioma Hs683 cells were cultured in vitro. Western blotting method was used to detect the
expression levels of CAV-1 protein in 2 kinds of cells; real-time fluorescence quantitative PCR (RT-
qPCR) method was used to detect the expression levels of miR-199a-5p in 2 kinds of cells. The U251 cells
were divided into blank group (non-transfection), mimics NC group (transfected with empty vector) , and
miR-199a-5p mimics group (transfected with miR-199a-5p mimics). The Hs683 cells were divided into
blank group (no transfection) , inhibitor NC group (transfected with empty vector) , and miR-199a-5p
inhibitor group (transfected with miR-199a-5p inhibitor). RT-gPCR method was used to detect the
transfection efficiency of the cells in various groups; Western blotting method was used to detect the
expression levels of CAV-1 protein in the cells in various groups. TargetScan database was used to predict
the binding sites between miR-199a-5p and CAV-1 in the 3 untrans lated region(3'UTR) ; psiCHECKTM-
2-CAV-1-WT and psiCHECKTM-2-CAV-1-Mut were co-transfected with miR-199a-5p mimics and
mimics NC into the U251 cells, respectively, forming psiCHECKTM-2-CAV-1-W T+ mimics NC group,
psiCHECKTM-2-CAV-1-W T+ miR-199a-5p mimics group, psiCHECKTM-2-CAV-1-Mut+mimics NC
group, and psiCHECKTM-2-CAV 1-Mut+ miR-199a-5p mimics group; dual-luciferase reporter gene assay
was used to verify the targeting relationship between miR-199a-5p and CAV-1; cell scratch assay was used
to detect the scratch healing rates of the U251 cells in various groups; flow cytometry was used to detect the
apoptotic rates of the U251 cells in various groups. Results: The Western blotting and RT-qPCR results
showed that compared with Hs683 cells, the expression level of CAV-1 protein in the U251 cells was
significantly decreased (P<C0.05) ; compared with U251 cells, the expression level of miR-199a-5p in the
Hs683 cells was significantly increased (P<<0.01). Compared with blank group and mimics NC group, the
expression level of miR-199a-5p in the U251 cells in miR-199a-5p mimics group was significantly increased
(P<C0.01) , the expression level of CAV-1 protein in the U251 cells in miR-199a-5p mimics group was
significantly decreased (P<C0.05). Compared with blank group, the expression levels of miR-199a-5p in
the Hs683 cells in inhibitor NC group and miR-199a-5p inhibitor group were significantly decreased (P<C
0.01). No significant differences were observed in the expression levels of CAV-1 protein in the Hs683
cells among various groups (P>>0.05). The dual-luciferase reporter gene assay results showed that
psiCHECKTM-2-CAV-1-wild type (WT) and psiCHECKTM-2-CAV-1l-mutant (Mut) expression
vectors were successfully constructed; compared with psiCHECKTM-2-CAV-1-W T-mimics NC group, the
relative luciferase activity of WT CAV-1 in the U251 cells in psiCHECKTM-2-CAV-1-WT-miR-199a-5p
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mimics group was significantly decreased (P<Z0.01). The cell scratch assay results showed that at 12, 24,

and 48 h after transfection, compared with blank group, the scratch healing rate of the U251 cells in

miR-199a-5p mimics group was significantly decreased (P<C0. 05 or P<C0.01). The flow cytometry results

showed that compared with blank group and mimics NC group, the apoptotic rate of the U251 cells in

miR-199a-5p mimics group was significantly increased (P<C0.01). Conclusion: Transfection of mature

miR-199a-5p mimics into the glioblastoma U251 cells can reduce the expression of CAV-1 protein, inhibit

glioma cell migration, promote apoptosis, and suppress tumorigenesis and development. The targeting

relationship between miR-199a-5p and CAV-1 may represent a potential mechanism for glioma

