< 520 - HHREF 2022 F 4 % 34 5% 48 Med ] West China, April 2022, Vol. 34,No. 4

i

i

Twinfilin-1 TR IZZFRBIFSESHREEEPFERAT

¥ EET ORR AR
CRMABE Z ANRERE, 5t 5t 5500000

[(RE] BM RA@EFTRALES Twinfilin]l LEAXSHFFHBRELEYHAATH YR, FE K
Sh3EFAE R m e LLC-PK1, AL 45 o xF B0 AR 20 A A + pe DNA & & k8, 4 A + Twinfilin-1 i & & 4, 2
Sumol/L 4B 24 h A 2B THEER, KA LK PCREKRFE G EEEAEN Twinfilin-1 ¢ & &
CCK8 Emm oy s, A XM AR AN M A A X EAR LG T, R EANATHELARS BHRE e
J-2(Bcl-2) \Bel-2 #8% X & & (Bax) . F &8 R & R84 % 9 8 (Caspase3 . 9) [KF, R LHar@iambs, 4
A2 Twinfilin-l mRNA B2 & G RK-F . a0 3g st /R BE R & 45 B 4K, 28 12 8 = % | Bax/Bcl-2, cleaved cas9/cas9 &
cleaved cas3/cas3 7K 3% hm (P<C0. 05) ; 5 B A 4 W 82, A A + Twinfilin-1 i& & 5 40 Twinfilin-l mRNA & & @K F . @
JOIG FE A ) R AR AR B B A5 38 e, 4 8 A T % Bax/Bcel-2 . cleaved cas9/cas9 & cleaved cas3/cas3 /K -F BA& (P <0.05),
T BE A 20+ pe DNA & H AL LA B EH(P>0.05), & Twinfilin-1 it & & T4 @ T M = X4 B F Bax/Bel-
2 KF 4] Caspase3 9 W9 &L, My mIe A =, e HF EF L EABRE L AmGkFatFEaREsky &,

[X#iA) Twinfilin-1;48; 5@ T4 BT & ;AT ; ZEKBH

[FESHZS] R329.275 [XEFRFEB] A DOI:10. 3969/j. issn. 1672-3511. 2022. 04. 010

Study of Twinfilin-1 overexpression relieving heavy metal poisoning and
apoptosis of cadmium-induced renal cells

GUO Yanhong. WU Qinning, DENG Quan, ZHOU Qiang
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[Abstract] Objective To explore the effects of cytoskeleton regulatory protein Twinfilin-1 overexpression on
heavy metal poisoning and apoptosis of cadmium-induced renal cells. Methods Porcine renal cells LLC-PK1 were cul-
tured in vitro and randomly divided into control group, model group, model+pc DNA empty vector group and model+
Twinfilin-1 overexpression group. Cells were treated with 8 pmol/L of cadmium for 24 h to establish the model of heavy
metal poisoning. The expression of Twinfilin-1 was detected by real-time fluorescent PCR and Western blot. The cells
proliferation was detected by CCK8. The apoptosis and changes in mitochondrial membrane potentials (MMP) were de-
tected by flow cytometry. The expressions of apoptosis-related proteins [ B cell lymphoma-2 (Bcl-2), Bel-2 associated X
protein (Bax), cysteine aspartate specific proteases (Caspase3, 9)] were detected by Western blot. Results Compared
with control group, expression of Twinfilin-1l mRNA and protein, ability of cells proliferation, MMP decrease, apopto-
sis rate, Bax/Bcl-2, cleaved cas9/cas9 and cleaved cas3/cas3 levels were increased in model group (P <Z0. 05). Compared
with model group, expression of Twinfilin-]l mRNA and protein, ability of cells proliferation, MMP increase, apoptosis
rate, Bax/Bcl-2, cleaved cas9/cas9 and cleaved cas3/cas3 levels were decreased in model + Twinfilin-1 overexpression group
(P<C0.05), but there was no significant change in model+ pc DNA empty vector group (P=>0. 05). Conclusion Twinfilin-1
overexpression may inhibit the activation of Caspase3 and 9, reduce apoptosis and maintain normal MMP by reducing level of
key apoptosis factor Bax/Bcl-2, thereby protecting from heavy metal poisoning of cadmium-induced renal cells.
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Figure 1 Transfection of LLC-PK1 cells
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Figure 2 Twinfilin-effect of overexpression of bcl-1 on cell proliferation
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Figure 3 The effect of overexpression of twinfilin-1 on apoptosis
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Figure 4 Effect of twinfilin-1 overexpression on the expression of apoptosis related proteins
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Figure 5 Effect of twinfilin-1 overexpression on mitochondrial membrane potential
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