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Isoflurane inhibits proliferation and metastasis of high grade glioma cells by
down-regulating expression of MYC gene
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Abstract: Objective To investigate the effect of isoflurane on the expression of MYC gene and cell proliferation and metastasis in
high grade glioma cells. Methods The gas environment containing 2% isoflurane and conventional gas environment (5% CO,)for
the cultivation of human glioma cell line SHG-44 6 h in logarithmic growth phase, as the isoflurane group and the control group.
CCK-8 assay detected the relative proliferation ability of two groups of cells in 0, 24, 48, and 72 h. Transwell invasion and migration
assay detected invasion and migration ability of two groups. Western blotting assay detected the expression of C-Myc and N-Myc in
two groups. Results The proliferation ability of isoflurane group was decreased compared to control group in 48 and 72 h, and the
difference was statistically significant (P < 0.01). The number of invasion cells through Matrigel in isoflurane group was
significantly reduced compared to control group, and the number of migrating cells through chamber in isoflurane group was
significantly reduced compared to the control group cells, the difference was statistically significant (P < 0.01 and 0.001). The
expression of C-Myc and N-Myec in isoflurane group were significantly reduced compared to the control group, the difference was
statistically significant (P < 0.01). Conclusion Isoflurane can inhibit the proliferation and metastasis of human high grade glioma
cells by down-regulating the expression of C-Myc and N-Myc genes, and has potential clinical value.
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JBE (3E[H Millipore A 7)) Hufk (3 [ abcam 2 1) ),
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B R) A A4 (B2 F 7 4H AR ) 39 5 BE
2.3 Transwell 122 BT #0046 N M pEEEF5 6
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I M, AE R IT R SEER AR, TR /NE N 800 uL
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NEA R, BELG T R RIRIY RS AN
(g, SRILSPIE bt 2
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1 h, PBS YEfii 3 ¥k, ECL B Gl = 0% & 45717 1 min,
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Table 1 Comparison of cell proliferation between two groups (X s, n =5)

i i AHXS B RE )
AR EESCHUG 0h SABRERSEHUG 24h RERESGEHUG 48h SRS 72h
PO —  1.000£0.115 2.393+0.234 4.758+0.246 9.885+0.570
St ik 2%  1.000+0.187 2.130+0.259 4.062+0.473" 8.614+0.686""
XA TP<<0.01
P <0.01 vs control group
oy Sk

1 FAMMRIRETHEE AR (100X)
Fig.1 Comparison of cell invasiveness and migration
between two groups (100X)
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Fig.2 Comparison of expression levels of C-Myc and

N-Myc between two groups
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