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530 EERHERERATAZHNEEZE ( WERAE ), RAZEMKNXEERPCR (RT-gPCR ) NI A LS
E 4H 42 11 C50rf56. miR—19a-3p & PTEN mRNARY 3R iX 7k ;3R F Western blotting#& il PTENZE B 3 i K
; K H Pearson#fl % 9 #i% 4 #r C50rf56. miR-19a-3p 5 PTEN mRNARZH M X M. 45 RT-PCR#&
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FR4A4ELL, URSAA L ELHLR F C50rf56 mRNAFI PTEN mRNA REHFRIXKETFIH, mR-19a-3pFiEKIE L
E (P<0.05) ; PearsontE kM irEr, URSABGHEMLAH Coorf56 Rix S5 mR-19a-3pERER/MER (r=—
0.543, P<0.001) , 5PTEN mBRNAZRZIEMX (r=0.612, P<0.001) ; mR-19a-3p 5 PTEN mRNAZ & =&
fA#x (r=-0.578, P<0.001)., SXERAMEZBMLL, FHZHMAH C50rf56 F1 PTENERIETFIE, mR-19a-
3pFiE LA (P<0.05) ; SHERAMIIEEAMEL, FEAMBENRREK, BTERAS (P<0.05) ; SBRFE~DMR
EEVAMRLL, FH C5orf564H C5orf56 #1 PTEN RIi& T i, miR-19a-3p&iX Eif ( P<0.05) ; idZ&i% C50rf56 42
C50rf56 #1 PTEN %A £, miR-19a-3p&i&ETFiE ( P<0.05). 4it: £ URSAEEH, C5orf56 XX TFIRASH %
EEmERE, #HmsIEEFEARNERE, RERSEE,
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Abstract : Objective: To investigate the mechanism of the effect of C50rf56 recruiting miR—-19a-3p/PTEN
molecular regulatory network on trophoblast cells in recurrent spontaneous abortion (RSA). Methods:
A total of 30 patients with unexplained recurrent spontaneous abortion (URSA group) and 30 healthy
pregnant women with normal early pregnancy requesting induced abortion (control group) who visited
the obstetrics and gynecology department of the First Affiliated Hospital of Shaoyang University from
January 2024 to October 2025 were included. Real-time fluorescent quantitative PCR (RT-gPCR)
was used to detect the expression levels of C50rf56, miR—19a-3p, and PTEN mRNA in the villous
tissues of the two groups. Western blotting was employed to detect the protein expression level of
PTEN. Pearson correlation analysis was used to analyze the correlation between the expression of
C5o0rf56, miR—19a-3p, and PTEN mRNA. In vitro, RT-PCR was used to detect the expression levels
of IncRNA C5o0rf56, miR—19a-3p, and PTEN, Western Blot was used to detect related proteins, and
immunofluorescence was used to detect cell viability and cell cycle. In vivo, PT-PCR and Western blot
were used to detect the expression of INcRNA C50rf56, miR—19a-3p, and PTEN. Results: Compared
with the control group, the expression levels of C50rf56 mRNA, PTEN mRNA, and PTEN protein in the
villous tissues of the URSA group were downregulated, while the expression level of miR—19a-3p was
upregulated (P < 0.05). Pearson correlation analysis showed that in the villous tissues of the URSA
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group, the expression of C50rf56 was significantly negatively correlated with miR—19a-3p (r = —0.543,
P < 0.001) and significantly positively correlated with PTEN mRNA (r = 0.612, P < 0.001). miR-
19a-3p was significantly negatively correlated with PTEN mRNA (r = -0.578, P < 0.001). Compared
with the control group and the normal group, the expression of C50rf56 and PTEN in the cells of the
abortion group was downregulated, and the expression of miR—19a-3p was upregulated (P < 0.05).
Compared with the control group and the normal group, the cell viability in the abortion group
was reduced, and the apoptosis rate was increased (P < 0.05). Compared with the mouse model
group of spontaneous abortion, the expression of C50rf56 and PTEN in the C50rf56 interference
group was downregulated, and the expression of miR—19a-3p was upregulated (P < 0.05). In
the C50rf56 overexpression group, the expression of C50rf56 and PTEN was upregulated, and
the expression of miR-19a-3p was downregulated (P < 0.05). Conclusion: In URSA patients, the
downregulation of C50rf56 expression leads to an imbalance in this regulatory network, which in
turn causes abnormal function of trophoblast cells and promotes abortion.
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SRR (Recurrent Spontancy Abortion, RSA ) & MR 82Kk A MR M L EAEZ2 20 I AT iR =%, AT B ik m
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NG M 55 B HTR-8/SVneo ) 1 35 [E ATCC 2
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JitL %% BE 91 < 1094 /mL, BL100 w LA M EE, 40l ASnL
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C50rf56, miR—19a-3p (kA5 PTEN mRNA #ik A=
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(—) P EHLAH C50rf56. mR-19a-3p & PTEN
pray >
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261 WHSEAHLF Chorf56. miR-19a—-3p & PTEN ik 4

(xxs)
» C50rf56  miR-19a— PTEN o
A5 %L PTENZE[
mRNA 3p mRNA
) 1.00 1.00 1.00 0.86
WA 30
+0.12 +0.15 +0.11 +0.09
0.48 2.31 0.52 0.41
URSA4] 30
+0.09 +0.28 +0.08 +0.06
1 18.990 22.590 19.330 22.790
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262 URSAZHZEH L Chorf56, miR—19a—3p5 PTEN mRNA Z&ikf

(PSP
ECL r{f P A
C50rf56 5 miR-19a-3p -0.543 <0.001
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