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# E:BH KT CDIAT B RIERE R A e m o b B AR v o B E MG Hrh, ik CDI47 cDNA # % 3k i m A
WREORBERAG D RIEMS R @I 7, A ERE GA18 5 it CDI7 2 A B R &Ee mie, St R R E B UM A E1LE2 &
IPE2 Fasf B8 20 C1.C2 #= IPC2 ¥ v 5 ibBE £ A4 . & G i % 5 ¥ i % (Western blotting) # CD147 # & & & , B B% %, 98 R B )
Z (ELISA) 5 M 4 & ARAO F= ARA2 89 %, B5R # A E1.E2 & IPE2 ¥ CD147 & i 448 @ s B4 A C1,C2 = IPC2 & 3|
EA1.0£5.5 % (P=0.08),(28.249. 1) % (P<C0.01) & (50. 0£9. 8) % (P<C0.002) .y % #k B & B 4 # F K (61.8£3. 0%
(P=0.25),(82.9+5.0) % (P<C0.001),(190+7) % (P<C0.001), £if CDI47 & vy @ L 4% AR EF.
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Effect of over expressed CD147 on y-secretase”
Zhang Jinwei , Jing Lijuan ,Sun Yaping ,Li Cong s Dong Guicheng®
(Baotou Teachers’ College s Inner Mongolia University of Science and Technology s Baotou s Inner Mongolia 014030 ,China)

Abstract: Objective

mouse embryonic fibroblasts [ APP knockout mouse embryonic fibroblasts MEF(KO) ] on y-secretase. Methods

Construct the model of CD147 over-expression and research the effect of CD147's over expression in
MEF (KO) with
the amyloid precursor protein gene knockout was transfected with CD147 ¢cDNA. Use the G418 to choose the cells with the most
expressed CD147,and then extract y-secretase from E1,E2 and IPE2 in the experiment group and C1,C2 and IPC2 in the control
group. The protein levels of CD147 were detected by Western blotting, the output of AB40 and AB42 were detected by ELISA. Re-
sults Compared with C1,C2 and IPC2, the protein levels of CD147 in E1,E2 and IPE2 were respectively increased by (11. 0+
5.5) % (P=0.08),(28.249.1)% (P<C0.01)and (50. 0£9. 8) % (P<C0. 002). However, activity of y-secretase was respectively
declined by (61.8=+3.0) % (P=0.25),(82.945.0) % (P<C0.001) and (19047) % (P<C0. 001). Conclusion CD147 is a negative

regulator of the y-secretase complex.
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Fi] /R 9% 15 2k 95 ( Alzheimer's disease, AD) J& # 4 & 47 it 47
PEIRATME SR L I R AR AE 2 B A B SO0 0 T B L d 12 ) B R A
AT Ry w40 L 3 B T A A A R A 2 NI D X i Ah
A BEUTRURHE P #2445 L AR BB Y 3 B AT R TE R
BETE H ARAO AT AB42T T,y SR EEYI B Y C99 AR sk A B
PERY AB.y 20 I il 2 75 A AR MY i Ja — At S R A T
UE LTS v A WA S MR B R F L T S 4k AD RIT A
H—ERFMERE L,

v 5r kB PS.NCT.APH K Pen2 P K 4% 0 #4341 5 B9
BREREMEGHWM—EmtEPonZasy " . 2855
APP il Notch % 5 ZZ 5 B2 (4 09 Y1 1. o Y1 #) APP 4 p-43 Wb
FEF U1 5 P2 CO9 T A i 22 R ARM .

CD147 E—Fh s M LM ERE O, g g 3 N4 F A 19
SY O R GRS 269 DR EERRY, CDI47 RN AT 2, [
B 22 B A e B B CD147[AH X 43 0 & 7y (40~66) X 10° JTHMIK
Wi CD147[ A X 4> Tl 2 33X 10° ], A it CD147 cD-
NA #%4¢ MEF(KO) , DAF5E X v 43 W6 B 35 1 A9 52 1
1 #R5FE
1.1 R MEF(KO) H HE# 3 % K 2= 42 4t \FBS,MEF . Ji§ it
s e 8% 35 5L G148, CD147 cDNA . Jif ity . 18 4 78 Jitg 310 7 51
CHAPSO, #i % i ProteinG Beads.#Z{ A PS-1 $1 14 ) ProteinA
Beads, CD147 —$7.CD147 —H1.PVDF Jii | ECL £ % . € ¥

C99 . ABpeptided0 5 ARAZ Yy B¢ f 28 W B I 72 (ELISA) [
A& .CO, R FRF LA B 4.

