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FLI-1 ameliorates cardiac hypertrophy by inhibiting IGF-1R/Gi/PLC pathway via

up-regulation of Klotho
TANG Gang, WANG Weiwei, ZHONG Li, LONG Jun, SI Liangyi Department of Cardiology, Third Affiliated
Hospital of Chongqing Medical University, Chongqing, 401120, China

[ Abstract | Objective To investigate the effect of FLI-1 on Klotho-mediated IGF-1R/Gi/PLC
pathway on cardiomyocyte hypertrophy. Methods  The cells were divided into 8 groups: control group,
model group, model+NC Vector group, model +pcDNA-FLI-1 group, model +NC Vector+NC siRNA group,
model+NC Vector+Klotho siRNA group, model+pcDNA-FLI-1+NC siRNA group and model+pcDNA-FLI-1+
Klotho siRNA group. Cardiomyocyte hypertrophy models were established by treating cells with isoproterenol
(ISO), and the latter cells were transfected with pcDNA-FLI-1 and Klotho siRNA, respectively. Apoptosis
was detected by flow cytometry; hypertrophic area was detected by phalloidin staining; apoptosis, hypertrophy
and expression of IGF-1R/Gi/PLC pathway-related proteins were detected by Western blotting. Results
Compared with the control group, the ISO group had increased apoptotic rate, cardiomyocyte surface area and
IGF-1R, GNAI1 and PLCG1 expression, indicating successful modeling; compared with the model +NC
Vector group, the model +pcDNA-FLI-1 group had decreased apoptosis, cardiomyocyte surface area and IGF-
1R, GNAI1 and PLCGI1 expression. Apoptosis, cardiomyocyte surface area, and IGF-1R, GNAI1 and PLCGI
expression were increased in the model +NC Vector +Klotho siRNA group compared with the model +NC
Vector+NC siRNA group; apoptosis, cardiomyocyte surface area, and IGF-1R, GNAI1 and PLCG1 expression
were decreased in the model +pcDNA-FLI-1+Klotho siRNA group compared with the model +pcDNA-FLI-1+
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NC siRNA group. Conclusion FLI-1 can inhibit IGF-1R/Gi/PLC pathway and reduce myocardial apoptosis

and myocardial hypertrophy by up-regulating Klotho.
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FRLAE A o A5 58 2o A2 O LAN A o A 1S0 57
O LA AE AL , 45 5%t 7 45 R 20 JUL 200 i v 4 i
T B WURE KRR BE SN, R s

FLI-1 78 22 MR AE 20 i (LR I L i 20
FIEBERSE) ol 5 2R, S A n e o L A T
I A RS GRBEIATIAR S o LA FEUESE , FLI-1 5y

ML BERT B VI 5, 11 TANAKA 281 BF 58 3E S2 76 /N
R P FLI-1 23k e 25 5 350N BRLO L A0 A i 9 T
MRFET: . FECWUIE RS R rp AR A BE S O LA A
PR, O WLAE M RE 8 38 48 ] T 10 T8 2 TH BR 52 400 41 i R
AN 4, 42 Bel-2 fil Caspases %", Bel-2
F AT LR A TR AR AR PR T (40 Bax) /40
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T2 Bel-2) [H - A - 45 4 % 9 T A7 9 T
Caspases 1F T T A9PRAT # , 24 HAE P T 18 % v 3
54 P PARP [ A ST R A s
JIE FLI-1 X WUAT AL AR S P T A4 F - B2 A
GG O NN AL AN TR AR 25 R @7, FLI-1
IR, O LA A AE K (BNP  NPPA FI B-MHC)
AT (Bax/Bel-2  cleaved-Caspase3/ Caspase3 ) S5 FH 5%
HHMRIRFEAL, Fmad 22k FLI-1 JA B0 LA
WA R B A T R

Klotho & — i 08 & 3P, 32 248 B I I o /N4
R 2 L 0 Bk 2 A b s o WFSEIESE Klotho B
P WUE R AE T . WFFEER M, Klotho R 38 4o 4170
TGF-B1 3 F s /N B O LI R (£ 44k K0 i 2 B e
3. Klotho {2 il 5 5 75 ' _E IR 05 S (0 HELVE
OV FEIA, 10 Klotho 1t KL ZZ M 5N EIER
P 10 0 JUE 5 B i AR, O el 6 LR 0 A7 T R
Klotho FJ 75 FGF {55 R & RAE A K H -1 Z 1K
(IGF-1R) 1 Wnt 258 % 19 3#03% " o Hiwh IGF-1R &
ORI A BA KA O, AT 2 5 A PR R0 FH A O JOE A
R, G IGF-TR 25 1y i 23 1875 T i 5
AR WL A0 T K e 2 A F 5 4 AR B R TR
Klotho 19 323k J5, O UL 40 i &b IGF-1R, GNAI1 #1
PLCG1 k3, R BIUTER Klotho ff) ik &30 i1 3
% FLI-1 X2 AE R B936 97 VR F , DU 48 e JUL 48 i
NERFREE

25 ETR , ABFSE R FLI-1 A fEid it _F i Klotho
e IGF-1R/Gi/PLC K35, 1520 JULAH A H T S
ILARRRAE I, S0 IUIE R IR S i e IR T #E Ao
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