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Abstract: Amyloid precursor protein (APP) and its family members of amyloid precursor-like pro-
tein 1 (APLP1) and amyloid precursor-like protein 2 (APLP2) are highly conserved type I trans-
membrane glycoprotein,and they are expressed in a variety of types of cells. Recently,the elevat-
ed expression of APP and APLP2 in multiple types of malignant tumors cells has been reported
where it has a vital correlation with cancer oncogenesis and progression. As such,increasing at-
tention has been drawn. By interacting with death receptor 6(DR6),a member of the tumor necro-
sis factor receptor super family (TNFRSF),APP plays an integral role in tumor cell proliferation,
migration and invasion. For this reason,understanding the expression and effect of APP would
certainly facilitate the process of developing new methods and theoretical basis for the diagnosis
and treatment of malignant tumors. APP could also become a promising target for anti-tumor
drugs.
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R Z M Ao R W, APP 24t J5 vl 7= Ak B # P 1E
FH Y B-TE K BEJIK (B-amyloid , AB) , Hi B AEIE m 1Y 2
AEBE S T B R 251 BRAE  (Alzheimer disease,AD)
R LA IR R AR A — S e v e R
APP 3¢ APLP2 5 %35, MiH ,APP 5HAZ{k DR6
AT N R A M A TR BE 3 TS B0 A R AR A
R PRI, APP 7 5 i e b i) 28 35 1 100 Ak ST
AERBEFE I AL, A ECR EE 25 W0 A R 0
B
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1 APP WK EIBIRE

APP FEHAL T AN 21 S QiR K | 24 240 1~
BREXT 18 A, e s BRI TSR 3
Fh AN [A] 4< BE BK £ 09 2 1 74 . APP695  APP751 Fil
APP770, APP695 & K fii h 2 o0, HR KA & T
AN RP YR APP JE T T RS ISORE A 1, Ay
25 110~130kD , f2 555 K A9 N i R A1 (0 360 ) 4544
BRI C i R DX (R P B2 ki ) DA N i 3
C ¥t APP 43R = A~ i FE RSP I X B, E1 FE2 A4S
V25 ¥ Sk i A0 S5 R 4y B3 4t A A i R PN X
E1 Z5 A5 — N JE K P45 30 (growth fac-
tor-like domain, GFLD ) Fl— ™ 4% & 45 #445 (copper-
bindding domain,CuBD), E2 X F{k APP H gt [X 5
(central APP domain,CAPPD), i1~ il 45 f4) i
ok v MRS FE R B, R — Nl B T & A, T
HA A, E3 MRS, BaT APP £ 3T
AE AR i o 52 4 A, ELRh 25 52 2 4 D HC A 4 i
BB . A5 T4 T 55 A A Bl b K P 40 R 2 T 2 AR
fgse,

APP [RffEE B AWK, JEMHEEA AR
12 (BRI B-43 W il g 42 ) AR BB B 2 P A Ak 4% (B
-G IBEERAR) T AR HLARAETR, Lh o3 I Tk A
BHhE, M sAPPa 5 R A K KT (epidermal
growth factor, EGF) LR AEH T, vl {2 i #if 28 1 41 i
YGEEF o34k AFFEUESE APP (1) E1 45 # 8A7 A2 2k
K FREM W S5 # 5, UL APP HoAT 84 KA 719
TIRE™, APP 3k P bk (4 /N BUE S bf 28 o0 5l 28 J6 B
Oy SBD MHKEE E1 S5 838, APP 0l {2 i #f 28 4k K
PR -1 7 A b AT AR S 0 AR G R T APP 7E il
KB M LIS B B — 2 B 20 R
PRAAE T DL B-F0 0 il % s A2 o 2, O™ AR
AR FERMEIEA B EM AU BURR T kI
Wt A SR AR R A L EE R, B AD 1
FEFEH FE M, Stanga 55 12% B, APP BB 5 b
Ze-JILPA 422 3k Ak 1 20 T BB (A Ch ) %5 528 J5 19 1% 36, 4
FRCIC SR am 2z ST A8y, VRS B i 4 R AR G A5
I R R AR RS R s