1.2 ik

121 BEFAERE M AM % MEF(KO)# 100 mm X
20 mm PR 35RO JLASBE . BEHE 36 h Y B R AR GA
70%~90 % AT T —2 L5,

1.2.2 CD147 cDNA %% (1D WHL CD147 cDNA 25 pg fil
AZE 1 mL OPTI-MEM A% IfiL 74 B 7% 3L A0 . id i A =R E S
10 min, (2) W IRAEFE{K 60 uL i A% 1 mL OPTT-MEM 1 Ifi.
HEFREIRA) EME B, IR T HE 10 min, (D4 ik AB
WRORA A EIREE 15 min, (DI H MEF(KO) 4i il 55
FRFH N MEF, FI AR NPt w259 st B 15 32 5 vk ik 3 k. (5
¥ ABIRA BN AR % 80% ~90% 9 AR I N 8 mL ik
BEHE., (ORBF L2h UEHRBA S ER S L0XFBS i
MEF. (7)}iF% 36 h 5 ¥ 1 4P AR 09 40 Ml 53 1L 2 4P Atk 47
Kigt. (OKiFE 72 h JG 4758 2 ALY . ik B, (996 h
JE U AEZad CD147 DNA ¥ YL (4, (10D ¥% Yy J5 1 40 il it
1738 H 5 90 28 BNl % (Western blotting) 1l

1.2.3 G418 fifiik CD147 MBRIRF Y A0 ML e il A6 B ok )
124 150.,300,600,1 200 mg/mL, LA GA18 B 5 1 0 1% e
JZ. ¥ CD147 cDNA %5 3¢ 5 i 240 i B2 7 2] & GALS 1 K 37 3
P24 h JE W bR AE R 0 4R O B e85 55, 10~15 d
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3802 FREF 2012512 A% 41 54 36 4
*1 CD147 I RIEE (T L5, png/pL,n=9)
21 51 MEF(KO) 4l i 5 3% 10 d J§ CD147 By ik
C1 31.6+0.5 33.5+0.3 29.740.2 27.440.1 28.340.3 31.340.2 30.440.3 28.540. 4 32.440.1
El 34.940.7 36.7%+0.6 34.14+0.7 30.0%0.5 31.540.6 34.440.5 34.040. 4 32.640.3 31.740.3
C2 35.1£0.2 34.5+0.9 33.9+0.4 32.8+0.2 33.640.3 31.040. 4 32.5+0.5 32.6+0.2 32.9+0.2
E2 44,740, 2 45.34+0.4 42.74+0.3 41.640. 2 42.54+0.2 39.840.4 44,2+0.5 42.3+0.4 42.4+0.1
1PC2 45.3%+0.9 48.0%+0.5 46.630. 4 47.240.3 44,8+0.7 46.3+0.9 47.7£0.5 49.0+£0. 4 44,.940.7
IPE2 67.7+0.9 70.0%0.8 69.14+0.7 69.740.6 67.340.5 69.340.4 69.540.3 70.040. 2 67.440.1
&2 ABLO Fn ARI2 MEME R &= (TLs,pg/mL,n=9)

2151 PEAR Y C99 L 7 h A A ARLO FI AB42 1t S & it
C1 380.0%5.0 375.046.0 360.0£5.0 385.0FE7.0 370.0%3.0 368.0%£2.0 366.0E6. 379.0%E7. 371.0£5.0
El 145.0+£3.0 140.04+4.0 139.0£3.0 142.04+5.0 147.0+£2.0 143.0+1.0 141.0+£3. 140. 0+6. 138.0+4.0
C2 175.04+3.0 177.0+£3.0 168.0+2.0 173.04+2.0 175.0+1.0 170.0+£6.0 180.0%5.0 175.0+3.0 172.0£2.0
E2 35.041.0 35.042.0 29.0+£3.0 33.044.0 30.0%2.0 34.0%3.0 31. 02, 34.0+2 32.0%+3.0
IPC2 125.0£4.0 124.0£3.0 126.0%3.0 120.0%2.0 121.0F£2.0 124.0%3.0 126.0%4. 123.0%5.0 120.0%£3.0
IPE2 25.0%+1.0 26.0+2.0 24.0+3.0 25.0+£1.0 21.0£2.0 27.0+£1.0 24,03, 28.0£3. 27.0£2.0

