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Mild Moxibustion Ameliorates Brain Injury and Neuronal Apoptosis in
Ischemia—Reperfusion Mice by Inhibiting miR-125b through Up—-Regulation
of MALAT1
HE Lianyi, CHEN Qing, WANG Xiaogian, ZHANG Yuejuan
(The First Affiliated Hospital of Hunan University of Chinese Medicine, Changsha Hunan 410007, China)

[Abstract] Objective: To investigate the therapeutic effect of mild moxibustion on cerebral infarction and
to reveal its mechanism of action based on MALAT1 and miR-125b. Methods: Totally 70 rats were randomly
divided into Sham group, Model group, Model+mild moxibustion group, Model+mild moxibustion+sh—NC group,
Model +mild moxibustion+sh—MALAT1 group, Model+mild moxibustion +sh-MALAT1 +inhibitor—-NC group, and
Model+mild moxibustion+sh—-MALAT1+miR-125b—inhibitor group, 10 rats in each group. Except for the Sham
group, the MCAO mouse model was constructed. Modified neurological severity score (mNSS score), TUNEL
staining and TTC staining were used to determine the success of modeling. Western blotting was used to
detect the expression of cleaved Caspase-3, Bax and Bcl-2. Enzyme-linked immunosorbent assay (ELISA) was
used to detect the levels of IL-6 and TNF-a. RT-qPCR was used to detect the expression of MALAT1 and
miRNA-125b. In cell experiments, the binding relationship between MALAT1 and miR-125b was assessed
by a dual luciferase reporter gene assay. Results: Establishment of the MCAO model was associated with

elevated mNSS scores, elevated cleaved Caspase—3, Bax, and miRNA-125b expression (P<0.05), and increased
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levels of IL-6 and TNF-o (P<005), whereas Bel-2 and MALAT1 expression were decreased (P<0.05). Mild moxibustion
treatment decreased mNSS scores and reduced the expression of cleaved Caspase-3, Bax, and miRNA-125b as
well as the levels of IL-6 and TNF-a (P<0.05), while it upregulated the expression of Bel-2 and MALATI (P<
0.05). Dual luciferase reporter gene experiments demonstrated that MALAT1 could target and inhibit miR—125b.

Meanwhile, knockdown of MALAT1 significantly reversed the therapeutic effect of mild moxibustion, and further
inhibition of miR -125b expression blocked the detrimental effect of MALAT1 knockdown. Conclusion: Mild

moxibustion can ameliorate brain injury and neuronal apoptosis in ischaemia—reperfusion mice by up-regulating

MALATI1-targeted inhibition of miR-125b.

[Keywords] cerebral infarction; moxibustion; mild moxibustion; MCAO; MALAT1; miR-125b
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