J Med Res, September 2022, Vol. 51 No.9

NLRP3 % /MK FERE & #E 15 S /Y S #E O AL 20 fa
HREARERRGPIER RN E

F %% % K ¥ @ #E A¥L

M E BH 5 NLRP3 R 1E/IMETERS Z 8 (lipopolysaccharide, LPS) 75 T 19.0x WL 41 il 25 4 Bk 45/ 52 4 ( hypoxia/ reoxygen-
ation, H/R) 45 o BOVE FH RHL . 53k BROIE % %P B AR K A9 HOC2 (O ULAR AR BEAL 20 4 4 RO @Al (H) A (n =3) A + Bt
H/ZA(H+H/R)H(n=3) FH +LPS+ H/R(H + LPS + H/R) 4 (n =3) #l BAY11 - 7082 - i & #¥ + LPS + H/R(H + LPS +
BAY + H/R)# (n=3), SR CCK -8 ILA M 41 M 7 J1 , ROS A6 i 1257 &5 a2 28 hr 44 04k i #80K 7, RT — PCR #1041 fff NLRP3 |
ASC .caspase — 1 il IL — 1B ) mRNA ik 7K *F-, Western blot % £ il 41 fft NLRP3 | ASC , caspase — 1 #l IL — 1B HJ 8 I R ik K ¥,
R HEMH L H + H/R 40T P FE AR LDH K Jh & 2ok ik ROS 7 £ 3 i, NLRP3 | ASC | caspase — 1 Fl IL - 1B ¥
mRNA 35 L8 ,NF - kB NLRP3 |ASC , caspase — 1 Fl IL - 18 F FI/KFH & (P <0.05) ; LPS &b BHJ5 , H/R B = B O JUL 20 Mt 453 05
HE— L IME (P <0.05) , MMM BAY11 -7082 J5 ,LPS A& i 5 01515 LA (P <0.05) . £5i  BAY11 - 7082 W] LI#j ] NLRP3
R /NREE NI LPS A /9 HOC2 20 il =5 6% H/R #1405 .

KR NLRP3 RM/NME a2t SheE/ZES 80 & o4

hESES  R541 XEARIREE A DOI 10.11969/j. issn. 1673-548X.2022.09.010

Role and Mechanism of NLRP3 Inflammasome in Lipopolysaccharide — induced Hypoxia and Reoxygenation Injury of Hyperglycemic Cardio-
myocytes. LI Lu, QIU Zhen, ZHANG Yi, et al. Department of Anesthesiology ,Renmin Hospital of Wuhan University , Hubei 430000 , China

Abstract Objective To investigate the role and mechanism of NLRP3 inflammasome in lipopolysaccharide — induced hyperglyce-
mic hypoxia/reoxygenation injury of cardiomyocytes. Methods H9C2 cardiomyocytes grown at normal logarithmic phase were randomly
divided into four groups:high glucose group (H group,n =3), high glucose + hypoxia/reoxygenation group (H + H/R group,n =3),
High glucose +LPS + H/R group (H + LPS + H/R group,n =3) and BAY11 - 7082 intervention high glucose +LPS + H/R group (H +
LPS + BAY + H/R group,n =3). Cell viability and mitochondrial oxidative stress (ROS) levels were detected by kit. mRNA expression
levels of NLRP3, ASC, caspase — 1 and IL - 1B were detected by RT — PCR, and protein expression levels of NLRP3, ASC, caspase -1
and IL — 1B were detected by Western blot. Results Compared with high glucose group, the cell activity of H + H/R group decreased,
LDH level and mitochondrial ROS production increased, mRNA expressions of NLRP3, ASC, caspase — 1 and IL — 1 up - regulated,
and protein levels of NF — kB, NLRP3, ASC, caspase — 1 and IL - 1B increased( P <0.05). After LPS treatment, the damage of H/R
hyperglycemic cardiomyocytes was further aggravated (P <0.05) , while the addition of Bayll - 7082 improved the damage (P <0.05).
Conclusion BAY11 —7082 inhibited NLRP3 inflammasome activation and thus alleviated LPS — mediated high glucose H/R injury in

HI9C2 cells.
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