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O IZHE ST, Western blot 3087 57 B8 A 66 I A0 ) BACE] 2R 3635 J2 TAU B AR Ib ATk, &8 %
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H 5202 J% 396 i s iR LK T+ (P <0.05) ; S5HE A4 Ho %, EGCG 4 /) i Th 41 21 BACE1L [ mRNA /K5F
(1.574 £0.556) . TAU %1 s 202 F s 396 v S @MLK B T (P <0.05), it HXZW TR EGCG
REW 1 et D A/ B2 2D e g e 0T, HPLHI 5 T IR/ BRI BACEL 3R3E PR TAU & H 8RR LKA K
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Effects of EGCG on nerve protection and BACE1 expression level in hip-

pocampus of mice with Alzheimer’s disease
SUI Lu” ,CHEN Duo, JIN Ge( * Department of Pathophysiology ,Shenyang Medical College , Shenyang , Liaoning Prov-
ince 110034 ,China)

Abstract: Objective To explore neuroprotective effects of epigallocatechin-3-gallate(EGCG ) and its influence on
levels of beta-site amyloid precursor protein-cleaving enzyme 1 ( BACEI ) and Tau protein phosphorylation in hippocam-
pus of mice with Alzheimer’ s disease. Methods We adopted senescence-accelerated mouse prone-8 ( SAMPS) as
Alzheimer’s disease ( AD) animal model ; we usded Morris water maze to measure learning and memory function of the
mice and real-time quantitative reverse transcriptase polymerase chain reaction( gRT-PCR ) and Western blot to investigate
neuroprotective effect of EGCG and its influence on levels of BACEI expression and phosphorylation of TAU S202 and
S396. Results
(49 £2.98 s) prolonged and target quadrant residence time(13. 52 +3. 11 s) was shortened in SAMP8 group 5 days after
the training( P <0. 05 for all). Compared with those of the SAMPS8 group, the escape latency (41 +3. 03 s) was shortened
and target quadrant residence time (25.47 +4.78 s) was prolonged in EGCG-treated group ( P <0.05). The results of
gRT-PCR and Western blot showed that the BACEI level (2. 835 +0. 902 for P8 and 1.574 +0. 556 for EGCG group)
was down-regulated and the phosphorylation level of TAU S202 and S396 decreased remarkably after EGCG treatment.
Conclusion EGCG reduces BACE1 expression and TAU phosphorylation level and the neuroprotective effect of EGCG

Compared to those of SAMRI mice (a strain of resistant to senescence ), the escape latency

provides a new strategy for Alzheimer’s disease prevention and treatment.
Key words: epigallocatechin-3-gallate ; senescence-accelerated mouse; real-time quantitative reverse transcriptase
polymerase chain reaction ; beta-site amyloid precursor protein-cleaving enzyme 1
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1.1 EZHME LKA Morris KX THEE (LB
HESLIE AR A R 7] ) , 7500 2 & PCR
I (EE ABI A HE]) , HLUK | §% B %% ( 35 [ BioRad
oAl BER R R G (_LIERARRA R ) . EGCG
(E[E Sigma 2~ AL >95% ), RPT/NR L T
BACE1 #i/& A/l Tau S202 ,S396 Wi 1k 24 7E
BEHTIR (JEE Abcam A F]) 5 1 %% 5% PCR 5|9 1751
LAY TREARA A K,

1.2 S%ahidaimb i SAMPS /MR 40 H |
SAMRI1 /NEL(AE&A6) 20 2 /NI ERE 2 1%
(REH RSB —ME BB L sh i by ) , B4
U5 : SCXK (#)2008 — 0001, L5615 3 41, B34 20
ORI (A 2 A EmssE 8 Hikn
SAMPS /MR, .EGCG 41 (SAMPS /M H 2 A i,
PoKH A BEGCG, 5K 2 mg/kg, 2L 6 1 H ) X
HREL(H 2 A IR 2 8 H i SAMRI /M) .
TS HG , Jeit AT Morris 7K 3 B %€ , 2R Ji5 ik
PALFE/IN B TG 43 B i 4, AR FRER UK T VR, A0 S
WM EEHYS, Z1L.5mL BOEN, BRA
30 min, —-80 CIfA%,
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1T 5 do