development and could serve as a potential diagnostic and therapeutic target for glioma.
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i e Jo 968 A — b i i DL A B R M R AR B 2 R B2
Jilgg . H AT R A ST AT AR UTEREK A BT AT
F, BEPUR 2 BAEAF A, o e R Y
JBE 5 B 40 LR B2 B AL T 14~16 > H, Pk
SRS W A LA RET BRI O 1 6 i s S5 R Y
W2 Wom B jE A B AR . M/ RNA
(microRNA, miRNA) J&—JKE R 19~22 P
IR 1) 46 4 3E i % RNA, 75 H 3 H 3'HE B
X (3'untranslated region, 3'UTR) &4, It K& #
HEMEYREDIEE . KA miRNA 22 5 %35
TE I8 A0 B AR 38 58 L A T R B ol R v 4 R AR
o 5 Y R : miR-199a-5p 5 4 Fl i E 19 &
R A FVIREK, FRAAFRIEAKY . MR
B R BT, miR-199a-5p % ik K F Tt =5 fE B
4l b g - 1] BT %% 4k (epithelial-mesenchymal
transition, EMT) Wy#ERE, 2 W) & #4402 36 4E o
1 3K miR-199a-5p 7] # [a] 411 il DNA #6845 17 H
W3 95 ¥ 1 (DNA damage-regulated autophagy
modulator protein 1, DRAMI) FEH M FRL, Hik
e MR AR 1 I T BT R R B L AR
a4 & A F (epidermal growth factor,
EGF) itk 2 20 A 3% 3% & [ (lymphocyte activation
gene, LAG) L& GHZK1 (cadherin EGF LAG
seven-pass G-type receptor 1, CELSR1) g M fig fist
T 96 A i JE X [A) B 22 %) miR-199a-5p Y P8 45, it %
ik miR-199a-5p Al Ml CELSRI A3k, M i 17 il
Jie B R OAN MR M B MR . N R AL
(caveolin 1, CAV-1) i 21 4> 2 R 5% BE 21
W TR A5 B2 5 43 - as . B [ 1 4 A
e, AMEWEEEMMYAERK . KEF MY
BE, LR R I A AR 2R RN RS B 22 R AR
PRI I B AR Y WEOE Y R TR R SR
CAV-1 AT LA 3 1 J5 J57 96 4 B Y 34 5 A il 487 09 B

Caveolin-1; Cell migration; Apoptosis

B, DA 5 M 5 9 1Y) 2 e A o

M P5 TargetScan F 5 & 43 Hr, miR-199a-5p 5
CAV-1 1 3'UTR fFFE 45 & 0 s, BB =35 Z 16
PR A RE A E R WM E LR, B,
AR 58 L4 i 3 3k miR-199a-5p A9 U251 41 g
FAIK 2 35 miR-199a-5p AY Hs683 41 g, 3 & &
CAV-1 8 H RIEAKE 40 ML T #% 2 R 40 J g 172 3
B miR-199a-5p 5 CAV-1 0 L 5, LA A I
PRI K B i 1 Jg o 4t e 1 S8 1) 24 M R 1L 2 5%

1 B

1.1 i .22 XMNANE AR
U251 40 Jf F1 /0 58 15 57 240 i 8 Hs683 41 g 1 [ I
Wvm e A A B AT R A . 10%0 i 4 1l % 1 A At
MUY TRAF, DMEM SRR, 1%
H-EER . BEOEIMHF (phenylmethanesulfonyl
fluoride, PMSF), RIPA &M . A& EDTA KB
fitg . BCA R F e I 5 1057 & A Annexin V -FITC/
PLA T4 3 5] & 0 B AL st R R A R A
A, CAV-1H GAPDH —#t & =4 ¥ g g &%
ABclonal ZE ¥ BHE AT IR A A, miRNA 4 457 &
A e s R & W B 3& B EZbioscience A
miR-199a-5p AR A (miR-199a-5p mimics) Fl
25 3% JB B (mimics NC) . miR-199a-5p #ill il 7
(miR-199a-5p inhibitor) #1 25 #& Jit ki (inhibitor
NC). miR-199a-5p 519 Je N2 U6 5 #5504 F T M
HheE R ARA A, %3 Lipofectamine 3000
g A 3% [E Thermo Fisher Scientific 2% #,
psiCHECKTM-2-CAV-1-87 4 & (wild type, WT)Hl
psiCHECKTM-2-CAV-1- % 4% #1 (mutant type,
Mut) % BGE FAE YRR R w I G R,
XL ¢ 't F W 4 45 5L R & H 38 R Promega 2
Al LR & O (B9 Fresco 21) W HEE
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Thermo Fisher Scientific /A&, PCRP BAL (W=,
S1000™ Thermal Cycler) W4 H 32 E Bio-Rad 2~ A,
S¢ompoP9¢ 6 E & PCR
quantitative PCR, RT-qPCR) ¢ (# % . FQD-
96A) W [ AT M I H BB B A BR B AR AL
(#45 . EIx808) W B HEF A AR, KL (H
% . Mini PROTEAN Tetra Cell) 1 H 3 [ Bio-
Rad A A, 4 B 8 fb &6 BAZR /5 i i (B .
Tanon-6100) W H -7 Tanon /A Al .

