Central South Pharmacy. October, Vol.16 No.10 S E§25% 2018 45 10 A 16 % 55 10 i

J&E X i BR 25 SR T 32 [l P S SCERGRIZ

KR (IHBEBVRBERAR, TR &M 221000)

L4

HE., RXABHAEA T PENZE% (CNS) ZIRI &4 (NTS) #abeksh, RHEREZHRRATTE
Fpboakek 2l TR S FALE, ERA T T8 AR LT AR, XK
A A EH I A AR,
KB BRRE; HEF

4SS R338 NERARIRAD: A
doi:10.7539/j.issn.1672-2981.2018.10.014

XEHE: 1672-2981(2018)10-1404-08

Literature review of the drug 6-9-THC
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Abstract: §-9-THC is a drug for the central nervous system and an anti-nausea drug for isolated nucleus. The
role of receptor is different from that of other anti-nausea drugs on the markert, so 6-9-THC provides a new
treatment site. When other routine anti-nausea drug treatments have no obvious curative effect, §-9-THC may
effectively improve the condition of the patient and chance of survival.
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Tab 2 Main action sites for the drugs for nausea and vomiting
caused by chemotherapy
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Note: CNS: central nervous system; CTZ: chemoreceptor
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NTS: nucleus tractus solitarius; "VA: visceral vagus nerve.
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Research progress in effect of magnesium on alleviating cisplatin-induced
nephrotoxicity

CAO Si-si, XIA Zhi-dan, ZHOU Meng-meng, CHEN Xiao-li, CAI Ling, WU Yi-fan' (Department of Pharmacy,
Huangshi Maternity and Children's Hospital, Edong Healthcare Group, Huangshi Hubei 435000)

Abstract: Cisplatin is widely used for all sorts of solid tumors, whereas its clinic usage is limited due to severe
nephrotoxicity and no effective therapy to lower the kidney injury. Hypomagnesemia is a common complication
of cisplatin. Growing studies indicated that magnesium supplementation might rectify hypomagnesemia and
alleviate the nephrotoxicity induced by cisplatin. We summarized the protection of magnesium against cisplatin-
induced nephrotoxicity.
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