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NA(NR2BmRNA) AR . FiiE 1 HIRTHZEAH SD R 40 HEGHL A IEH X AL (C 4) AR RS
BRZH (S A1) GAMEIAAL (K 2) AR Bl S B 41 (SK 4H) o S 41 SK 4R i3 34 7R B %5 0. 8 mg/kgs
30min Ji5 K 21 SK 2 s T 50K SO mey/ kg, Bifif 4 30 minK 41\ SK 21 [ 1355 SAE A 25 mg/ kg, 236 i
2 % C IR I ST SRR R AR R K o SR Y RURE B HEA T2 2 B I3, I 345 oS A HE R B0 5 R B
T EH MR 0 7 ) BE S R I € AchE 35 14, BCZe i 5 0 A RT-PCR 1 & NR2BmRNA [y £k, 45 R
AR R I SR R 4L A Bl 2~ B I B, I Rt ) A 2R ) (45.3 £2.9) min ((39.4 £3.2) K, 1
FRESWAL (41.3 £2.9)min (35.0 £4.5) R ] FIEHEEI [ (40.5 £2.3)min, (36.0 £3.7) K ]; K E
BN ARG AchE $if PRI 5 A1 NR2ZBmRNA B 2357351 2 2. 46 +0.30,0.72 £0. 05, i T4 R A5 i 41
(1.98 £0.25,0.52 £0.04) FIE 2 (1.91 £0.28,0.60 £0.04) ; LR A B EH(P<0.05), &t &
TS SRR HG X ) B o AchE FI NR2BmRNA 7 A A ELAEHT, 40 =7 ~J S B R AR
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Scopolamine and ketamine produce interaction on the contents of AchE and expression of NR2B mRNA in
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[ Abstract)

in hippocampus after combining scopolamine and ketamine to juvenile rats. Methods Forty one-month old quali-

Objective To explore the interaction on the contents of AchE and expression of NR2B mRNA

fied SD rats were divided at random into four groups with 10 rats each ; control group( C group) ,scopolamine group
(S group) , ketamine group(K group), scopolamine and ketamine group(SK group). S,SK group were adminis-
tered intraperitoneally scopolamine 0.8 mg/kg;and after a half hour, K,SK group were administered intraperitone-
ally ketamine 50 mg/kg, then KSK group were administered intraperitoneally ketamine 25 mg/kg every 30 minutes
2 times in total. C group were administered intraperitoneally equal volume physiological saline. The Y-maze was
used to test the ability of learning on rats, then the animals were killed after the tests and left hippocampus were i-
solated for determination of NR2B mRNA expression using RT-PCR technique. The right hippocampus were isola-
ted for determination of AchE contents using colorimetry. Results SK group appeared much more difficult in
learning , which training time and training quantity (45.3 £2.9)min, (39.4 £3.2) were respectively higher than S
group(41.3 £2.9) min, (35.0 £4.5) and K group(40.5 2.3 ) min, (36.0 £3.7). AchE contents and NR2B
mRNA expression of SK group(2.46 +0.30,0.72 £0.05) were respectively higher than S group(1.98 +0. 25,
0.52+0.04) and K group(1.91 £0.28,0.60 +0.04) , there were significantly different (P < 0. 05). Conclu-
sion After co-administration of scopolamine and ketamine in juvenile rats,it produces interaction on the contents
of AchE and expression of NR2B mRNA in hippocampus, and inhibit learning more in rats.
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L. SEmesrei .1 ik 5 4% SD KL 40 Rk
TR R AR R R A SN 2 AR R o e SR
FRZH o R Bt 2R B 5 WM e e T 20 1L s 1 B 2R
R 0% 0. 8 mg/kg ;30 min 5 SN 4L | 7R B 25 B 4
JHEE TR 25 1 1 S 4 e il 50 mgy/ kg, B 5 4 30 min 43 1%
PR ZH 7 B o SR ) 2EL R s v B SRR i) 25 mg/kg,
FESE IR ; Az PRER 7K 2H M s 3 S S AR A AR B AR IK

2.Y USRS AR LR E N Y Rk e
o BRI AR R, A R AR AT KT
— R EC A TG H DA, GG T ) R R e = o Ak
o PR AR o B s N 5 min, P05 9 59 08
PIRIER BUTE 10s kit sl . KRz i e B
B A XA TR SN, 75 D0 A 5 18 SO0 o B UROK B
BRAERIGHENE 15, 4hMELT 45s BT F—IK
MR JTEH BUR 5 (4 BR 1-T0-T0-1 W A8 e, L&
HELE 10 YA 9 URIE M [N B Sk ik 3] 2 S brifE .
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3. AchE 35 FIME - Y 245 il it 4h i fE K R
ELAEWTS AR IE , UK EE T PRH UG B A O i 20 23 R vk AR
BHERAK Wk, 20 B A MV S5, AT i AR BEER K,
SRS 109 By HLIRI R 10% BYZHLR 53, T 4 CHE
3500 t/min &0 10 min, BEHFIET - 20 °C AR50,
R 7k e i, P HR R UL B4 E , 25 B 213K
TR R BE T g2 v Al 2 B KA = P R 7
bl )W AchE 197 7 o

