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Construction of eukaryotic expression of human derived

PEGFP-C1-p38+y plasmids and its function research
Hu Shuang Yang Li Chen Chen et al
( College of Pharmacy Anhui Medical University Hefei 230032)

Abstract Objective To construct a human derived pEGFP-C1-p38+y expression plasmid and observe its expres—
sion of inflammatory factors in alcohol-induced 102 cells and its effect on cell proliferation and apoptosis. Methods

RNA was extracted from 102 cells and reversely transcribed into cDNA. At the same time the primers were di—
luted to 10 wmol/L and the rest were used as storage fluid. P38+ was amplified by PCR technology and identified.
The DNA gel recovery kit AxyPrep was used for the purification and recovery of PCR products. Then the PCR
( 102 )



* 102 - Acta Universitatis Medicinalis Anhui 2021 Jan; 56( 1)

Protective effect of Arctigenin on renal

ischemia-reperfusion injury in elderly rats
Ke Xiaoyue Huang Mengjiao Du Hengjian et al
( Dept of Geriatrics Sichuan Academy of Medical Sciences * Sichuan Peoples Hospital Chengdu 610027)

Abstract Objective To explore the effect of Arctigenin on renal ischemia—reperfusion injury model in aged rats.
Methods The model of renal ischemia<eperfusion injury in elderly rats was established and the rats were ran—
domly divided into 6 groups by random number table method: Sham group Arctigenin group ( ACR) renal ische—
mia-reperfusion model group ( RIRI) RIRI + ACR ( 10 mg/kg) group RIRI + ACR (20 mg/kg) group and RIRI
+ ACR (50 mg/kg) group for follow-up experiments. Kit was used to detect Scr and BUN levels. HE staining was
used to detect pathological damage of renal tissue. Apoptosis was detected by TUNEL staining. The levels of in—
flammatory cytokines TNF-o IL-6 and IL-8 were detected by ELISA. The expression levels of KIM4 NGAL
cleaved caspase3 cleaved caspase9 PI3K p-PI3K Akt and p-Akt were detected by Western blot. After the
PI3K/Akt pathway inhibitor LY294002 was added the rats were randomly divided into 5 groups: Sham group RI-
RI group RIRI + ACR (50 mg/kg) group RIRI +LY294002 group and RIRI + ACR + LY294002 group. Western
blot was used to detect the expression levels of PI3K p-pi3k Akt and p-akt in the rats in each group. The kit was
used to detect the levels of Scr and BUN and ELISA was used to detect the levels of TNF-«« 1L-6 and IL-8. Re—
sults The results showed that compared with RIRI group RIRI + ACR (20 50 mg/kg) group of Scr and BUN
levels in rats decreased obviously obviously improved pathological damage degree KIM-d NGAL protein levels
significantly decreased apoptotic cells significantly reduced cleaved caspase3 cleaved caspase-9 protein levels
significantly decreased the TNF alpha IL-6 IL-8 levels significantly decreased p-PI3K/PI3K p-Akt/Akt ratio
increased significantly. Conclusion Arctigenin has protective effect on renal ischemia—reperfusion injury in aged
rats.

Key words Arctigenin; renal ischemia—reperfusion injury in elderly rats; inflammatory factors; PI3K/Akt signa—

ling pathway
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products and carriers were recovered by enzyme digestion. After enzyme digestion and identification they were sent
to sequencing for identification and sequencing. The constructed plasmids were transfected into alcohol-induced
102 cells of human mononuclear macrophage cell line. The effects on cell proliferation and apoptosis were detected
by MTT assay and flow cytometry and the expressions of inflammatory cytokines IL.-6 and TNF-o in alcohol-in—
duced LO2 cells were detected by Western blot. Results Sequencing results showed that pEGFP-C1 38y eukary—
otic expression plasmid was successfully constructed. The results of MTT assay showed that 24 h later the cell pro—
liferation rate of the p38+y overexpressed group (0.42 +0.08) % was significantly lower than that of the control
group (0.60 £0.03) % . The results of flow cytometry showed that the apoptosis rate of p38+y overexpressed cells
group was ( 17.46 +1.52) % significantly higher than that in the control group ( 13. 18 +1.34) % ( P <0.05) .

Western blot result showed that the expression of IL-6 and TNF-« in LO2 cells transfected with pEGFP-C1-p38+y
plasmid was higher than that in the control group. Conclusion P38~ can significantly inhibit the proliferation and
promote the apoptosis of alcohol-induced LO-2 liver cells. P38~y promotes the expression of inflammatory cytokines
IL-6 and TNF-« in alcohol-induced 102 cells.

Key words P38~; LO2; proliferation; apoptosis; IL-6; TNF-«