JE B A MR 96 FLARYT R IESE. 15 d U5 FH AR Il I e Ak B FH e #5,LL P<<0.05 NESHFIT2%E X,

I B B M F . 3 A & G418 (W5 FE W, 10 d J5 UR4E 41 2 ®

Ji2, 1 F Western blotting, LAk CD147 £ 55 235 19 40 HT . 2.1 Western blotting 4387 CD147 ik & ¥4l E1.E2 &

L2.4 WRANMIF B olifb @ e b3S 50 41 (B Fout AR 21
O G, W LA S v 43 WG A AR AS - (1) 40 Jif e 16 1 &5 42
A CL M EL () A CHAPSO 1§ ¥ fift o - 18 3 25 0 il 45
C2 I E2; (3) ] PS-1 Hifkafifb C2 5 E2 il % IPC2 Fl IPE2.
SRR o E AR C A AR R 2 mL .0 F
W ek 2% b i (PBS) ¥k 3% 3 ¥, 13 000 r/min 4 C B0 2 min
FW . A 0.5 mL 25 5% sh U5 - A0 MO e e B Sk e e 40~
50 ¥X,3 000 r/min &[> 5 min, B 0. 5 mL 35 . A 0.5 mL
SR G PR — R PR B BT 1 mL 23 S R R0, 2
mL.it 2k E1 8% C1, A CHAPSO # Hepes buffer 45, ¥ %
& P 0.8 mL B AMH B 04,50 000 r/min B> 60 min,
DIWIER A .M A & 1% CHAPSO ) Hepes buffer 0.2 mL,
BEWT 4C 258 90 min, 35 000 r/min B> 30 min, B 0. 2
mL FYEW .20y B2 8L C2, 7ET ) 0.8 mL B iF il P . A
A 30 pL ProteinG Beads, % 4 C#£3)) 90 min, #kJ5 13 000 r/
min &0 2 min, Pl 5 B§ ProteinG Beads., FEW P IIA 2 4L
PS1 $i &5 30 L ProteinA Beads, & T3 H IR S Efi#w LT 4
CHLE 24 h 4 13 000 r/min B.[> 2 min /3 ProteinA Beads, J{
& CHAPSO ) Hepes buffer % ¥ 4 . W M 7 ProteinA
Beads bRYH RN v 21 BB 59 . 23 5ic o TPC2 Al IPE2,
Western blotting 43 #r C1, E1,C2, E2, IPC2, IPE2  CD147
SR

1.2.5 ELISA 4k C1.E1.C2.E2.1PC2 & TPE2 i v 4
WEEE AWEYE HCERBEA E1,C1.E2 5 C2 0. 1 mLGEH
W 1.5 mg/mL) A 3 pL JEH COICAWKEE 0.5 pmol) , F
37 CJ R 7 h, ¥ 100 uL % CHAPSO [ Hepes buffer,3 pL
C99 M A TPE2 Fl IPC2 th F 37 C#ATRIFE RN 7 ho # Fik
RNLWE 50 L PR ABAO 55 ARA2 (45 HE i 73 ) Im g b AR
Jm—#Ht 50 pL T 37 CHEE 4 ho K LR, BRI 3 5 .
AT BT —H0 M B 150 pl 37 CJ i 60 min, ff—iK
A B TR 4 ). SRR AR E R B 150 pL 37 C
JHCE 60 min, JIASERAIL LW, WA EMY.

1.3 Siits b3 R Western blotting & ELISA fr 15 %545
Iy B9 WA ST SEE L LL T s FeaR . 20 TR TR S B9 b AR

IPE2 1 CD147 335 & 5AH R B RE A CL.C2 F1 IPC2 43 5l
FFHA1E5.5) %, Z J TG T2 E L (P=0.08), I F(28. 2
9. D%, ZRAFE &I %¥E X (P<0.01) K& EF(50.0£
9.8) %, ZERA G E X (P<0.002), WFE 1,

