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Wik MHEH KA KEE Ik ELE KRR

WE BN RFACHE S 3 AHRBEA(LF RS ERL RS SRS ) BEFTRRERR
(Alzheimer’s disease,AD) X A5 J LI AR EMH T, Fixk W EERAFRBIRE, ik
SD XR.56 R, A EGHmMMKFTREIAT A EFHBFRA BAME FHPME LFH FERHA
B S A, FFM 8 R, RIS EL EH AR, 42 pl(2.5 pg/pl) #1& AD X AR B E 5 2 R4
HRESEF2 A(HREF10:00 F45), 284 FL MM, S4mEAHE 55 49 mL/(kg - d) (2.1 g/
mL).3.33 mL/(kg - d)(5.7 g/mL).8.33 mL/(kg - d)(2.28 g/mL), % w2255 %4 1.67 mg/
(kg d), s BAFebER 20 P EARRAR LK, 2 BJE, RARETHRMNELKKF TR Y, RALE
ALE N AD K AKX ERBELR RALZASEG1(Syt1) A EAB(ILIB) R R LR MEE G
(GFAP) % B- R @il h&k & (B-APP) ik, R A S EF 3 HRFIIrakii & AD XK AF T2
ICAE 1 RATATAT RIS (LR A, S M2 K R AR N S AR 4 4R, 2 F A% &L (P >0.05), &
RIGITAR R BRI 442 (P <0.05); 5 % PR, R AR K KRB R H LR (P <
0.05,P<0.01), ®RRMEXB(FERI), GRAMILE, R PHARLHFARATHT S RKREI
(P<0.05); 5% Pt , AR ARRAFH T EABBER Y (P<0.01), H5BFKArbix, A28 &
BB X Syt-1.IL-1B .GFAP & B-APP &iAK-FF& (P <0.01); H5AER AR, L H 20 45 4 b 20 B &
Syt-1 R ik B he 4E 4 A S ¥EM K E IL1B Ak K 3 42144 5 X GFAP &k 3 (P <0.05,
P<0.01), 47 M % ERAR#HD R Syt-1.IL-1B.GFAP & B-APP & ik K-F Ak, 2 F A%t FEL(P <
0.05,P<0.01); 5% Paurbik, 232 K him, $Hu g ES 5L R Syt1.IL-13.GFAP & B-APP &
A RFEFM(P<0.05,P<0.01), £t HCHEF 3 ARBIFLT A L@ IR R EA %D X Syt-
1.IL-1B.GFAP % B-APP %k £ 4% AD #94E A .
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Study on the Mechanism of Three Kinds Extracts of Qingxin Kaigiao Recipe in Improving Learning
and Memory Capabilities of AD Rats HU Hai-yan, CHEN Zhi-yu, XU Dong-mei, ZHANG Yi-hui,
WANG Yi-ru, WANG Wen-hua, and ZHANG Xiao-yan Second Clinical College of Wenzhou Medical
University, Zhejiang (325003 ), China

ABSTRACT Objective To explore the mechanism of three kinds extracts (saponins, volatile
components, polysaccharide components) of Qingxin Kaigiao Recipe (QKR) in improving learning and
memory capabilities of Alzheimer’s disease (AD) rats. Methods A controlled comparison method was
used. Totally 56 male SD rats were randomly divided into seven groups, i.e., the normal control group,
the sham-operation group, the model group, the Aricept group, the saponin group, the benzene group,
and the polysaccharide group, 8 in each group. AD rat model was established by bilateral hippocampus
injection of AR, _, (2 uL, 2.5 pg/pL). The next day after modeling rats in the saponin group, the benzene
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group, and the polysaccharide group, the saponin group, the Aricept group were intragastrically adminis-
tered with saponin (at the daily dose of 9 mL/kg, 2.1 g/mL), benzene (at the daily dose of 3. 33 mL/kg,
5.7 g/mL), polysaccharide (at the daily dose of 8. 33 mL/kg, 2.28 g/mL), Aricept (at the daily dose of
1.67 mg/kg), respectively, once a day for 2 consecutive weeks from 10 am every day. Equal volume of
normal saline was intragastrically administered to rats in the normal control group and the model group.
Learning and memory capabilities were detected using water maze 2 weeks later. Expression levels of
synaptotagmin-1 (Syt-1), interleukin-18 (IL-1B), glia fibrillary acidic protein (GFAP), and B-amyloid pre-
cursor protein (BAPP) in the cortex and hippocampus of AD rats were detected using immunohistochem-
istry. Results Learning and memory capabilities could be improved by three kinds extracts of QKR.
There was no statistical difference in the escape latency between the polysaccharide group and the model
group (P >0.05). The escape lacency was shortened in the rest treatment groups (P <0.05). The es-
cape latency was obviously prolonged in three kinds extracts of QKR groups, when compared with the
Aricept group (P <0.05, P <0.01). Compared with the model group, times for crossing platforms were
significantly increased in the saponin group and the Aricept group (P <0.05). Compared with the Aricept
group, average times for crossing platforms were significantly lessened in three kinds extracts of QKR
groups (P <0.01). Compared with the sham-operation group, expression levels of Syt-1, IL-18, GFAP,
and BAPP in the cortex and hippocampus were increased in the model group (P <0.01). Compared with
the model group, the expression of cortical Syt-1 increased in the saponin group and the benzene group;
the expression of cortical IL-1B increased in the benzene group and the polysaccharide group; the ex-
pression of hippocampal GFAP increased in the three kinds extracts of QKR groups; expression levels of
Syt-1, IL-18, GFAP, and B-APP in the cortex and hippocampus decreased in the rest treatment groups
(allP <0.05, P<0.01). Compared with the Aricept group, expression levels of Syt-1, IL-18, GFAP, and
BAPP in the cortex and hippocampus were significantly increased in three kinds extracts of QKR groups
(P <0.05, P<0.01). Conclusion Three kinds extracts of QKR might play roles in anti-AD possibly by
decreasing expression levels of Syt-1, IL-13, GFAP, and BAPP in the cortex and hippocampus.

KEYWORDS Alzheimer’s disease; Qingxin Kaigiao Recipe; synaptotagmin-1; interleukin-18; glia fi-
brillary acidic protein; B-amyloid precursor protein
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P 8 34.89 +10.98* 29.25+5.33* 10.06 £3.18* 10.09 +2.92* 4.28+0.97*
LS5 8 35.86 +9.57 * 2 30.01+6.80 "% 13.04 +3.40 "% 11.09+3.06 %4 3.46 £+0.98 %
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