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A new drug for the treatment of Parkinson’s disease:
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WANG Lingding”

ZHANG Yang ZHAO Qian

( State Key Lab of Novel Pharmaceutical Preparations and Excipients CSPC Zhongqi Pharmaceutical Tech—



758 33

nology( Shijiazhuang) Co. Ltd. Shijiazhuang 050035 China)

Abstract. Objective To evaluate the mechanism pharmacokinetic behavior clinical trials and safety of
safinamide to provide reference for the treatment of Parkinson’s disease( PD) in clinic. Methods Thirty
related literatures were reviewed. Results and Conclusion Safinamide is an alpha-aminoamide derivative

which can inhibit the uptake of dopamine. It is a very potent highly selective and reversible monoamine
oxidase-B( M AO-B) inhibitor. Furthermore safinamide can also act as a glutamate release inhibitor a sodium
channel antagonist and calcium channel regulator. Safinamide has been used as an add-on therapy for the
treatment of adult patients with a sudden onset of PD. Safinamide can attenuate the dose fluctuant of
levodopa for mid-to late-stage PD patients when levodopa is used alone or combined with other drugs for
PD treatment. Safinamide has good application prospects for PD treatment.

Key words: safinamide; monoamine oxidase-B inhibitor; Parkinson’s disease
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The protective effect of sevoflurane on the
myocardium of pig with hemorrhagic shock in

environmental hypothermia

SUN Jia' ZOU Bin’> YU Dong-mei’ ZHANG Tie-zheng”"

(1. Postgraduate Training in General Hospital of Shenyang Military Region Base Liaoning Medical Univer—
sity Shenyang 110016 China; 2. Department of Anesthesiology General Hospital of Shenyang Military
Command Shenyang 110016 China)

Abstract: Objective To investigate the protective effect of sevoflurane on the myocardium of pig with
hemorrhagic shock ( HS) in environmental hypothermia. Methods Thirty-two Bama miniature pigs were
randomly divided into four groups with eight animals for each group: sham group( group S) hemorrhagic
shock group ( group HS) sevoflurane pre-conditioning group ( group Pre/Sev) and sevoflurane post—
conditioning group( group Post/Sev) . At the time points before HS(#,) and 30 60 90 120 180 and
240 min after HS( corresponding to 5, tg Loy L1ao 150 and £y, respectively) mean arterial pressure( MAP)
heart rate( HR) and core temperature were monitored and recorded for every group and at the same time
blood samples were collected centrifuged and frozen until analysis for concentration of interleukin 6( IL-6)
tumour necrosis factor o TNF-a) and superoxide dismutase( SOD) in serum. Results Compared with group
S the concentration of TNF-o and IL-6 in serum in group HS Pre/Sev and Post/Sev was increased at 60 or
90 min after HS( P <0. 05) and The TNF-« reached the maximum at 120 min after HS and decreased after
HS 180 min( P <0. 05) while SOD in serum in group HS Pre/Sev and Post/Sev decreased obviously( P <
0. 05) . Compared with group HS TNF-o and IL-6 in serum of group Pre/Sev and Post/Sev was decreased
(P <0.05) and SOD in serum of group Pre/Sev and Post/Sev was increased obviously( P <0. 05) . There
was no significant difference between group Pre/Sev and Post/Sev( P >0. 05) . Conclusions Sevoflurane has
a protective effect on the myocardium of pig with hemorrhagic shock in environmental hypothermia and the
main mechanism may be related to attenuate inflammatory response and enhance the antioxidant capacity.
Key words: sevoflurane; environmental hypothermia; hemorrhagic shock; cardioprotective; interleukin 6;

tumour necrosis factor a; oxidative stress; miniature pig



