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Western blot was applied to detect the expression of Bax Bel2 Cleaved caspase3 E-cadherin  N-cadherin and
Vimentin. The targeted relationship between miR-33a-5p and lactate dehydrogenase A ( LDHA) was analyzed by
online prediction software which was confirmed by double luciferase report. The miR-33a-5p mimics was transfect—
ed into SGCT901 cells. The expression of miR-33a-5p and LDHA mRNA in cells was detected by RT-qPCR. The
LDHA overexpression vector was recombined and constructed to transfected into SGCF901 cells. The cells were
treated with 0.5 1.0 and 2. 5 mmol/L SIN for 48 h. The cell proliferation apoptosis invasion and migration were
detected. Results Compared with Control group SIN could increase apoptosis rate of SGCF901 cells the expres—
sion of Bax Cleaved caspase3 E-cadherin and miR-33a-5p while decreased survival rate invasion number mi—
gration rate the expression of Bcl2 N-eadherin  Vimentin and LDHA mRNA ( P <0.05) . LDHA was the pre—
dicted target spot of miR-33a-5p. SIN could up—regulate the expression of miR33a-5p and down-regulate the ex—
pression of LDHA mRNA ( P <0. 05) . Compared with Control group after LDHA overexpression apoptosis rate of
SGC901 decreased while the expression of LDHA protein survival rate invasion number and migration rate in—
creased ( P <0.05) . After SIN treatment apoptosis rate of SGCF901 increased while the expression of LDHA
protein survival rate invasion number and migration rate decreased ( P <0.05) . Compared with pcDNA-LDHA
group after SIN intervention apoptosis rate of SGC7901 increased while survival rate invasion number and mi—
gration rate decreased ( P <0.05) . Conclusion SIN can down-regulate LDHA level by targeting miR-33a-5p
mediate cell proliferation apoptosis invasion and migration for inhibiting gastric cancer cell line SGC7901.
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Propofol alleviating nerve function damage and oxidative
stress in rats undergoing cerebral ischemia reperfusion

by inhibiting activation of ERK12 and NF-«B p65
Wu Zhong Li Xi Han Xu et al
( Dept of Anesthesiology The First Affiliated Hospital of Guizhou University of
Traditional Chinese Medicine Guiyang 550002)

Abstract Objective  To investigate the mechanism of propofol alleviating nerve function damage and oxidative
stress in rats undergoing cerebral ischemia reperfusion ( CI/R) by inhibiting the activation of extracellular signal
regulated kinase 1/2 ( ERK12) and nuclear transcription factor kappa ( BNF«B p65) . Methods A total of 75 SD
rats were divided into sham operation group model group low-dose propofol group high — dose propofol group and
positive control group by random grouping method. The scores of nerve function deficits and postural reflex were
compared among all groups. The cerebral infarction rate cerebral water-containing rate and cerebral index in each
group were calculated by 2 3 S-iriphenyl tetrazolium chloride ( TTC) method. The expression of brain-derived neu—
rotrophic factor ( BDNF) and nerve growth factor ( NGF) in prefrontal lobe of the rats in each group was detected
by RT-PCR and Western blot. The phosphorylation situations of ERK1/2 and NF«B p65 were detected by Wetern
blot. The pathological changes of neurons at hippocampus areas in each group were observed by HE staining. The
levels of serum oxidative stress markers malondialdehyde ( MDA)  superoxide dismutase ( SOD) lactate dehy—
drogenase ( LDH)  were detected by the kits. Results HE staining results showed that the cell distribution was
scattered in model group and there were many necrotic cells. After propofol treatment the cell distribution in hip—
pocampus areas was relatively even and necrotic cells were reduced. Compared with sham operation group scores
of nerve function and postural reflex cerebral infarction rate cerebral water-containing rate cerebral index ex—
pression levels of BDNF NGF phosphorylated4¥RK1 /2 ( p4RK1/2) and phosphorylated-p65 protein ( p-p65)
levels of MDA and LDH increased in model group ( P <0.05) there was no change in the expression of total
ERKI1/2 or p65 protein ( P >0.05) SOD level decreased ( P <0.05) . Compared with model group SOD level
increased in low—-dose propofol group high-dose propofol group and positive control group ( P <0.05) there was
no change in the expression of total ERK1/2 or p65 protein ( P >0.05) scores of nerve function and postural re—
flex cerebral infarction rate cerebral water-containing rate cerebral index expression levels of BDNF NGF p-
ERK1/2 and p65 protein MDA and LDH decreased ( P <0. 05) . Conclusion Propofol can protect against cer—
ebral damage caused by ischemia-reperfusion through inhibiting phosphorylation of ERK12 and NF«B p65 and re—
ducing oxidative stress.
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