4. NR2BmRNA FE ik [F# 0 - % F Trizol s HEHL 4
RNA : fitifg 5 100 mg, AR G IRIFZHZLE T 1. 5ml
EP 4, A 1 ml [ Trizol, 26 514 5 % 5 & W 7843
SIR)E , EIRACE 5 min, LA 0.2 ml EA5IRE],4CF
12 000 r/min Z5.0> 15 min, B35 B0 A SR TSR D
B85, —20°C ik ®E 1h, T 4°CF 12 000 r/min &>
10 min, 37 F3&, AT B 70% L BE 1ml F4°CF
7500 r/min & .0 Smin, 3 L3, B T/ES LT %
10 min, {20 pl f) DEPC 7K i , 343 66 B T
RNA [ FE, - 80 CIRFF. %5k i cDNA:20 pl
(R SRR R A RNA 5 g 0. 5 pe/L i Oligo (dT)
18Primer 1 ul RNase-free dd H,0 7 ul,{R2) i & 5s J5

T 70 °C (PCRALAS _EIn#4) S min, yk E¥4) 30, Ff
A 5 x Reaction Buffer 4 wl,20 U/ pl i RNase Inhibi-
tor 1l, 10mmol/L Ay dNTP Mix 2pul, & 4], 42°C
5min, fill 10 U/l i) AMV Reverse Transcriptase 2 ul,42
CHIH 60 min, J5 70 °C i #4 10 min, iELE T - 20°C .
IR ITA R e B A A9 K B NR2B ) mRNA J7
F, BtE U B B R ST 9, TRl )5 B B-actin 1Y
S19YI1E R PCR BT R . 519175140 T : NR2B
5’ -GTGGGCACTGAGGACTTGTT -3’ 1 5’ -TGTACGA-
CATCAGCGAGGAC-3’ | B-actin: 5’ -AGGGTGTGATG-
GTGGGTATG-3’ F1 5’ -CATAGCTCTTCTCCAGGGAG-
37, MR A S HES 1 PCR P29 19 KN4 B K
NR2B:319 bp, B-actin: 599 bp, PCR § 1 .10 x Taq £
M 2 wl, 25 mmol/L iy MgCI2 1. 2 ul, 10 mmol/L )
dNTPO.5 pl, | FiiE5 9145 10 pmol (4% 1 ul) , DNA &
MR 25 ng(4 wl) , Taq KRG HF 0.5 wl,ddH,0 9. 8 wl, #4
P53 451F:93°C 1 min, 1 PG ;93°C 30s,56°C30s,
72°C 1 min,30 PMEH; 55 T 72 °C LEAH 8 min, HL 6 ul
PCR &35 71, 28 2% WY SRR W BEIE FB UK TR AL L 5 2
1 Tanon HEE R GHEATIEE, LA Cisis 3R R GExt
2 2R BRI 250 10 88 B AT 0 o

5. et A L R AT SPSS13. 0 GE ¢ B /F kAT
OIAT TR R £ ARiE 220 A E] BUBOR AR
KR J7 225017, P<0.05 h2E A Geit2s i Lo

Z R

— AR B e e TS,

5 CHA S HIRpRI B, YR8 n (P <
0.05),55 S LA SK ZHIAFRIH IR, IIZRRESE M (P <
0.05) K45 S HERIHITFEL., Wk,

R BAHRBINHIIEEIEFRI A (n=10, x £5)
it AL YLt ] (min) U ER<i(¢/9)

cH 10 33.6 £2.2 28.6 2.2
S 10 41.3 £2.9° 35.0 £4.5°
K 2 10 40.5+2.3 36.0 £3.7
SK 41 10 45.3+2.9" 39.4+3.2°

V5 C UM, P<0.05; 15 S 41AHHEE, P <0.05
BRI S AchE (PR HEEL
5 CHME S 4 AchE I PENT /N (P <0.05) , 55 S
ZIAHLL SK 4 AchE FEHEHE /(P <0.05), K415 S 4
ESFIGIFE L WKL,
R2 SUKRMIEDS AchE HPERI LA (n=10,x £5)

izt AchE #E#:(U/mg)
cH 1.48 £0.22
sS4 1.98 £0.25%
K4 1.91 £0.28
SK 41 2.46 +0.30"

TE: 5 C4lM %, P<0.05. 5 S 4 L4, "P<0.05
= KIS NR2BmRNA (15 34
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<0.05), 5 S e B 21 A6 L 7R B %5 0 &5 e i 2
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0.05), 7% B 750k 41l NR2BmRNA 13k K 0.52 +
0. 04, A b X BE 2t 248 22 1 (P < 0. 05)
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