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[Abstract] Objective To explore the effect of inhibiting the expression of miR-762 on the proliferation and apopto-
sis of papillary thyroid cancer (PTC) cells TPC-1 and its mechanism. Methods The qRT-PCR method was used to de-
tect the expression of miR-762 and Bel-2-like protein 13 (BCL2L13) mRNA in 83 cases of PTC cancer tissues and adja-
cent tissues, and the correlation between the expression levels of them was analyzed. Bioinformatics prediction software
and dual luciferase reporter gene experiment were used to analyze the targeting relationship between miR-762 and
BCL2L13. The liposome method was used to transfect miR-762 inhibitor and BCL2L.13 siRNA interference plasmid (si-
BCL2L13) into TPC-1 cells. qRT-PCR was used to measure the relative transcript levels of miR-762 and BCL2L.13, cell
proliferation level was detected by MTT and BrdU staining, apoptosis level was detected by flow cytometry, the expres-

sion levels of BCL21L13, Cleaved-caspase-3 and cytochrome C (Cyt C) in mitochondria and cytoplasm were detected by
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Western blot. Results Compared with the adjacent tissues, the expression level of miR-762 increased in PTC cancer tis-
sues, while the expression level of BCLL2L.L13 mRNA decreased, and there was a negative correlation between the two (r=
—0.70, P<<0.01). The double luciferase reporter gene experiment confirmed that BCLL21.13 was the target gene of miR-
762. Inhibition of miR-762 expression could significantly down-regulate the expression level of miR-762 in TPC-1 cells,
up-regulate the expression of BCL2L.13 mRNA and protein, inhibit cell proliferation, increase the level of apoptosis, and
up-regulate the expression level of Cleaved-caspase-3 protein and cytoplasmic Cyt C protein, decrease the expression level
of mitochondrial Cyt C protein. Interference with BCL2L13 gene expression could notably down-regulate BCL.21.13 mR-
NA and protein expression in TPC-1 cells, promote cell proliferation, inhibit cell apoptosis, up-regulate mitochondrial
Cyt C protein expression, and decrease Cleaved-caspase-3 protein and Cyt C protein expression in cytoplasm. In addition,
interference with BCL2L13 gene expression could significantly reverse the inhibitory effect of miR-762 inhibitor on TPC-
1 cell proliferation and the promotion of miR-762 inhibitor on apoptosis. Conclusion miR-762 is highly expressed in hu-

man PTC tissues, and inhibition of miR-762 expression can induce TPC-1 cell apoptosis and inhibit cell proliferation. The

mechanism may be related to the targeted up-regulation of BCL2L13 gene expression.

[Key words] Papillary thyroid carcinoma; miR-762; BCL2L13; Proliferation; Apoptosis

ARk, 4 BR IR MR 9 1 e R P b T, o
L3k R BRI 98 (Papillary thyroid cancer, PTC) 2 5
FIEAT B IR 2 i 1 80, 0% RV PTC il
AR, HRZHEENBUS RA4F, 10 FAEFRA]
K 90 Y0 ARATHER 20 15 %6 11y B 2 TR S0 bk 1L 28 5 B o
Jifi LB A I Ak 2% B B M AF TR R B 4R A0 FIR T it
Z L HE L RER PTC KA K R ALE 6 HAS iR 7
WA KR EE, MicroRNA (miRNA) J&— 2 JE 4i 75
RNA 4> F  FEAN 53 fb 36 58 5 25 A 5 T 38 Kk 15 45
BRI 3 R g i X AE SRS AL TR R
SR A PR AL A 23k L BT & B miR-762
FEOP S8 AR /DN 40 A s | 7L AR 0 IR R S5 22 el i
R A= S VN RO et B SIS RS & R
A &R KRB, H miR-762 1E PTC R4k, K&
PR A R 98 . A HIF 9 38 2o A W 15 8 PR T
AR G 2 B S R GEUE S miR-762 5 Bel-2 ¥E 8
F 13(BCL2L13) % [F 2 ] £7 76 80 1) i 4% ¢ & L If ifF —
A3 B il miR-762 3k XF FL 3k AR IR 9 TPC-1
0BG A OR T RS e S AL . BRI T
1 BEME5RHE
1.1 HZREA #2017 4F 1 H—2019 4 1 A 7E
I 13 4 T 2 — B B 4232 PTC WIBR F R 19 83 #i i
FH Horh Ao Pk 65 ), B0 18 L P 4R IS (37, 544, 1)
%, BT HE R E A VBRI S PTC 414 &%
S 57 A1 41 R B P R <3 em) . Bifl 5 FEAS UK A
TELRAT . AR 2R BEE FLZ B it
L2 . T2l S AR ANFL S R H AR R 96 4
fiz TPC-1 1 { i 40 il . DMEM 15 5% 5 | g i
1 6 2 17 A1 TRIzol W H 22 1 Gibeo 22 Hl 5 514
FE A3 B VL5 AL R AE W R A R F A G BCA
1 R D ) S B RN o A R 1 o B A

