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[ ABSTRACT] Aim To investigate the effect of-94 ATTG insertion/deletion mutation at the promoter region of nu-
clear factor of kappa light polypeptide gene enhancer in B-cell 1 (NFKB1) gene on injury of human umbilical vein endothe-
lial cell (HUVEC) induced by high glucose and high fat microenvironment and its potential mechanism. Methods
High glucose and high fat model of primary HUVEC cells with different genotypes of NFKB1 was established.  Cellular ap-
optosis was detected by Annexin-V-FLUOS staining. ~ Morphology of mitochondria was observed by laser confocal microsco-
py after Mito Tracker staining. ~ Western blot was used to detect pSO and p65 proteins in nuclear factor-kB (NF-kB) sig-
naling pathway, mitochondrial fission related proteins Drpl, Drpl-s637, Drpl-s616 and Fisl, mitochondrial fusion related
proteins Mfnl, Mfn2 and Opal, and apoptosis related protein cytochrome C ( CytC). Results The apoptotic rate of
primary HUVEC induced by high glucose and high fat was higher than control group, and the apoptotic rate of mutant type
cells (DD genotype) was more than that of wild type cells ( Il genotype). Mitochondria was over-fission into fragments.
The expression of p50, a key protein in NF-kB pathway, was significantly decreased in DD genotype cells.  Expression of
mitochondrial fusion related protein Mfn2 was decreased. =~ The phosphorylation of mitochondrial fission dynamic related
protein Drpl-s616 was increased, and the expression of CytC was increased. Conclusion NFKBI gene deletion muta-

tion may be an important reason for the vulnerable damage of DD genotype HUVEC during high glucose and high fat micro-

[WFSBEH] 2019-10-17 [fEEBH] 2019-12-21

[(E€TB] EZKARPESL (U150322,81800320,81770363 )

[EE®N] &80, 8t W57 o e O e al E-mail 4 whisperl 18 @ sina. com, BWiEEEwET W B ERAeES
U, AT BRI, 382, W5 07 1) R Ui SE R MO I ARSI R 1206 SOME G EE R 5%, E-mail &7 yangyn5126@ 163. com,



CN 43-1262/R " [E sk alifb 44 it 2020 4F55 28 %55 7 # 567

environment, and its potential mechanism may be related to mitochondrial over-fission.
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Figure 1. High glucose and high palmitic acid induced apoptosis in different NFKB1 genotypes
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Figure 2. High glucose and high palmitic acid induced morphological changes of mitochondria in different NFKB1 genotypes
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Figure 3. Effects of high glucose and high palmitic acid on key molecules of NF-kB signaling pathway and CytC
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Figure 4. Effects of high glucose and high palmitic acid on the expression of mitochondria dynamic related proteins
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