1.2 fmps3e s 5 U251 40 M F1 Hs683 41 g & T
37°C. 5% CO, M HE BT b, & 10% 4 1
W, 1% H-4EE Z M DMEM B 38 5L 5595 0 2440
IR H 60%0~80% i, HEATAAARAEIR, LIS
SRYCHY, AN R IR RS TC R R .

1.3 @mpsafestid UL IEHA OR
AT R YL U251 4082 ) . mimics NC 2H (5% e a5 2,
kL) Al miR-199a-5p mimics 20 (4% 4% miR-199a-5p
BRI ) s Hs683 4/ A as Al (ANHEATH Y1
Hs683 4 it ) . inhibitor NC £ (4% e 78 2% ki) Ml
miR-199a-5p inhibitor 41 (% 4 miR-199a-5p 1 #l
Y1) . M4 Lipofectamine 3000 fiig i A % 4t 5 W 45
e U251 F1 Hs683 4l g, >R JH miR-199a-5p LA
AR Ko =25 3 Bk g3 ) % G U251 miR-199a-5p
mimics 21 A1 mimics NC 41 ; >R i miR-199a-5p #1 il
M Ko o= BBk gr i) B B¢ Hs683 miR-199a-5p
inhibitor 2 1 inhibitor NC 2 . %4 &% 3 4~F471L,
fp Y 243 A8 hE , WA AL A0 MLH T )5 2255 50
1.4 Western blotting s AR &-Am e F CAV-1%
bR KRF 4RI R A B R Y A8 h S Y
U251 Fll Hs683 4t ffl , 28 W 2 #h 2% sl (phosphate
buffer saline, PBS) F4riEUEG, A & 8 H EE
il 790 2% A E A (phenyl methane sulfonyl fluoride,
PMSF) 1 RIPA Zf## (PMSF : RIPA=1 : 100)
RPN S EA, U LW ET 1.5 mL
EP 4, SR BCA B 11 v J I A 38 5] 5 4G 0 2 1
W I E R . FES T 100 CF &k 10 min, fii & A
JRASVE . B AL LR N 30 png, K A O B R R Uk
S5 43 B AN [ AH X 4 T 6 0 2R T AR 4l Marker
Fric Ve, FHIR#E %% CAV-1 1 GAPDH ¥ % =
PVDF & |, ZRHM2hEMA—+H (1:1000),
4CHHF IR, F2RTBSTHRPER 3K, —4t
(1:2000) ZFiEBFEE2h, FHXKTBST H K= Rk
W fE, R ECL K &R ge /6 0 25 1 4547, Image J

(real-time fluorescence

AR AW KEME, PR E N EARIEK
Vo HWE R RBKF=HMWEH KA K EME/
GAPDH # F 7% K EAA

1.5 RT-qPCR ## @) & 48 48 #6 # miR-199a-5p &
#EARFE R miRNA 24k 50 & B U251 A Hs683
A0 i AR R RNA, AR i B 7 573t 7] & 1 BH A5 45
i, B miRNA & # 5%4 cDNA, LA cDNA Mt ,
AP, 95°C, 10min; 95°C. 10s, 60°C, 205,
72°C. 10s, 40N MEH . R 2727 0L 15 2 Fh 4
Mg o miR-199a-5p £ ik K F K ¥ Y mimics Fl
inhibitor J& miR-199a-5p # iA /K . miR-199a-5p 1E
5149 . 5-CCCAGUGUUCAGACUAUCUGUUC-
3, R iE ARG Pk s A R WS U6EI
el A w) B AR