& MTT 1 BrdU 20 Jitd 38 5 A5 50 & 0 ) B3 =
KA+ AR A RS A s Annexin V-FITC 2 il 8 7 4
W & A A U IE R A D R A R A | R
Mgl R GE 0 A 22 [H Promega 24 W 5 S s 1 3R & A
SR PO E T R A B RE O IR & W H H A Takara
N slipofectamine 2000 W H 3¢ [ Thermo Fisher 28
A ;GAPDH — 410l [ % [H Abcam 2 A, BCL2L13 .41
e E C(Cyt C).Cleaved-caspase-3 Fi 1 W H 3£ H
CST A #l, COX IV $i1& W [ 3% E Abbkine 2 #l;
miR-762 %] ¥ (inhibitor) M H B 4 %f I8 (inhibitor-
NC) Al BCL2L13 3 Ji A7 2 44 (si-BCL21L13) K& H:BA
PEXT IR AR (si-NC) 18 35 B 25 B AR A7 BRA 7 %
Ay, W al M A B 35 B BD A Al Chemi
DocTM XRS+ ¥ I 1% & 55 #1 qRT-PCR 1L [ 3
[ Bio-Rad A #],

1.3 ZHfEssE TPC-1 40 g il DMEM K% 3% 3 (%
L0V G 4R M) B 9%, & T 37 'C 5% CO, MIKEFRH s
HROGH B30 A KR B B 1 40 T IS 4 S 5

L4 ZHMLordi B e ¥ TPC-1 difd LB AL 2 < 10°
AR T 6 FLAR 15 40 M fl & BE 38 20 80 Y0 It L
TPC-1 40 Jfl 43 4 inhibitor-NC 4 (4% 4% miR-762 in-
hibitor BH P4 %} B8 mimics NC) . miR-762 inhibitor 2
(4« miR-762 inhibitor) ,si-NC 2l (4 4% si-BCL2L.13
B 1 X B8 ) | si-BCL2LL13 4 (§% %¢ si-BCL21.13) Fl
miR-762 inhibitor+si-BCL2L13 4 (44 J¢ miR-762 in-
hibitor fl si-BCL2L13), IR Y ) TPC-1 4l 1E N
25 HXF IR 4 (blank 41) . K ¥ Lipofectamine 2000 i
BB AT A .

1.5 gRT-PCR #& 42  PTC AH 4, 40 b 1y
RNA, R J5 Wi % 55 i cDNA, Bl SYBR Green
RIRZ A D E B PCR AL, 435I U6 Fil GAD-



WA EF 2026 51 A % 38 5% 14 Med ] West China, January 2026, Vol. 38,No. 1 o 4] .

PH M N ZE &, iTH miR-762 Al BCL2L13 mRNA
Mk, 5l F %W F. U6, 5'-CTCGCTTCGGC
AGCACA-3"( %), 5'-AACGCTTCACGAATTTG
CGT-3' CF %) miR-762, 5'-ACACGGGGCUGGGG
CCGGGGCCGAGCGCCTC-3' ( E¥#) ,5'-CT CAGGG
GCUGGGGCCGGGGCCGAGCCAGA-3' (F i), GAP-
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Figure 1 Expression levels and correlation analysis of miR-762 and BCL2L13 mRNA in PTC cancer tissues
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Figure 2 The targeting relationship between miR-762 and BCL2L13
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Figure 3 The expression level of BCL2L13 protein in TPC-1 cells of each
group
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T E (P<<0. 01) ; inhibitor+ si-BCL2L13 41 40 it 14

B %8 inhibitor 2H W] B 5 (P<<0.01), WH 4,
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Figure 4 The proliferation activity of cells in each group detected by MTT
W :1. balnk #H ;2. inhibitor-NC #H ;3. inhibitor ZH;4. si-NC #4H ;5. si-
BCL2L13 #1 ;6. inhibitor+ si-BCL2L13; 5 blank 24 L #, D P<<0. 05;
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Figure 5 Proliferation of cells in each group detected by Brdu
7 :1. balnk 41;2. inhibitor-NC #4;3. inhibitor 41;4. si-NC 41;5. si-BCL2L13 41;6. inhibitor+ si-BCL2L13; 5 blank 41 H4 , @ P<<0. 05; 5 inhibi-
tor 2 IL &L, @ P<0. 05,
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Figure 6 The apoptosis rate of each group was detected by flow cytometry
7 :1. balnk 41;2. inhibitor-NC 41 ;3. inhibitor ZH;4. si-NC 4H;5. si-BCL2L13 41;6. inhibitor+ si-BCL2L13;5 blank 41 b, D P<<0. 05, @ P<
0.01; % inhibitor 41 lb#,® P<<0. 01,
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Figure 7 Expression levels of Cyt C and Cleaved caspase-3 protein in each group were detected by Western blot
TE AL AMZRLA D Cyt C IR IBAT ;B 4 Cleaved-caspase-3 # 13835 7K ;1. balnk 2 ;2. inhibitor-NC 2H;3. inhibitor #41;4. si-NC
#;5. si-BCL2L13 4 ;6. inhibitor+ si-BCL2L13;5 blank #H L%, D P<<0. 05,@P<00. 01; 5 inhibitor 4 L4, @ P<0. 01,
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