1.3.2 /MBI 441 BACEI  mRNA 7K 46 ]
K H Trizol BEHEHUE RNA |, £5 28 47350 BE AR T
RNA Jii # J5 £ RT-PCR 2 L, il 22 i 5 41 21
BACE!1 %A mRNA 7K, R H HA Ce i 5 A X
FE T, DL =R H I EE B S B ( glyceraldehyde-3-
phosphate dehydrogenase, GAPDH) “ % ff | Jj F 2-
AACt BEAFAH XS 5E . BACEL 51 ¥1E %1, 37 5'-
TCGCTGTCTCACAGTCATCC - 3', T iif 5'-AA-
CAAACGGACCTTCCACTG-3' ; GAPDH 5| ¥ JF%1) .
% 5'-GAGTCAACGGATTTGGTCGT-3", F il 5'-
TTGATTTTGGAGGGATCTCG-3', E & PCR J Jif
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B EL RIS %4 0.5 ul, cDNA itz 2.0 uL,
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EakiE %@ (A1) SAMRI B4 EGCG 4
BACEl mRNA #H X} & ik & 70 il o8 (1.434 =
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mRNA X Rk &= T, ZF AR L (P <
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SEI I FRE(P <0.05)
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2.3 EGCG 3R L4 ¥ Tau & G B R 4L K
% (B 2) 5 SAMRI 4 i, #EE2H /)N LU
T, [X Tau 75 [ S202 . S396 i 15 # 12 fk /K -4 B '

FHE (P <0.05) ; SR 3, EGCG 41/ Ui 5
[X Tau 2 4 S202 ., S396 17 i1 B FR Ak /K S BH 8 R [
(P<0.05),

&1 EGCG X/NMREICIZAE S5 (s,x + 5,1 =20)

6 0 s 1] HFRZ IR

2057 . .

$1R H52 K LIPS 54K ERPS 15 R s i)
SAMRI 41 57.34 £3.67 53 +3.91 46 +3.15 43 £2.96 38 +2.57 28.79 £5.92
i) 58.03 +4.21 56 £3.78 55+3.12 52 £3.46% 49 +2.98* 13.52 +3.11°
EGCG 4 55.25 £4.01 54 +3.65 49 +£3.40 45 £3.27° 41 £3.03° 25.47 £4.78°

. 5 SAMRI 4 A ,a P <0.01; SHRZ b P<0.01,
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Al PR DL K kst 0 IS ThRE & A= ik, H
HI MO BT 5T % B EGCG A MR 34 1
Jia 2 & B BEGCG 1l 3 ok 41 il g 45 6 I 7 o/
JUK 5 S @R IHMER RS RZHIEY 1 (55
RIFEVE MR A AT F/ R 2 %R (APP/PS1) /)
Bz [ C A2 AE 1 B4 . Dragicevic 457 W58 & B,
EGCG RE 3% APP/PSI /N B 19 S Ak 0 40 2k
BARIRERRRT . EGCG REMTE 4 A O BL S Ak B A 1
/0 H AR BRI X IH T AR
% SAMPS /)N BB 8 HR3F EGCG X /)N BUifF
21 AR JE Bt B Hh (9 G Bk ' BACEL ik
e, 25 R WoR, LT 6 4~ H JE, EGCG 41
SAMPS /N 2 FCAZRE 7 B 4 5, /)N B A v
204 BACEI mRNA FIE /K F B S B

Tau 25 1 BB L TE BT /R 206 B8 & A & g vh
EEEEEAC SRR ZRE"  REE
HINH Tau B HBEIR LIS AD & 1 8E, JE1RT7
(B AT, ASHIF ST 45 R o, BRI SAMPS /)N
BLiE Eh2H 21 Tau 25 11 S202 ,S396 137 25 1 2 1k 7k
B = T SAMRI 4 (XF#8)  EGCG T-#i 6 1~ H
J& , SAMPS /N S5 22U rp Tau 2 S202,S396 1if
SUBE R ALK -3 R B, #2398 SAMRI 41/ BRUK -,
$&7R EGCG HA — & WG I iCAZ R T (i
ZTige) , HALH 7T 58 5 EGCG 18 5 /N Bk
BACE1 3 [H 3 3K DL K )8 7 Tau & A # fR 1k /K F
AKX,
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