2.2 ELISA 4y #ff ApA0 Al AB42 2Ll SCIG 4T 43 E1,
E2 J TPE2 5 FIvk BE K C99 Juw AL A AR40 Fl Ap42 &
Y W AR T IRDRE O MK T £ 40 S A T AR AR AR CL.C2 K&
IPC2, S MAEA C1.C2 J IPC2, 4 CDI47 #:4s , BE A E1.E2
e IPE2 B v 43 WA P 43 BB AIK (61, 8 £3) Y0, 22 5+ 0 4
HEEX(P=0.25) K (82. 9+5) %, ZR A Hit¥E X
(P<C0. 001), EAR (190 = %, Z R A H it 5% & X (P<
0.001), H#XFIRLAIREA C1.C2 F IPC2, FEAHF 41 T . BE
A% TPE2 Ak 2E Y 48 K ABA0 A Ap42 & REBAK, W% 2,

2.3 £ CDI47 BFEE LG MEF(KO) 1 CD147 ik FE M

W1,

FHEBRIE
CD147#BFR %

S . o7

B 1 CD147 #8335 J5 & H &t Western blotting & 8
HRIK
X103
co — ~——— CD147
El Cl
& 2 Cl1 #1 E1 h CD147 ZEHR & =1 Western
blotting 9 #T &5 8

2.4 C1.C2 f1 E1.E2 " CD147 % H Jii % & i) Western blot-
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ting 73 H7 25 2R
o, WL 2.3,
2.5 IPC2 il IPE2 # CD147 2 H i &% & [ Western blotting
SHE R C2 5§ E2 4 PS-1 ¢ 5 Vb 4k % 9 T UE T 13 TPC2
HIPE2,y 43 WG 52 & W8 2 gk — L alifl, WK 4.
2.6 ELISA K ilAeA b S vy 70 BBEIE M B CD147 1y
PRGN, AR 1 R 35 B ATy S i T 1 B
CD147 kw4 w4, WIE 5.

HRIx

CD147 ¢DNA &R E 5 LI 4 CD147 RHE &

X108
50—

s | t— CD147

c2 E2

B 3 C2 #0 E2 d1 CD147 E AR E =/ Western blotting
SER

X108

50 — — | — (D147

IPC2 IPE2
& 4 IPC2 #A IPE2 ¥ CD147 EHE S 21 Western
blotting 43 #r 45 R

A B 4071A B 42(H14E B & pg/mL

400

300
OATRE
200 —| LEs
100 :
0

1 2 3 4 5

B5  ELISA#i#4(C1.E1.C2,E2,IPC2 1 IPE2)
TRETE v 4B i

304t ®

BTy sr W EE Y H CO9 EAE M AR &R )G — 2 2 KR B
A BRUOT T LA Xy 43 005 A o 7 B BF 9T — R AN L D
B A ME AR . S RPN R R 22 . B TR B
SELLABA2 R JE R AR AB4O, ARAZ MRMEVE % H (5 A
B L BIAR /N L T ABLO 2 1T ¥ 11 L 3 A At o 240 iy 1 R
T 326 % 1 2 1 410 o) 590 %k 7 40 1) ARAO 9 A= AR T B T AB42.
HOWR oy 4y W EEAEAE ] APP (1 5] Bt 4 G M 2 3 o, — B
AR RZ RSB B M A RS T, AR KN ik
THUREE R . BB B, v-J0 W0 B0 0 500 = ST M v 4 W
fiti fi¢ APP FO4 ) PS 35 H B, SE PR b HUE Y 4R T H 245 0k B 53 il
A B S5 H R AR . SR Bk R T | o B R ) 2 R R 4T
L 40 B A L RS2 AIF T 300 4 R0 0 A Y

BESR Ap42 (5 AR SAEL MY L BIAR /N . B v 43 W il A 1
PERRAR — 5 W06 5 AR AE X D80 2D AR42 1 A4 B i, 35 B IR AR 1Y
ROR . AR A B AR v A I G A AR 1 AL R 4 ELRE
VAR y o3 WA S PE L DA b B — U0 IR) R I i A T .

