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[FHE42E] R363;RS5 [ XHtFRIZES] A

GLP-1 alleviates ox-LDL-induced endothelial cell pyroptosis via miR-22/NLRP3 path-

way
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[ ABSTRACT ] Aim  To study the regulatory effect and molecular mechanism of glucagon-like peptide-1 (GLP-1) on
pyroptosis of umbilical vein endothelial cells (HUVEC) induced by oxidized low density lipoprotein ( ox-LDL). Meth-
ods HUVEC was cultured and divided into control group, ox-LDL group, GLP-1 group (10 nmol/L, 100 nmol/L, 1 000
nmol/L) , GLP-1+miR-22 inhibitor group, miR-22 inhibitor group, miR-22 mimic group, negative control (NC) inhibitor
group and NC mimic group. Flow cytometry was used to detect apoptotic rate, fluorescence quantitative PCR was used to
detect the expression of microRNA-22(miR-22) , Western blot was used to detect the expression of NOD-like receptor pro-
tein 3 (NLRP3), apoptosis-associated speck-like protein containing CARD ( ASC) and caspase-1, enzyme-linked immu-
nosorbent assay was used to detect the content of interleukin 1beta (IL-1B) and interleukin-18 (IL-18). Results
Compared with the control group, the apoptotic rate, the expression of NLRP3, ASC, caspase-1 in cells and the levels of
IL-1B and IL-18 in the culture medium of ox-LDL group significantly increased, while the expression of miR-22
significantly decreased (P<0.05). Compared with ox-LDL group, the apoptotic rate, the expression of NLRP3, ASC,
caspase-1 in cells and the levels of IL-1B and IL-18 in the culture medium of GLP-1 group significantly decreased, while
the expression of miR-22 significantly increased (P<0.05). Compared with GLP-1 group, the apoptotic rate, the expres-
sion of NLRP3, ASC, caspase-1 in cells and the levels of IL-1p and IL-18 in the culture medium of GLP-1+miR-22 inhibi-
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tor group significantly increased, while the expression of miR-22 significantly decreased (P<0.05).

The expression of

NLRP3, ASC, caspase-1 in cells and the levels of IL-13 and IL-18 in the culture medium of miR-22 inhibitor group were
significantly higher than those of NC inhibitor group, while the expression of NLRP3, ASC, caspase-1 in cells and the lev-

els of IL-1B and IL-18 in the culture medium of miR-22 mimic group were significantly higher than those of NC mimic

group. Conclusion

pathway.
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Z WS O | e I s AL s PR R R IR
S5 PR 3R 0 3 A SO | S R A iR AR 5 R If
A PN B 405 2 B ke R 1 Ak & A i ER B ER T
Aok BK % R B A (oxidized low density
lipoprotein, ox-LDL) 7E 3 JIk o5 BEHIE 1 . N K 20
Ja61 45 Hh A B , ox-LDL 5 |6 N B2 #6147 /5 e A%
AR i 22 Tl & P A L A 458 0 1) 1T 2 1N B Ry iR L %
PEAA AT ox-LDL Je 1B IR 41 I 12 40 RFUE
JEHEREBELR S SR RN 5 | ) AE M BT T SR
JAMLAEET PR S ox-LDL 5 A Y B2 40 AL T80
h 2 B Sl DKok A A AL | 3 AR i i A8 0 K A2 R
FACT AR AL R

Jik I B 2 R K 1 ( glucagon-like peptide-1,
GLP-1) J& T 4F 2k & e e ok (08 BB HE 254, BA 2
RIS 2R 53 WA A o] R OB =R O Wb B9 AR, B
T2 BB R B TT . BT SC T GLP-1 i 4 A9 fF
FENN, GLP-1 [ T B A B E RIS, 38 RETE 2 Fh 20
GUR AL R AR PRSI
W AET UYL, GLP-1 REAS IR i S T S5 5 1
P B A5 03 5 PVER BRSS9 K R, GLP-1 RERS I
SARZ s RN BB 5. S T WA GLP-1 X
ox-LDL FIr S0P B¢ 40 0 58 SE452 13  Pr 4 1 T AT 5
HARDHT T GLP-1 %F ox-LDL 75 5 At ik P iz 40
it (human umbilical vein endothelial cells, HUVEGC)
SAREA BT AE ] B 4 T HL, B 72 GLP-1 ]
Tk RERE AL IR T R BE SRR

1 #RGE

1.1 SEEg##

HUVEC W B o I 48 8, % R &, % B DMEM
BRI e ik R E A B B Gibeo 2 ], GLP-1
W B Sigma /8] ,miR-22 By L4 A0 ] 4 B A XE
F# (negative control ,NC) ty A& L 4 41 %] 4 W B - ¥
+ 3/ 5 , Annexin V-FITC/Pl X% & W & + &
FYAE , miR-2 kAR A &M 8w KRR
8 ,NOD # % 1K & & 3 (NOD-like receptor protein 3,

GLP-1 can alleviate ox-LDI-induced endothelial cell pyroptosis through the miR-22/NLRP3
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B-actin #7741k 4 C 7% ; TBST k% 3 K5
BRMT A EEE — R 1 h, TBST %% 3 K IHF
MANBER,ERENFLLRE R G+ ELEEZ
NLRP3 | ASC, cleaved Caspase-1, B-actin #] & & 4
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Figure 1. Apoptosis rate in each group(n=5)
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Figure 2. The expression of miR-22, NLRP3, ASC, Caspase-1 in each group(n=5)
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Figure 3. The content of IL-1p, IL-18 in media of each group(n=5)
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Figure 4. Regulatory effect of miR-22 mimic on the expression of NLRP3, ASC, cleaved Caspase-1 in cells(n=5)
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Figure 5. Regulatory effect of miR-22 mimic on content of IL-1B, IL-18 in media(n=5)
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Figure 6. Regulatory effect of miR-22 inhibitor on the expression of NLRP3, ASC, cleaved Caspase-1 in cells(n=5)
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Figure 7. Regulatory effect of miR-22 inhibitor on content of IL-1B, IL-18 in media(n=5)
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