2 APPHMRERRBRIZRIER

APP FE [R5 04 55 A PRl R PR 25, APLP1 il
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APLP 2 ELA & B [ V5 1 0 220 35 R 311 LA S A 45 4
YA MR F AR, H AT, APLP1 B A ik H
KM —MIE, W& RS U APP I APLP2
A LAE WA TR 3% 35 08 2 19 4% #5344 1k APP FiI
APLP 7] T8 i s iz =, [m] i g S i — SR A 84
APP Fl APLPs 75 2 A 4% fil (7 SRR 2R, i — 20 Ui W]
APP Fl APLP2 15 42 5 4 Il AH B AF FH A9 4 v 0 R 58
. APLP1 78 AR B (HEK293) 4i fifg i 1 1% 25 41
JIE0 %) KR AR T (LI o 25 40 i () AH A L AE APP AN
APLP2 4 il R G ik A gk Z I, APLP1 ik 5 R
TSN, APP #1 APLP2 Bk )12, I 1E P
TR S 2 R B 1S FL AR T i
I i 98 1100 B R g ORI 4 i e A | ek 4 D R
FhEE A RIK S A ML 38 8 | IREBRERA —
O FR 12 AT RE AR IR AN K S E R AN R T
JEAE

3 APP FiRERMEMME P RIFRIE R IEM

31 APP 53 LRKBRKERE

FL KR HUIR PR (PTC) 2 e i LAY FHEOIR iR 9 o
BRI PTC BB 19 APP 3R 3k BRI R 2H 419
P HETIUCT JEg RN bk T G e B8 RN e MR 2R A R
& PTC A HE R WG ZR ™), APP makikny B
A A AR S A, TS AR 8 22 | PRHCBI A Sy 2 P
JEAE TS W TE AR I hR S

APP 225 [ B K A% 5 B N i %5 43 (sAPP, sol -
uble amyloid precursor-like protein ), Ffif il APP Jifl
b Z A E TR . Fe65, 7E MR R G5
NN FE AT RS . BTSRRI, APP A T T 4l M & i
38 o @ N 45 (APP inracellular domain, AICD) 3 1% 5
T Fe65, fEHE APP iz MUK i, 5 B0 i 1k
APP 381, 5B PTC A APP #5315 il BEHE s APP
T, YEHGE , fEHCIRIREE  (thyroid stimulating
hormone , TSH) 1] i 543 4b 5 HUIR R 40 P9 APP 3%
IR sAPP BETR, A 2 IR R 1 B 20 i DA 53 3] 3
BB AR 0 AR ORI b 2 55 Al i sAPP /RS — 4>
H7r AR 72 5195 R EACR . It APP
FIRTT e HURIRBURIE A G, AN —Fhi2 i
B i 0 LA B i e A= 0 SC B, 1l PTC 43158
AT T TR
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32 APP 53LBRE

FLMRIE R — PR MO M e, BEVECR T
FLIRIE D APP B 3K, 2 E 98 40 M i 85 5 v 1 HLEL
Ji g APP 1Y 8 BE H FLIR 4H 20 B R R im0
Ui B FL R APP RGN P RESZ MEVL R IR 1Y . IRl
APP (5 R IK i FL IR A ML ) TR Ry i, S B
2,04 APP Bl A0 I 98 200 Jf 2 < ] a2 27

Takagi 45 "7/ & S APP P4 3% 35 T 31 1 8 4f
(4 B BT, AE R R AR R BT bR A B IR E R 28K
FLMR I 41 21 b R UHEI R 24K (androgen rectptor,
AR) K35, HMEB R 32 b5 12 48 %X (androgen re-
ceptor labeling index, AR LI) 5 APP ZKik/K ¥ %
AHIG T 55 B AR IS 4 28 KO G PR 20 191 e s
FH R A5 5 K ER RIBFETCOC , UL ZL IR
HZrh APP 3RIK P BESZ MERLER Y, IR AEFL IR h
RIBHA —ER T

