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ZURNKELEGIRTATELNBRIAR, RENFHARY, ZFERN
EREERBTAREREAWIRTHE HEEMMEBEREREL (AR EE
) GEMERKABRMER, ZEMTRESRKEHURANZHR T
ELZUAR AR AN EFERRERNELYBIN AT R EHEx
FHEZNANHARR, FERKEFEANHAMNIANRK—LEFRNOA
Ko
—. ZEERRMIYHRREEX

AMIEFEGAEEZHXRNERTRBRIAZFEEHEREEL SR
B> (lipofuscin) REEHAXYREBH—KD, BELFEEREFS U LA
THITiTRY, EEENLEIN—RERXEF B LR T RE LS. i
PR, A STEEASKH AR B B Hannover 7F 1842 ERMRIHFR S,
T“REHR "X —RiE £ 1912 5F Hueck A TR XM BR 5EFEZNMEXRIIRREEK
Bk IR AE (melanin, BEROBEEML™Y) XAFRMTRLHT. Hik¥
ALNZERZFERMBERNEN. AT EARLAATEHL, Hk—BAERR

(R) BHRFETHRABIEBAE (secondary lysosome) FERKIEFBEE
YR ZFERMNZEARASINGTESZUARNEBRYRRER GBI
i ERER G R, ZAARERT A RATOLNREAR/SEY. £Y
ERZFEERNEALSISNEERUERE. RUESREWMERI R ERH
B NAALABUAUTREAATAALEYHUENZFEEER. SINELESRE
T, ANESPERESER—EFEXANEERFECHREYIRAY .
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WIEERTRN A, ARASIMESHERENHTHEMNERYTERABERE (ceroid)
A Y. R FR X L TREERA R E AT, AHEHEN™
WA TR R ERERNE, FEFENEFAEBAT.

B T A A S XL 5 Z AR E R IE P R B RS, ¥
BH R A R R AR A R B R e, filtn: AR2RIdEk.
O —EERE, BAEI. EHE KN (Maillard reaction), FiIR MR RNV E .
XL RN PR REEUTZECRRFEN RN =R ERAEEE
FERTEHYFE (age pigment-like fluorophores, APFs). XLbfa B REIEA Mk
AR @S HRE N ALY (ALEs) MIEHREAL™Y) (advanced glycation
end-products, AGEs) %, #281EMEHFEM APFs.

. WENEAR

SR PSS BT S LIS ANE 4 VR 2 & bk 2 AN S R AT ER T i
CEHEAFRHET, BRERIAMGECEY -A£5N, FEERERED)
PIR LT M, UV E AR M R B A B R

FEBER W T R At Rt (RHEPETRUEY). MR-/
AT (UBAL P SR EYD . NIRRT M. e R E E Ik
MG,

BAREHEMNEUMAREAFAPHAL. AAMDFHEZA PR S EG R
A #RY% Bjorkerud MRS, BB EM=FEERD ZIEE (20—50%),
HA (30—50%), KABHEHRRY (10—30%). X1 B 6 fa 48 F S R H >
B EPRS . KL BRI - R AW 28 T LA,
Bltn, R X —RER AR lipo” (AR 5 6 T fuscus® (KR
XM ERAAHE
=. BEHNEASERSZELE

@Y, BB APFs R EE +2EEMIEH. SEARMXMNE
Yo7, ERERK. BIK. FXBRE, LREEASGSHEOCRYREDTS
57T APFs Bﬁﬂé;ﬂzo

115



REHFORUREEAHXNEY ) FERIERBE RTINS, X
REORRRATERRSHE S EREERD: AEM (287/348mm) BRER
(275/303nm) . Pirie R, HALEMKFGAEAETARALT, &858
BRAY N-BBRRRER (330/440nm) P4, FEilRX# e ERaE
BREWS B RN RE X Wicken 55 Lunec KIUH £ ISH0TE B 5 E T 841
A TEHER B EFEN, BHRAFIRBERFIEN, ¥EZE 360/454nm HRHE
PR, FEEAEITAANEERMEL GFHRABEMNENLZY-REERHNT
) RISRERRMTENE.

AART, Kikugawa SRINMRARF4EH T MAS 315/410nm FIeiFtEH
“REBER. XM S5ETEAYEXNAR APFs LR —REEROHR
WHERBRERKEREARNELD REL MBS PRRN —FHEL=Y.

B2, ROEERNEUFTYHRLEATITAFY. HLUEEZR, B
AR BB — R SR EFRMEN L, MRITIABREERTYRINTE
B

EEE 7 E¥F 4P Stadtman FRWOTIENF— M AEIEK THREULED
EXREREFAFREAZANETRR. £ZLLEF, AELRKIENER
BREAEYSBERYNY, HEBGEEZIYENT 2 nmo/mg BH EAE
ZENMEN M 4 nmol/mg EH . Stadtman HBHE, ZEFHYEARTEKEN
BEHREZTREARAZRSREK 50%U L.

