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Effects of over—expressed SorLA on B—amyloid in Alzheimer’s disease
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[ Abstract ]Objective ; To investigate effects of over—expressed SorLA on B—amyloid (AB) in Alzheimer’s disease and to reveal the
relation between SorLA expressions and the total amount of AB. Methods : Western blot was used to analyze the levels of SorLA protein
in brain tissue. Human embryonic kidney cells(HEK-293) were transfected with the plasmids carrying the Sorl.A interfered by SorLA
c¢DNA (screened by G418) and expression levels of amyloid precursor protein (APP) were analyzed by Western blot. Levels of AB
were measured by ELISA. Results ; (1)Western blot showed that levels of APP were significantly reduced in the over—expression Sor—
LA transfected group than in control group. (2)ELISA showed that the total amount of AR was reduced by(21.6 + 12.1)% obviously
(P<0.01). Conclusions ; Total amount of AB is directly affected by levels of SorL.A protein and they are negatively correlated.

[Key words]Alzheimer’s disease ; amyloid precursor protein;SorLA ; —amyloid

Br] R IR IR 2RI (Alzheimer’s disease, AD)4& 1906

AR EE EAE Alois Alzheimer & PLAY—Fiig P £
IR | 32 B B R A A Bz JoT i e
FY5 R R J2 Rl T X S B 2T LT YR g2 Y
BTERIREER FARESR . HohSE e RS H B U
Wy EESE 1 (B-amyloid, AR ) B A T HE T Il i U -31%] 4
S REPESGR 2T R PR S B i O 3R Y B
TR AT 11 54 fk Y SorLA JE[H & —Fh
A2 R S T AERTAREE 11 (amyloid precursor
protein, APP) 25 AR, SorLA J& APP [ 52 B9 Rk K]
YEBENLR: kT 4H , Email ;j1j1815@163.com,

R T e AP T A,
BIS1EE : £ 30 A, Email : ge.medicine@yahoo.com.cn ,
EETH:BRAaAH2ELTHRB (%5 .30960334) ; 2 F 3F

“HE LM FAL LR R TR A (%5 NCET-09-

0857); A EF AR R “FERELF" T,

¥, HiES APP HHEAEHIF S5 APP BN T. Kz
gyt Ao PR H AT SorLA #IA 42 AD &R HL ]
HRfERE 2, AR SCRITHEFIR SorlA X5 B /R
PMFERIR ) AR 2, #8578 SorLA 5 AR Fik K
FIFIE R, HFRIGTT AD AHAT 5 25 P4 tsr
Ao SR

1 #REFE

L1 E&M4t

NIEHGF 40 (HEK-293) | BREE il , DMEM, Jifi 28 L3
(fetal bovine serum, FBS) , 41 il 4 i , 25 [ A5 | SorLA
YUKW B Cell Signaling /A 7] , Lipofectamine™2000 14 H
Invitrogen /A A, ECL Z&GH (A1 | GE.Heathcare /2],
AB I & H Biosource 2H]



— 596 —

BERERKZER 2013 £5 38 H5% 6 #7 ( Journal of Chongqing Medical University 2013.Vol.38 No.6 )

12 F#*

12.1 R SUREA  SorLA 4047 AL 8UREAR
RO A TE B R R 2% v il (phosphate buffered saline, PBS) &
WRIMA 0.1% 1+ — B LR R EM (sodium dodecyl sulfate, SDS)
FRIVER, 1 I T 590 P ) TR 5 VA . B 100 myg KR A B2 S 26
AU TRATEE ST ARN A 2 ml PBS RS, 250, T
12 000 v/min 25> 30 min, BFE, BHRBUIEEAE S 5 min,
A EREZE MR, UEAT SDS B INMS RIS LIk B8 ) , LA
N iy I T RS B e L Y N S Vi 2
FESERRE A 5% B 5% BB AT 2 b, A SorLA
Poi(1:1 000) T A, A —H0(1:1 000) ¥ F 2 h, TEF#%;
E[IRSE 1 ECL JicA) b (0, W 2 W5

1.22  SorLA cDNA B L4l T 37 °C,5%CO0, 53246 s
F= IR B A0 (HEK-293) , 4K a3 B0 2 i 57 25 1H
FEFRIE A 1 ml 0.25%J5 8 (IS AL 20 M, W% EL 3 41
ARG Al ST BRI A SRR AR i DMEM B35 3828 11 4k
TR B0 AT 8 55 SE R T B A R R IR A% T 3 A
REFRI, AL ARG kS5 35 L SorLA cDNA FEUL40i, i
JE7E 50 pl DMEM TG I i# 35 F2 2P im0 2 pl SorLA ¢DNA
A1, 50 wl JEIfLiE ) DMEM % 1 pl Lipofectamine™2000
IR, ZEIETCE S min, B FE BEAT (9 SorLA ¢DNA FI
Lipofectamine™2000 5] A, HE 30 min, B 100 wl IRA
YIS 55 70%~80% 1) AL FHEINA 10 ml FERERE I
24 h UGB ETAER S 10% FBS Y 3iHL, B398 72 h
JE AT TES 2 LY ik L, FE 37 °C,5%C0, K Fifh
Ridi o WIRALHEAT LR FEAER R