T3 W 5E R B, 7 ME R 32 1K (estrogen recep-
tor, ER) BH 4 i 2L B g v 491 b | EBCR 38 0 T sAPP
SR 46 APP R 3k il LA 8 B 3 i, B APP
T YA 2 52 A B L e o 6 ) 484 9 R g o 0 e ik
FRrhEE CHAEN,, HARIAAKE oA 2 SR
HEENBUERERD,
3.3 APP 5ffifE

Il Troh S5 VSR M 2 WA B APP A i vh
ik R I Sobol 45 7 ST AW FE 4G GE T APP 7E
it 9 A o T APP 45 5P 9 siRNA % JL 3R /N4
JH it s 240 M, % B Y APP 3R 5K R R B PR A i A
B CIEREMEN, S350 GY/G, 4 Ja 945 i A
pRb # FIBER A /K- FEAK 20 i e JE | LA Kz DR 200 Ji s
10 375 TN 32 Y A0 B R A, 2R B APP AR 45 4
JIfL ] 40 R N 1 B R R A DA
Ttie Je i 23 1t s 20 B TR RIAE T, N7 /0N BRI it o
RERL b Je 200 B 5 N B A0 O SR AE 2 i i APP
RIPARTIN  IFAEE T RERE SMR FNFE R BT, (H H
KT APP 7 fiti g vh B 2 3k S AR AL B 52 A
XD T i — 2 5 ok B
34 APP 5fEBRE

A T 107 R A R g B AR SR ) R 2R M R
e, 29 20%4 T ARG YT 1 8 PR b 5 7 3 3L
HARJG AT RARME . APLP2 55 3% 35 i i Ji 72 200 Jfg
AR B J5T | I Dt e e i v SRk BN, e il AE 5 O
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S LA /N B 5 e 1 T B 98 b PR SRR i K R A
APLP2 [ 22 3k 7] A /2 o A B A R 28 M — A~ 4H
KW F, Hm Rk R WU FAr I 0 2 | R4 Ry 5
S e s g TR G el e i DB R Xt 9 Rt e
TR | [A) At iR 458 a8 40 I i 4 4 o Knock-down JE IR 982
APLP2 3Rk AT U8 LA B 1B SR 48540 | A8 240
Bt K AR LR a0 9 A0 I AT T RN AR 2R RE T 8
Hansel 25 O5E0T  sAPP W] AE b B 20 b A= KX 7 42
[ L O RN S W o D e B
B BE T, 4 A0 M A AR O RE A S 4N i
T, VY 2 R AR DA e R YA A R A APP Rl E i
SAPP {5 53 [ 01 F R MR g 40 M 3% 5, PRt mT O
APP F1 APLP2 A B i Ay 25 W e IR s 2 —
3.5 APP 5Hi5IRE

T 9] % i e — ol A U R R g, BB L
PR 29 7 T AR K, (R 2 50T
B BRI B P o TR T AR AN Y AR 2 N B
S SRR TR WSS e il i) Sy
A AR SRR | FE TS RRE Hh R A DS
APP 1EN IR Z UM L, Al SR R L 315
5 30 [ DA T 4] g 2 A AT R, AR R AN A 1Y
AR A R TE 2 Y APP A 40 it S P S e £
WG A g R A R I 3R 2 AR BH P ) L g R
o APP A A s RO PE R R TS B 25
Knock-down APP 2& 5 al #1 il i 83 %) 4= 1, 1B APP
S IR IR AR AR, T ) A T i 5 R e A
RV AR X 81 g I R TR Y A — e 48 SAEH .
A, APP W] BE3E i 98 1 4 JE B R L Rz — ) 5T A
K ke PRI 22 35 ofe 45 1 5] % A 40 7 B B RN B, T
VENTEAE RO 501, A0 50 B 1912 Wi S n]
FIRYT I
3.6 APP 5%&R7E

