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Recent progress of islet amyloid polypeptide
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Abstract Amyloid protein and depositions formed by misfolded proteins have been identified in multiple
diseases, including Alzheimer’s disease mad cow disease, and were considered as an important causative factor
of these diseases. In type 2 diabetes, the misfolded islet amyloid polypeptide (IAPP) was identified as the major
component of amyloid deposition identified in the autopsy samples of patients’islets of Langerhans. Studies in
vivoand in vitro suggested that TAPP can disturb the integrity of Bcell membrane, induce B-cell apoptosis and
damage B-cell function, andwas thus considered as one of the important causative factors of type 2 diabetes. The
molecular pathogenesis of type 2 diabetes can be elucidated via studying the mechanisms of IAPP aggregation,
mul tiple TAPP aggregation forms and their respective structures, andits Bcell toxicity. Ontheother hand, inhibition
of TAPP aggregation has been proven effectively reducing the B-cell apoptosis and ensuring the success of
pancreas transplantation, thus making IAPP a potential therapeutic target of type 2 diabetes. In the present
review, the latest progresses on the aggregation of IAPP were summarized.
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3.2 hIAPPIEM B B S5 R EL Xt B 4 BE AT =2 M
H AT, hTAPP T B () B A 3R 4 1) 2% [|) 46 4
AT TAEAAEREAT h, IR E AW T 4
hTAPP F BB S K, IFul B A0 b JE il b4



5 6 3

5K 8, SF: BRUER A2 IR Tt 571

hTAPP IRIVE M FE R BE S5 4 o Wiltzius ZEPIRIFFURIN,
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ProlAPP A REEE B AE . 76 hIAPP [24EW& it
Firb, — 770, ProlAPP [R4iREE AF il fiE 7%
FRASHA) hTAPP JE, 13X S8 AN pl i i) JE A A
hIAPP FIREEWIIA T U B A% /B, eArTmr Bl
PEhTAPP FERGE M FEDLTE L2 )y — T,
ProlAPP H &L FIFE A ek HEIIAER . fE—1
fife = ProT APPAL B Jr 75 I OCEE I (PC2 T PC1/3) 4
JL (GH4 20 f) b, %4 ProlAPP ) cDNA 5T £ik
(1) ProTAPP pH -1t = AH G H M A REAR AL BT 1
() TAPP, 177742 T -3l Pro T APP #4 I VE M KR R
FUTAR O,

TAPPA SR AR Ve M 2 1 e ) S AL 45/ 1791
F BRI G SRR N RIS %) TAPP A3 558 (1) 44
ANREEM ), YR F S A A OB /N ) 11
rTAPP MIJEREMI A o 4F)E TAPP J3 41 ff) 32 B 0 S e
TJP%5120729 £ (K 1B) o Cooper ™[5 55 B IR:
25729 {71 ATLSS Xt R T 4E ) g Lok 58y, Hop
PN 28 PR 28 ALV 22 Z R FT A5 1) hTAPP 2R 4BL
Yy, nIsE A BRIL AT e RE ) . BRILLIAN, dE
IR0 A hTAPP () At Fy B LR AR th Ak
B Wiltzius®s PRI, F Bt SSTNVG (6 3 T-hIAPP
28733) HAAH 54K hIAPP MHFE K ERENE. M
AbediniflRaleighB2 5T B, NI R4 ) r TAPP
(1719) 5 S AEVER) hIAPP (1719) AUH 45 18 7 [R5
FEAE (rIAPP by Arg, 1fii hIAPP 4 His), {H hIAPP
(1719) HLHAG 5 hIAPP AHIR I ZRAEPE . rIAPP 7
A ] s e F R AR H AT e — ML, it
TREERITN R I, rIAPP JRA 19721 A7 XA
TE %, B %5 M B, 17 hIAPP 446 % X I 40 A
TERCB- e it g, I HAESE T 0 BT 4 1)
B- KR I, ZIX IR B #E A BT B P (]
3A,3D), Ak, X3RRI e rIAPP BIPUERAE RS
—EMERR . BRSNS WoR, rTAPP AMERTLL
L hIAPP 4545, SR IE I SE R AR I o 128
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LAPP [ SRR T ST A I BRS o HF5T
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HITE R . P 5T DOPC FIE 1 Ig it DOPG
R E T IE T E 5 hIAPP SLR & 5 &L, Hop
(IYIHE NG B3 4> 7T 5 TAPP 454, Miga5mE S
B PIHOE SO SR FEDTAR Y . ke, 7EA
B A ML b, A0 RS BT 5 1 DK s B P I T e
%255 hIAPP M4is, JHEMZIIEN, it
BN =4 2435 IR 5 (B4 (apolipoprotein E4,
ApoE4) 5 hIAPP 455G, wHIEH A, H6IvE
K FEUTTE T 120

hTAPP 5558 By 25 B T RF IR 1) 3 45 3L 9 % AR
PROIREAH TLAE A, 3 08 I 43 (A T BEA
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#5 IAPP M EAEH SR —HAFE. KZH¥H
INA, RS E S TAPP A0 EAE G M B ) 5 8 AT
CARH IR TAPP ¥ o W8T SE SR AR B Js, AN T 4]
hIAPP [yifE— B RAEDT . (HJ2 Cul 508 19T 7R
i 1 2% LR S T PN F AR hTAPP SR EE, i K
Rk i 25 5 hTAPP JE e 3 SR 44 S 1 X hTAPP (1) 58
SERAEHEAERY, M Wel SFMOFERIA, HEfRIR
BB RS TAPP Z MIFFCAH AR, R
SPR (surface plasmon resonance) AMMERARE A, 7
Mroc Bk, LG hIAPP, rIAPP SRS ) %
ik, ¥ TAPP JE S LA S0 B 25 #Ba] LARH 11 hTAPP
B RARRIE K. SIEE, TAPP XFE S EH
BAEA M, Velkova UV X hIAPP 24 {if
(Gly) 2647 (11u) H 3EALAb FE A FIIh TAPPRAA——
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hTAPP 55 0k 5 25 40 - [ A AH TLAE TR A R AT
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FEAERITE DL, 45 T I is 20 B S 1) & I8 1R] o
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