Acta Universitatis Medicinalis Anhui 2021 May; 56( 5) * 687 -

12021 -4 -6 10:17 > https: / /kns. cnki. net/kems/detail /34. 1065. r. 20210402. 1339. 005. html

Ghrelin ( DLys’ ) -GHRP-6

Ghrelin ( Dys’) -GHRP-6 IL6.TNF-«.MCP4  MDA.XO  XDH
( HFD) IL40  SOD.CAT  GPx (P <0.05);
. 4 C57BL/6] eWAT (CLS) .SVF .
(RD) . (HFD)  HFD +( D-dys') -GH- M1 M2 (P <0.05) . (D-
RP-6 . 16 . Lys') -GHRP-6
. M1 M2 HFD
1( MCP4) . (IL) 6.
<« TNF<)  IL40. HE : Ghrelin; ( Dd.ys’) -GHRP-6; :
(SVF) : R 364.2
(SOD) . (MDA) . A 1000 — 1492( 2021) 05 - 0687 — 06
(CAT) . (X0). doi: 10. 19405 /. cnki. issn1000 — 1492.2021. 05. 004
(GPx) . ( XDH) . HFD
. . ( eWAT) .
( sWAT) . (iBAT) .
iBAT RD (P<0.05); HFD +
( D4ys’) -GHRP-6 HFD (P< (insulin resistance IR) . .
0.05) .,  HFD HFD + ( Ddys') -GHRP-6 2 2 ( Gh-
relin) N
2021 -01 - 10 -4
( :81400800)
450052 S
E-mail: 7359398 @ qq. (‘high fat diet HFD)
com Ghrelin ( Ddys’) -

HOTAIR and to verify the expression of HOTAIR. Methods PCR was used to amplify the full length sequence of
HOTAIR gene and clone it into LV5 vector. LV5-HOTAIR vector was constructed. The recombinant plasmid was i—
dentified by double enzyme digestion and verified by sequencing. The constructed overexpressed HOTAIR lentivirus
vector was infected with HTR-8/SVneo cells and the cell lines with stable expression of HOTAIR were screened by
purinomycin and the level of GFP expression was observed by fluorescence microscope. qRT-PCR verified the ex—
pression of HOTAIR. Results The bands obtained by recombinant plasmid digestion were consistent with the ex—
pectation and the sequences of overexpressed HOTAIR lentivirus vectors were consistent with the target sequences.

Under fluorescence microscope the cells in the overexpressed HOTAIR group showed green fluorescence expres—
sion. qRT-PCR results showed that the HOTAIR expression in HTR-8/Svneo stable cell lines with overexpression of
HOTAIR was 206. 3 times higher than that in the Control group ( P <0. 05) and 232. 8 times higher than that in the
NC group ( P <0.05) . Conclusion The stable HOTAIR-overexpressed HTR-8/SVneo cells were successfully es—
tablished and the expression level of HOTAIR mRNA significantly increased in the stable HOTAIR-overexpressed
HTR-8/SVneo cell lines.
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phage polarization in high fat diet-induced obese GHSR knockout

Ghrelin receptor antagonist ( D-Lys’ ) -GHRP-6 alleviates adipose

inflammation and oxidative stress in obese mice
Meng Dongdong Wei Kaidi Hou Jingwen et al
( Dept of Endocrinology and Metabolic Diseases The First Affiliated Hospital of
Zhengzhou University Zhengzhou 450052)

Abstract Objective To investigate the effect and mechanism of Ghrelin receptor antagonist ( D-Lys’) -GHRP-6
on adipose inflammation and oxidative stress in high fat diet ( HFD) -induced obese mice. Methods 4-week old
male C57BL/6] mice were randomly divided into the normal diet ( RD) highfat diet ( HFD) and HFD + ( D-
Lys’) -GhRP-6 groups. After 16 weeks of feeding the body weight body fat rate and body fat composition of mice
in each group were analyzed and the blood and adipose tissue of mice in each group were collected. Mouse mono—
cyte chemokine 1 ( MCP-) interleukin-6 ( IL-6) tumor necrosis factor -o( TNF-o) and ILH0 were detected by
ELISA. HE staining was used to assess adipocyte diameter and lipid droplet level. Immunofluorescence staining
and flow cytometry were used to analyze the number and phenotype of SVF macrophages in adipose tissue. The ac—
tivities of total superoxide dismutase ( SOD)  malondialdehyde ( MDA) catalase ( CAT) xanthine oxidase
( XO) glutathione peroxidase ( GPx) and XDH in serum of each group were detected. Results Compared with
RD group mice body weight body fat rate epididymal white adipose tissue ( eWAT) subcutaneous white adipose
tissue ( sSWAT) interscapular brown adipose tissue ( iBAT) diameter of fat cells and the fat droplet of iBAT all
significantly increased in HFD group. However the above indexes in HFD + ( D-dys’) -GHRP-6 group were signifi—
cantly lower than those in HFD group ( P <0.05) . Compared with HFD group serum IL-6 TNF-o MCP4
MDA XO and XDH significantly reduced  while the activity of IL40 SOD CAT and GPx increased in HFD +
( Ddys’) -GHRP-6 group ( P <0.05) . In addition the number of coronary structure ( CLS) of eWAT tissue the
total number of macrophages in SVF and the M1 phenotype of macrophages markedly decreased while the M2 phe—
notype increased in the HFD + ( DdLys’) -GHRP-6 group ( P <0.05) . Conclusion ( D-Lys’) -GhRP-6 may alle—
viate HFD-induced obesity and adipose inflammation by inhibiting the recruitment of pro-inflammatory macropha—
ges accelerating their M1-o-M2-phenotype conversion and maintaining the balance of oxidative stress.

Key words high fat diet; Ghrelin; ( Ddys’) -GHRP-6; adipose inflammation; oxidative stress; macrophage po—

larization



