MR AR 4 AR TR I B B B8 A T DL

OB IMEE L IARLEIND R RAELEARL AR BERT(IARATAKB LFREF
AR, DE BN 2175002 L AR BV RO ARATLRE BRGNELLRE, WA BN 277513)

HESES  RI65 XEFRER A XEHRE  1001-0408(2017)19-2648-04
DOI  10.6039/j.issn.1001-0408.2017.19.16
W E B ATRAY R AT A &% (PD) R ) RIE Sh A a9 & RRAE R BAALH . ik B b ALy A S G xR (232 3

R AR (AR K) | SO (TR IR 5 A Ak % Eit 120 mg/kg) Aedb 2 B AK . F L% 7 2 41(20.0,40.0.80.0 mg/kg) , A
110 A, hE G RAsN, AAKM DR EIPDER, mREE , ERigMEHY 1R, EL14d. RARDHE WEEHANR
A7y A, KR B BOR AR G & M S R SRR M % SR (DA) A3 Rt — % K T (DOPAC) . & &8 (HVA) 0 &%,
R .55 G RALE B ] FURATRT A 3E K R BT 4542, B K8 SR FUR Y (P<<0.05) , i SR Ak I DA .DOPAC HVA
AFHHEAR(P<0.05), HHALALE, § E LB R Aot 252 & FF 4L RUCAF BT 18] 45 42 R 1 B ) 28 K (P<<0.05) , i 80K AR
71 DA .DOPAC \HVA 4-&34 71 % (P<0.05); % & LBt/ A Fedh 288 F 7 240 B KB 3 R#3% I (P<0.05), 4t AP 28T
H A E PD AR R 935 B AT S Kk, FEAUH] 7T 4 55 38 A I SUIR K A DA 488 X,

KR AWZRRMERR D RGBT S Ok

Study on the Alleviation Effect and Its Mechanism of Nervonic Acid on Movement Disorder of Model Mice
with Parkinson’s Disease

ZHENG Hui"*, SUN Zuogian', WANG Zhiliang', WEI Zhengfeng’, FENG Yan’, ZHANG Xingzhu’, WANG, Fu-
cang”, SHI Yonggiang®, GAO Zhaolin®(1.Dept. of Medical Technology, Zaozhuang VocationalsGollege of Science
& Technology, Shandong Tengzhou 277500, China;2.Shandong Province Key Laberatory of ‘Polymorph Drugs,
Shandong Yikang Pharmaceutical Co., Ltd., Shandong Tengzhou 277513, Ghina)

ABSTRACT OBJECTIVE: To study the alleviation effect of nervoni¢ acid on movement disorder of model mice with Parkinson’s
disease (PD). METHODS: Mice were randomly divided intd/blank contrel group (normal suline), model group (normal saline) ,
Levodopa and benserazide hydrochloride tablet group «(positive” control, calculated by L-dopamine 120 mg/kg) , nervonic acid
low-dose, medium-dose, high-dos& groups (20.0,°40.0, 80.0 mg/kg), 10 in each group. Except for blank control group, mice in
other groups were inducced for PD ‘models. After modeling, mice were intragastrically given relevant medicines, once a day, for
14 d. After the lasttadministration; behavioral changes of mice in each group were observed. HPLC was conducted to detect dopa-
mine (DA ‘and its metabolites dihydroxybenzoic acid (DOPAC), homovanillic acid (HVA) concentrations in the striatum of mice.
RESULTS: Compared with blank control group, climbing time was extended in model group, drum time was shortened, spontane-
ous movement times was decreased, and DA, DOPAC, HVA contents in the striatum were reduced (P<<0.05). Compared with
model group, climbing time was shortened in Levodopa and benserazide hydrochlo ride tablet group, nervonic acid dose groups,
drum time was extended, and DA, DOPAC, HVA contents in the striatum were increased (P<<0.05); and spontaneous movement
times was increased in Levodopa and benserazide hydrochloride tablet group, and nervonic acid high-dose group (P<<0.05). CON-
CLUSIONS: Nervonic acid can effectively improve symptoms of movement dysfunction of model mice with PD. The mechanism
may associate with increasing DA content in the striatum.
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Tab 1 Determination results of related indexes in be-

havioral study of mice in each group (x +s,n=

10)
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il 36.66 +5.08" 256+ 14.89* 708+168
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Note: vs. blank control group, *P<<0.05; vs. model group,’P<<0.05
54%~11.4% .4.9%~12.6% .5.1%~11.9(n=>5), H ]
K %5 B2 B 14 B B RSD 43918 7.1% ~10.1% .10.8% ~
12.4% 11.8% ~13.1 (n=3) ; HEH £ 70 51 4 99.6% ~
106.6% .99.8% ~111.0% .99.4% ~108.0% (n=3) ; K&
B3] h 86.9% ~105.3% 91.7% ~102.8% .94.5% ~
102.1% . DA .DOPAC FIHVA [t e R LK 2.

%2 DA .DOPACFIHVARIZLIEX R

Tab 2 Linear relationships of DA, DOPAC and HVA

i [H 5 (n=5) r B, pg/mL
DA y=43.568x-0.657 0.999 1 0.05~3.0
DOPAC y=19.891x-0.145 0.999 5 0.01~0.5
HVA y=17.965x-0.128 0.999 3 0.01~0.5
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Study on the Effect and Its Mechanism of Dexmedetomidine on the Inflammatory Response in Septic Mice
GUO Mao, WANG Wenming (Dept. of Anesthesiology, Luzhou People’ s Hospital, Sichuan Luzhou 646000,
China)

ABSTRACT OBJECTIVE: To study the effect and its mechanism of dexmedetomidine (Dex) on inflammatory response in septic
mice. METHODS: Mice were randomly divided into normal control group, model group, miR-146a inhibitor (50 mg/kg) +Dex
(50 pg/kg) group, Dex low-dose, medium-dose, high-dose groups (10, 30, 50 pg/kg), 10 in each group. Except for normal con-
trol group, other groups were intraperitoneally injected lipopolysaccharide to induce septic models, intraperitoneally injected rele-
vant medicines after 0.5 h. After drug intervention for 6 h, miR-146a expression, IRAK1 and TRAF6 mRNA expressions in periph-
eral blood mononuclear cells in each group were detected by real-time fluorescence quantitative polymerase chain reaction method.
IRAK1, TRAF6 protein expressions in peripheral blood mononuclear cells in each group were detected by Western blot method.
TNF-o, IL-6 levels in serum were detected by enzyme-linked immunosorbent method. RESULTS: Compared with normal control
group, miR-146a expression, TNF-a and IL-6 levels, IRAK1, TRAF6 mRNA and protein expressions in peripheral blood mononu-

clear cells in model group were increased (P<<0.01). Compared with model group, miR-146a expression in peripheral blood mono-
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