1.2.3 BBt SorLA cDNA 4l #% SorLA ¢DNA ¥4 /5 41
MUFERREI S G418 1) 10%DMEM 1532560 3 BIMA G418,
M\ 100,200----- 1 000 pg/ml, fR¥E B FFL 240 i 1E 5 A 1
R R A AN AR K E AR 2R 0 | LR S B A 0 0 Tk 336 A 600
we/mly, 72 h S W S R ORN_E SR SE AN I O BB TR,
1~2 JER AR 25 96 FLARURSEA: K | i ik i 235 1 20 L,
AT A Y 20 R HRZ 200 B, B2 TBOME G 2 U T Western
blot ¥4 .

1.2.4  Western blot € 8 H ik B SorLA ¢DNA % 4%
15X RELE A AN A B E oK L IA 1 ml B4 R4 PBS 759k
Y 3 Y, FE PBS, A 1 ml 247 2L A0 30 min, 4R
WARF 1.5 ml BT, T 4 °C,12 000 r/min .0 S min,
IRV T 20 CIATER . 47 SDS TN I R EE R FL UK
IYEIG W TR R 207 B TR i — S 7 7% % oh i
5 30 min, DA Z R UEIE SFRLT 4 Z50R eI AIE IR
UFHEATHERE . A 5% L RE Wik 4 5% B AR B 2 b, A
SorLA HiLA (1:1 000)WF &1L, A BT (1:1 000)HFH 2 h,
FEFEEDIRE_E3 N ECL I B (i, B 5 05

1.2.5 ELISA Ml AR WA A B IEMEEE A bR
il 50 wl, FRIEEAR 10 wl, FEIIEEARFE B 40 wl., in A—4it
37 Gl 3 he W B, FEE VR 4 R A B 37 <C
JINE 30 min, BEEEVEML 4 WOF , 2N A AR A S B i
2% 50 wl, T EHRIRSI AR AT 30 s, B RS 15 min, MIAZ
1R 50 wl, ZeqkJOny , EZEIR)S 15 min Y, T 450 nm %K
LRl N/l LIS AER N

1.3 “%itspae

Ge it F A PR t SPSS 17.0 Gt i 58 Mot LA S +
FRUEZE (v £5) 7R, ELISA M2 43 FEAT 9 Yo 37 52 35 i 45
FEE B BTR PRSI AEAS ¢ K25, DL P<0.05 h 255
EENIE -0

2.1 4 SorLA %& & 4L R AR A F 69 Ak A

iz ] Western blot #5: SorLA £ [ 75 Ik 2H SURE A (1
KA ARG DL , Western blot 459 7R, SorLA 25 [ 78 i K it
I 3T DI R 3R A3 A ANE 5 S5 DX SR G A AR A e ) R 3k
#(E 1),

=

/0TS = V7 TR = VY
Spg Spg 10pg 10 pg

[BE}

.- 191 kD

B 1 AAREAH SorlA EAMRESH

Fig. 1 Expressions of SorLA protein in brain tissues detected
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Fig.2 Over expressions of SorLA in HEK-293 cells detected
by Western blot
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Fig.3 Expressions of APP in SorLA cDNA transfected group
detected by Western blot



BERERKZFR 2013 £5 38 55 6 45 ( Journal of Chongging Medical University 2013.Vol.38 No.6 )

— 597 —

2.4 ELISA #ml AR # &k K-F

iz ) ELISA A 3 SorLA ¢DNA YL 4ifigrh AR 235K
S ELISA 2558 75, SorLA ¢DNA YL 4iliarf AR FRik/KF-
B TR (B 4), 5XTHRAIAEL AR #3853 FRET (216 =
12.1)%(P<0.01) , W] Sorl.A [FEIRKF-RENS A RGN ABIY
RIXFHMHERTMHLLR (G,

1 MBEASIWHT AP WRIEEREILEST
Tap.1 Expressions of AB in control and experiment groups

and its comparison

215 SERGWEL (n ) ARy (pg/ml,x £5)
X HREH 9 15896.4+1091.7
SorL.A cDNA $5JL 4 9 124389+ 1877.8
RN 49776
P 0.001 1
18 000 T
16 000
2 14 000
< 12000
= 10000
3 8000
« 6000
<4000
2 000 .
O XPHBAL  SorlA cDNA iz

4 SorLA cDNA # /5 AR RikKF
Fig.4 Expressions of AR after SorLA cDNA transfection
detected by ELISA
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