1.6 MRA&FBHMRELE E L L IE miR-199a-5p
5 CAV-1#m%x 2 HHMWEKCAV-IWT I
S50 Mut # 8 2 psiCHECK™-2 # /&, 2351
psiCHECK™-2-CAV-1-WT 1  psiCHECK™-2-
CAV-1-Mut. U251 4il ffg LA & FL 3> 10° 4> 4i i /Y 25
BERERD T 12 FL A MO R, 3B AL, A
KB 700 I HATH G, B psiCHECK™-2-CAV-1-
WT il psiCHECK™-2-CAV-1-Mut 4> % 5 miR-
199a-5p mimics Al mimics NC 4% 4t & U251 41 jg
Hr, Bl psiCHECK™-2-CAV-1-W T+ mimics NC 41 ,
psiCHECK™-2-CAV-1-W T+ miR-199a-5p mimicsZH .
psiCHECK™-2-CAV-1-Mut+mimics NC 4] I
psiCHECK™-2-CAV1-Mut+miR-199a-5p  mimics
H, BHBEIMN VI, Y 48h)5, E=EYM,
o M AA B W] 96 FLAN MR Sl b, BEAL 75 pl.
Jim A Luciferase Assay Reagent & ), # 6B F
10 min, SR I 22 Y 68 B b ASCR I 25 20 40 i i K o
o B o R A RS B 96 FL A M A FRAR, A
75 pL ZOR W, RS A #EEE 10 min, b ALK
VB DGR o AN R X 26 ' 2 I T = o e
R B/ B OGO L Ll A A A A M P O B
WT-+miR-199a-5p mimics 20 2 g A1 X} 5 5 2 il 1%
PE B §AK T WT+mimics NC 41, #2758 miRNA 5
H 35 PR A 0 ) £

1.7 @R R EBER E&E U251 SR Re4
P TRBUE KA U251 g0, $E AL 1X
1040 i 1) 2% B Bl Al T 6 FLAN M B 7 i, R 45 4 4
Mo K 2 100% J5, FH 1 mL s R Rk T 6 L4
Jif 95 3% b N BRI, PBS 22 ph W TE VE 3 WS, R
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ZF H4 . mimics NC 2 Fil miR-199a-5p mimics 2H 4
MOBEfr R, 0. 12, 24 M 48 hivk, Fob=F W iss
X A R AT AR R L R Tmage T3P AR B A
MR R A, AR A AR, 1R
MlEREAE AL . MM RDR @A %= (0 h R A —
12hRYREA) /0 h R AL < 100% .
1.8 AXmEAKEMNEZMEUS@EATE
U251 4 % de 48 him, K Ly O SE A 0
B, PBSZEMPRVES 3K, A& EDTA I IR H
05 WA AR N B0, L, BRI,
PRAE b ARG T 20 i $0 A 5~10 A4S, 4N PR s
> 5min; MG Annexin V -FITC/PIL# T f I  51
S B EAE, A 195 pL Annexin V -FITC Z5 4
W EEAIMN, B2 4], Annexin V PRI
PIE el b A7 )E , X2 A4 . mimics NC 411
miR-199a-5p mimics ZH 4 ffL FE 47 ALY, % U kO I
A, vKE, LHLET 300 41 05 MR 0 s, R A T 4
JHLASCR: I 4% 2 20 ML T O, H A M TS 2
i 8 T R =R 4 U T R e S A R R TR
1.9 %t Z 454 R SPSS 26.0 4 i 4k 14 # 47
ity Hr. U251 M Hs6S3 4l h CAV-1E 1%
IKIKAF . miR-199a-5p F Ik K- U251 2 il AR X 2¢
o6 R IS . U251 40 i 3 % 35 miR-199a-5p J&
miR-199a-5p # ik K - fl it F ik J5 CAV-1 & (1 £
ik K P . Hs683 4l g ) il miR-199a-5p £ ik )5
miR-199a-5p & ik K- Rl j5 CAV-1 85 [ F ik K
P U251 4 i R IR AA RER A0 M UE T AR A A I
Bk, hatsFa, ZARFEAY SR
R R T 25 4 A, 4 TR RE AR B B0 W b BCR
LSD-2 6 58 o 2 2H [A) B 7 25 %50 L0 35 R FH P 8 S A A
(K% . DL P<<0.05 hZERHGZI¥E L,

2 & B

2.1 U251 #» Hs683 @ M ¥ CAV-1 & @ %
miR-199a-5p % & K F CAV-1 & H 78 U251 44
Jitg v B Gk, 7E Hs683 41 g b K K ik, 5
Hs683 41 Mg b #, U251 40frh CAV-1 8 H # kK
I REAR (P<<0.05) . W 1. 5 U251 40 i
(1.0040.20) H#&, Hs683 41+ miR-199a-5p %
KK (2.4140.43) HETHE (P<<0.01),

2.2 E# miR-199a-5p & & J& & 41 U251 48 fe
miR-199a-5p fe CAV-1& & A &X K F HEH4A
(1.00 = 0.13) b #, miR-199a-5p mimics ZH
U251 4l h miR-199a-5p R ik 7K (457. 57440. 21)

1 2 Mr
CAV-1 SR 21000

GAPDH — G— 37 000

Expression level of
CAV-1 protein

U251 Hs683
B

Lane 1: U251 cells; Lane 2: Hs683 cell. "P<C0.05 vs U251 cells.

