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Natural Killer cell

The effect of ketamine on natural killer cell cytotoxicity

Hidetomo, Niwa

2,900,000

ketamine is very familiar with us since it is commonly used in radical surgery as
an anesthetic agent. Unfortunately, even basic data on the anti-tumor effects of ketamine is lacking. In
the present study, we found that ketamine induced cell death due to apoptosis, which resulted in
suppressing the growth of glioma cells. We know that it may be difficult to apply the results of the
basic study to human cases. But, in the current clinical practice, ketamine is the only viable anesthetic
option among NMDAR antagonists, and it can be used in neurosurgery. Our results suggest that ketamine is
an anesthetic candidate providing potential benefit for glioma resection. Our results suggest that
ketamine is an anesthetic candidate providing potential benefit for glioma resection.
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The gene expression ratio of cell growth in C6 cells with cDNA microarray analysis
Genename GenelD Log expression ratio (N)
Growth factors Regulation
Bone morphogenetic protein 6 25644 -0.15+0.62 (8)
Brain derived neurothrophic factor 24225 -123+£050(4) d
Connective tissue growth factor 64032 0.10 +0.09 (4)
Early B-cell factor 116543 -035+0.72(4) d
(olfactory neuronal transcription factor 1)
Early growth response 1 24330 0.08 +0.15 (2)
Epidermal growth factor 25313 -129+033(22) d
Growth arrest and DNA-damage-inducible 25112 -0.11+0.76 (4)
-45 alpha
Growth factor receptor bound protein 2 81504 -0.12£0.11 (4)
Insulin-like growth factor 1 24482 049+048(2) u
Insulin-like growth factor binding protein 1 25685 -0.49+0.50(4) d
Insulin-like growth factor binding protein 2 25662 -0.22+0.93 (4)
Insulin-like growth factor binding protein 3 24484 -0.16 £ 0.54 (6)
Insulin-like growth factor binding protein, 79438 -043+037(2) d
acid labile subunit
Insulin-like growth factor II 24483 0.06 +0.24 (2)
(somatomedin A)
Insulin-like growth factor-binding protein 5 25285 -0.29 £ 0.81 (6)
Midkine 81517 -1.07+030(4) d
Neural cell adhesion molecule 24586 -032+1.00(4) d

0 100“ M Platelet-derived growth factor A chain 25266 -0.01 £0.13 (2)
Platelet-derived growth factor- 25267 -0.17£0.73 (4)
receptor alpha
Latent TGF beta binding protein 1 59107 032+£028(2) u
TGF beta inducible early growth response 81813 -038+0.15(2) d
TGF beta 1 induced transcript 1 84574 -0.34+0422) d
TGF beta 3 25717 -0.79+047(4) d
Vascular endothelial growth factor 83785 0.16 + 0.06 (2)
Vascular endothelial growth factor C 114111 044+037(2) u
Transcriptional regulators
Nuclear factor kappa B p105 subunit 81736 0.57+0.63(2) u
V-myc avian myelocytomatosis viral - 24577 037+0.75(4) u

CDNA oncogene homolog

Wilms tumor 1 24883 -0.72+137(4) d
PRKC, apoptosis, WT1, regulator 64513 -0.88+032(4) d
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