WEFEIE B4R B CD147 A8 9% 94 1 3 8002 0 1K B B iy 7
ATIT R g RNA UTER AR A g CD147, 1y 43 30 il
PR B0k DL R b R i R 2 AR R 2 IR UL BRI s . Y
CD147 Byt BRI, AR By 40 B8 1,

A SL 638 1L 55 — 4 Western blotting ] CD147 & 1 19
B3k 1w R R 3 IR AN M B B AL i R . 5 D R B R

3803

FEMMBB TR E R RBAMNER. % =4 CHADP-
SOWMMEL L &Y 83 & 0l CD147 44 3] T 44k . 1k ¥
CD147 FIBSREAE 1 45 & B % . ¢ 51k PS1 Hu M Ui vE . fE #¢
2 alifl, YA CD147 0] B8 v 0 ARl 10 JR 42 0 k. Oy 3ot
— RS v o I B TR R A S T kAL
ELISA 4> Mr # Wi, B & CD147 (%) 3% 35 & ¥ &5, Apdo A
AB4Z 7 F B IEW] CD147 J oy 0 I Y R 4% [ 57
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AR AR SR . B AKRBE 5 CK il LDH 12 h Biik
VE{E , AST 24 hiKUE(H , BJE B # T . M4 T Gly J5 .0 DL
TR BT B4l 38R Gly #8425 BH 1k BG4 U i, U
B0 LA R i 3E— 25 405 . FLAL AT A2 - Gly 8 4k 47 41 i
FCAS o 1 .+ B b0 LT R 28 30 2 L 4R 4P 40 B f AR . I
CK.,AST H1 LDH ¥4 40 g P9 19 B 25 . 2 5 40 0 i 15 AR08 3ot
P FE—EAR B b U 2 A] S WA 4L A0 N A A AR
CK i TR N SR RRR = B IR IR (ATP) = 45 (I 5%
60 F0E A7 () O B s LDH i Ak b % A 7™ 0 79 B 12 5 2L R A
Ak LCRIE AN M P9 BE S ARG 15 B E AT AST b | 5
R MR Z I A A T T EB R R EER
Mo ARG AN A IR A S OB TR A 7 ) LR 1 HE BRI AR B
T A A A5 497 A5 DR IR 1 O L 40 L 3 5 4 T v AR o TG A 40
PR BRI BF L B PN T Y R T BN M e AR O
L7, T Gly 6 ARG 1 ATP KE35 51 #2940 N 15 58 7 2k 34
3 85 G Bl A2 (TS S Bl Lk AH R R R A DT R 37 48 iR RE o
2,

ABESE R B0 UL D) 2 46 A £ AR AOSP, AODP,
LVSP f1+dp/dtmax, Ht AOSP #1 AODP 3 % )5 e JIE i
D35 ST IR S A A J 14 BE A% A0 . LVSP s et LB K 4
71, +dp/dtma W 5 .0 WU R4 SR BB . AR SR 45 R 4R R
HiJg 12 h AODP R 4b FAARAKF . 24 h 354 % s AOSP i i)
FREET R 48 h KA IR I T 46 s o (5 72 h 344K s LVSP B
B AR T WA BE AT ME N EE .72 h 35 B 5 + dp/ dimax [ B A 35
ST, 72 hik ik, T4 T Gly 5RO #iFT
R T B 3 T 2 A L B0 Gly RS O UL AN AR 09 451 35 e b0
Wik s F1 . HEATREMLHI 0 - (D 4R 30 LAN M B A . R
O HLA R REAEAE Gly Z4K™ ,Gly 52 kg & ERE T 0L
20 it JEE 67 2O UL 0 O 46 25 8 0 T 40 00 B R 1 AR
EHE L (OBEEL AR RS, mRERE RIS WE R
21 0 42 R ) TS e UL B P 3 R s 46 T R L R A )R R
T WU 3 HE 18 AN 25 BO0 LI ol B 40, T30 0 B0 LA 21
AR R S P B H ST DL e B R R B Sk L R e R
TR E AR T BOMBE B AR 1508 — % 1 R (NADHD 3 2>, ATP
AR A B RIRAS TR 0 UL AT 7 TG B A 1R A
A U I A g R e A A P AL IR A S AR s AR 4 st
— LB AR R AT E R BRSO KRA T Gly FEL
W% & B R REAG, Rl AS ATP B B 3.

0815 301 B B0 LR 0 WL 47 T R A2 1L 2R I g h
T R S 3O R0E B A 98 b o DT R B F AR oL 3 — 2D i
B4 B A AL VA B R R . AR R R W)L Gly RE
BRMEO N E . SGE O ILRE A iSO MUK ER T fE
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