TEAR TN B AR S5 24 B 7%, APP Al APLP2 7 ik
T4, JF i G T 45 i 96 IR A i B o AN 3Rk
SRR 3k T I W 45 i B 1 17 A APP 42
PEZE W o A0 R0 A A RS B, A £ 2R 40 B AT b R
A0 ) A R R DB B 5 R A AE N Y
2 200 R A e 20 i A R AR T R R G
N o S S N I e O B S 1
SR, 1EHAEEBCE S e Uk B R S T
B, FERS 1 A0S APP 2 % 3 R AR AE 2 —
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Knock-down APLP2 & [A g ik /b 45 7 Ji 4 Mk Caco2
AIIGFE S 25 T A b APLP2 3835 5 AN H 48
BT B A 5 Pt )5 % 5 7 3 (human leukocyte
antigen-B-associated transcript 3,Bat3) 1) 3235 i 3 #H
5%, Bat3 #1 APLP2 "] 3L Rl i 3z Ak, i BH Ak
FEARR DR B, teas R R Ba3 i faE
APLP2, n] {2 1t APLP2 35 28 iz i 40 e i AE 4 . APP
VA 9o 200 Jf A6 A Y DG BEBREAY | AT BB LA R AE 245 )
TRIT AR FRE A R i L3R, a4 ) 45 i e
4 2 Je 98 4 R

4 APP 5 DR6 SN K ML

WET- 5K 6(death receptor 6, DR6) J& T 1 Y 5
JEE A, B AR = APP, DR6 J7 32 %3k T AR 4 Fh
W IFERZ MR R & REY B AR
o LIRS B A SR A R IS
558 1 20 M 1 R OR T8 B gE KW BBR APP 7
i A B b i Rk, AT AR R/ PN R A L AT
e 96 200 J6 25 PN B2 A0 2 P T R 000 R AR R S 4
WREER, I JeE 40 it v] 3 f APP-DR6, 28 PN B2 248 Jifd v
RIPK1/RIPK3/MLKL 155 38 % > 175 5 P9 Bz 40 M & A=
TR P MRS AR T BOf b 40 M AME RS D) AR
PR AR MR FE Z 5, M yes A R i AT 2 4ok PR B A
O D T 2 AR 2 e 3 200 L 11%) 42 28 P T e B Pk 07 T
i 98 240 L %) 3 b SIS R RS AL, 3R T P B At L OR
FE AT 5 38 # AT REAE A B R T TR0 e R T, G
T APP 5 DR6 Qfn] £ P K 4t A v 8 45 5 22 {5 55
B, DN 5 |6 P 2 448 L ) R 98 B 0 T 1 EL AR A DG AL
il A 53 W A Rk — IR A F I AR E

5 & &

KEWFFEUE T, APP [ 3R E1E hnf& AD & K
B R Z— AR B, APP 194 L) g H
2RV et LRIRZ 25N 255 E %
WA, )T R T2 E ALl 5 52
VIR, JFAERN 4 R GE Y K R — 2L g 11 i
AR AR 2 VR APP S5 B S AR ST
M, RE EANES A AL, {H APP F1 APLP2
AEMSS B DIaE . M H., BE RESE R Y &

M2 2018 £ 45 24 A% 2 H

Ji& ,APP I APLP2 1235 A [ 2 B b B0 F R
ORI A T APP & AR R B B 5 8 B R
SE4 NG DA HRE R 1 5 3000 BT (Yes-asso-
ciated protein, YAP) W] RE S 5 Hivp | I 52 W i 19 &
AR R TSR A A Y B 5 FR 28R Y, 6T APP
A APLP2 7 i e A5 7Y i BE S5 A8 1 (0 9 1R Ak A op
A BRI A R B R A GE 2, T APP B 45
AR BT 16 DA B AR S8 i b ELOR VR FE ALK 5 Bl A
A5 4 ) B APP FEJE T A T RE . APP /E°H DR6
(M TC AR, ¥ B Z2 b igeg 1) % 1k AR B LR | HLLhl
T 5% Xt 48 7% P98 1) & A R e e s R 0 1
Il PR L, APP X AR 22 i 4932 Wi RG 97 B 5% T
BIA B EANE, X MR IR YT AT B B4R
TEH .
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