E1 2fp4IiE CAV-1EAREHRKE(ADMELEB)

Fig. 1 Electrophoregram (A) and histogram (B) of

expression of CAV-1 protein in two kinds of cells

By 7h s (P<<0.01), mimics NC 20 U251 40 it
miR-199a-5p % ik /K F (0.99+0.26) R L%
it E X (P>0.05); 5 mimics NC 4 I %,
miR-199a-5p mimic 4 U251 4 fg ' miR-199a-5p
TR B IR (P<0.01) . S 4 i,
miR-199a-5p mimics 41 U251 41 ffd 'h CAV-1 & A
kK F B R AR (P<<0.05), mimics NC 44
U251 4l CAV-1 8 H KKKV 2 7 B G it = &
X (P>0.05); 5 mimics NC4L b4, miR-199a-5p
mimics 41 U251 40 fifl tf CAV-14E 1 % ik /K F B
FEAR (P<<0.05)., W2,

2.3 FiA miR-199a-5p & ik J& & 48 Hs683 @ # F
miR-199a-5p f« CAV-1 & & A& KF Hux P[4
(1.0040.08) Fe %, inhibitor NC 2 F1 miR-199a-5p
inhibitor 21 Hs683 4 Jifd 1 miR-199a-5p & ik 7K
(0.34+0.02 F1 0.494+0.03) ¥ 8 & (&A% (P<
0.01) ; 5 inhibitor NC & I # , miR-199a-5p
inhibitor 1 Hs683 il it ' miR-199a-5p £ iA /K - 2% 7
TG it 2% B X (P>0.05) . 4 £ Hs683 4 Jid th
CAV-1HEHARKKFILRZSFH LG IT¥E XL
(P>0.05), WK 3.

2.4 miR-199a-5p 5 CAV-1 8 & &-45 5 & Je i) £
2 I M # psiCHECK™-2-CAV-1-WT A
psiCHECK™-2-CAV-1-Mut #3A#{&, miR-199a-5p
5 CAV-1 3'UTR i iy &5 & 7 &8 W B 4. 5
psiCHECK™-2-CAV-1-Mut-mimics NC 41 It % ,
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1 2 3 Mr
CAV-1 TP T 21 000

GAPDH  esswammms s 37 000

A

1.5

Expression of CAV-1 protein

Blank Mimics MiR-199a-5p
NC mimics

B

Lane 1: Blank group; Lane 2: Mimics NC group; Lane 3: MiR-199a-5p mimics group. "P<Z0.05 vs blank group; “P<C0.05 vs mimics

NC group.

B2 KHU251 40+ CAV-1EEHREBHEKE(A)MELE(B)

Fig. 2 Electrophoregram(A) and histogram(B) of expression of CAV-1 protein in U251 cells in various groups

1 2 3 Mr
CAV-1 — S — 21 000
ety Cpm——
GAPDH 37 000
A
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(o2
1
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o
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Expression level of CAV-1 protein

Blank Inhibitor MiR-199a-5p
NC inhibitor

B

Lane 1: Blank group; Lane 2: Inhibitor NC group; Lane 3: MiR-199a-5p inhibitor group.
B3 HUHs6834MH CAV-1EAREBBEKE(A)MELERE(B)
Fig. 3 Electrophoregram(A) and histogram(B) of expression of CAV-1 protein in Hs683 cells in various groups

psiCHECK™-2-C AV-1-Mut-miR-199a-5p mimics £
U251 41l WT CAV-1#HXF 2 56 K il I 1 25 = L5
i E L (P>0.05); 5 psiCHECK™-2-CAV-1-
WT-mimics NC 41 It # , psiCHECK™-2-CAV-1-
WT-miR-199a-5p mimics 41 U251 i it WT CAV-1
AR 28 Y 2 il % M W] S eIk (P<<0.01). DAL 5.

Position 1573-1579 of CAV-1 3'UTR

5" ..UUGCAUUUAAAACAGACACUGGC...
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