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301b-3p2H ¥ 3 44K (P<0.05); 484+ F HG+pcDNA-PART 1+miR-NC4H , IL-6. TNF-a/K-F, = F A
A cleaved-caspase3. cleaved-caspase97K-F EHG+pcDNA—PART1+miR—301b—3p4.EL ‘# ¥ 5 (P<0.05).
LncRNA PART1¥) T 8 miR-301b-3p#7 4| T 3455569 KR B sn A, stk 7 B0 %E
LR mpe it .

FE4897  HK-2400; IncRNA PART1; miR-301b-3p; #4iF; 40T

LncRNA PART1 Alleviates High Glucose-Induced Renal Tubular
Epithelial Cell Injury by Targeting miR-301b-3p

ZHAO Hua*, LIU Sufang, LI Fen
(Nephrology Department of Qingdao Eighth Peopls’s Hospital, Qingdao 266000, China)

Abstract This study aims to explore the effect of IncRNA PART1 on the injury of human renal tubular
epithelial cells HK-2 induced by high glucose and its possible mechanism. High glucose-induced HK-2 cells were
used to establish a cell injury model, and randomly grouped into groups: Con group, HG group, HG+pcDNA group,
HG+pcDNA-PART1 group, HG+anti-miR-NC group, HG+anti-miR-301b-3p group, HG+pcDNA-PART 1+miR-NC
group, HG+pcDNA-PART1+miR-301b-3p group. qRT-PCR was used to detect the expression of IncRNA PART1
and miR-301b-3p. ELISA method was used to detect the levels of IL-6 and TNF-a. Flow cytometry was used to
detect the rate of apoptosis. The dual luciferase reporter experiment was used to verify the targeting relationship
between IncRNA PART1 and miR-301b-3p. Western blot was used to detect the protein expression of cleaved-cas-
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pase3 and cleaved-caspase9. Compared with the Con group, the expression of IncRNA PART1 in the HG group was
decreased (P<0.05), while the expression of miR-301b-3p, the levels of IL-6 and TNF-a, cell apoptosis rate, and
cleaved-caspase3 and cleaved-caspase9 protein levels were increased (P<0.05). Compared with the HG+pcDNA
group, IL-6, TNF-a levels, the apoptosis rate and the protein levels of cleaved-caspase3 and cleaved-caspase9 were
decreased in the HG+pcDNA-PART1 group (P<0.05). LncRNA PART1 could target miR-301b-3p. Compared with
the HG+anti-miR-NC group, the levels of IL-6, TNF-a, apoptosis rate and cleaved-caspase3 and cleaved-caspase9
protein levels were decreased in the HG+anti-miR-301b-3p group (P<0.05). Compared with the HG+pcDNA-
PART1+miR-NC group, the levels of IL-6, TNF-q, the rate of apoptosis and the protein levels of cleaved-caspase3
and cleaved-caspase9 were increased in the HG+pcDNA-PART1+miR-301b-3p group (P<0.05). LncRNA PART1

can inhibit the inflammatory response and apoptosis by down-regulating the expression of miR-301b-3p, thereby

reducing the damage of renal tubular epithelial cells induced by high glucose.
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Fig.1 Expression of IncRNA PART1 and miR-301b-3p in HK-2 cells induced by high glucose
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A: qQRT-PCRAZ M IncRNA PART15R1A 7K F; B: ELISAKG I 2 JiE K T (IL-6 FITNF-a) ) 7K F; C: Western bloth U T2 #H ¢ £ [ (cleaved-caspase3

cleaved-caspase9) 1 7KF; D: L AWML AR /- Hr 4 T3 . *P<0.05,

A: the expression level of IncRNA PART1 was detected by qRT-PCR; B: ELISA was used to detect the levels of inflammatory factors (IL-6 and

TNF-a); C: Western blot was used to detect the levels of apoptosis-related proteins (cleaved-caspase3, cleaved-caspase9); D: flow cytometry was used

to analyze the apoptosis rate of cells. *P<0.05.
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Fig.2 LncRNA PART1 alleviates high glucose-induced inflammation and apoptosis in HK-2 cells
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A: LncBase Predicted v.2# {7k IncRNA PART 1 FlmiR-301b-3p ) FLAE A 25 (41 (0 /R SR HITHIE); B: WU 3 M 25 52560 73 HTPART 1 5 miR-
301b-3pl# ELAE; C: QRT-PCR} HTIncRNA PART 1id %34 Bl {4 miR-301b-3pFik (1540 . *P<0.05.

A: the LncBase Predicted v.2 software showed the interaction sites of IncRNA PART1 and miR-301b-3p (red indicated the mutated bases); B: dual-
luciferase reporter assay was used to analyze the interaction between PART1 and miR-301b-3p; C: qRT-PCR was used to analyze the effect of IncRNA

PART1 overexpression or knockdown on the expression of miR-301b-3p. *P<0.05.
3 LncRNA PART1#ImiR-301b-3pE1{E
Fig.3 LncRNA PART1 interacts with miR-301b-3p
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A: qRT-PCRAG Il miR-301b-3pFiA7/KF; B: ELISAKE I 4 JiE K 1 (IL-6F1 TNF-a) [ 7KF; C:
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A: the expression level of miR-301b-3p was detected by qRT-PCR; B: EL
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ISA was used to detect the levels of inflammatory factors (IL-6 and TNF-a);

C: Western blot was used to detect the levels of apoptosis-related proteins (cleaved-caspase3, cleaved-caspase9); D: flow cytometry was used to analyze

the apoptosis rate of cells. *P<0.05.
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Fig.4 Interfering with miR-301b-3p expression alleviates the injury of renal tubular epithelial cells induced by high glucose
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Fig.5 LncRNA PART1 alleviates high glucose-induced HK-2 cell injury by targeting miR-301b-3p
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