RNEZRIFHBH G- LR LR, FALRERRE F RBME
WRE, BEHTHERAEEARELEYRERERPERTAYT L. &
et Sy 12 MEZE, BARELEYEREERN L. SREHK
MEBERKI (280-335nm) HE, EUIIEMERERRNAYENEATEE
KEtE]. BRRELARAYRERZBRARNNERES B ERARER™ERNR
purt ) GOl ZNE: 2 S

FEEFE-NER FIE (Batten’s disease t1#F Ceroid-lipofuscinosis) 2 —Fhig &4
BRAERERE, CL28BAR. Bf. ERANEH. XRHZHLXE
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mARRNBEEAERT KEMERESHBE. Palmer F Jolly SR1E, T
MG & R-TEIRFAET T0%HIHER M BRI ATP S8R C LHATTHEB R
USl, A i1 TS — RN A BB T R E-BBFWIEM T ES FHEMR
ZHE. BRI R KRR, WHESEAREBRIDHIEREYR, X5
BRI B RAEM E B K R,

Fig b, EFEENERTHERAAERCNSEOEBYNEE. B8
Alzheimer & KMiF FIFEMFEAENE . 11 BURE PR B8 1 0 BB S IR 2,
DLRBHRABHRIE, . M. BXBHRTR., BHEEHBARERRNEL
EMREREY, WHTA, BEAENGENRE, XWBER. 488K, B
REAERRENTFER, IXEESEANSZUHEXHERYIN TR
+oEEMNER.

M. EFEERBIEYRERELIENY
tH Harman ##Z T 1956 FR UK ERESZFUE AN ELAEREZ

W AEXUZ AR T ERLHER, HE B RSB RS E e
BB SRR EB B TERA BB A .

BEAMAETFAHE (0,) MBEAHE (OH) FEMHE P RAR A
HAME. SEEHEEAFRENRNAGE. 65 SURBEA MM &R g
T EA R E AP0 7= 4, T X 8y o A 4 0 R i B AN 5 AN T R A B B
WEY (NMABMER). FAMEMBEELEHIFEEFERK, RETEEEMARHAMR
BESRENSFE, FNMREERFRAAERTYN EEF. EXLqEyd, 4
ME%TEXNA -8 (malondialdehyde, MDA ) F1 4-¥2 B T /5 &

(4-hydroxynonenal, HNE) RUBFFUR AN . Tappel B7E 1969 4 ¥ 1R FHK
TEMNY, R B SR ER RN RIS R AT R XA
HHEGESZEARNUREEDZLETHBER TIER. R _B5&KEHE
BMEBRMEAH T RIEEEM APFs. X APFs TERSMEEUR TR 450-470nm
fIFE N, LA RRIE AT R : REY R -N=CH-CH=CH-NH-Z# 1 3H L A
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HEY.

BT Tappel“Fi&E APFs Kk R REBMEFH T M, SEMERMEELRET,
WEITRXIEW. JFR, Kikugawa R K _BE5HEEE ITCHIHEEGT RN
ERT B —RKRAEWED . KLY FE 365-405nm KL HE MR TR ExE
435-465nm.

Gutteridge FERFEARFENELGT, FABRKRENA_BEBAS—%
RAYIR. AATYRA_BHRESYH, YR, ZYEEFHERRET
AT RERFE.

e ENTERE) 4R ETHRESHNG. SRk, KERBRNER
KR - X LG AP RN R 5 W B 47 50 40 38 A b R A 4R A e i
FrHEARRAL, #BRSTB AT 400-500nm 2 8] (35 .55 .

Br TR B, HNE WA SEBEUEAY RN 4FFs 4, HEMIRATEL
YR SEELEYRNBR APFS, W: 242 %R, 23-TM, 12-
Bi-ThER, 24- — ZENENETRUTYRE T SRBLEYRERN. ER
EEREV SRR ERSRELEYRNFR APFs, W: FE. ZB. -8
ELF R 5SEY ) FREBRRN, BEKFTFRAE=Y. ﬁ?ﬁ%?é APFs 7£
AR FYOHAEERE. PHEFEUERTEFERKESR, BRHAE
APFs TERBHELXTEUESYERENSY (RHEFENKRELEY) RS
AR T LT o

BZ, FUANBREYEARERKRIOEMEFER UL APFs B EER
! AhREUEEFE ECEA TEZXRFNN L ZEFREANEOESFZ—.
I, SBKUEYHXNEFERE

XA EHEFENERIELAE T ERARAEREAMEXN
APFs. HIERHHARKI, BAEEELEGYRNEBER S —KSZULHBREN
APFs. iX#¥f) APFs T EEIREN/RNERNE, BX—RNERRKRKRE
EHEANEMEAEE.

1. JERERERIL SREMEL LY (ALEs)
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BEARNFIER—LXLEHMSEENEYZIRINRL. HEHE. RESE
BEESEENSYRNAEARE, #TEAMSEZE (Amador) EHFY%
—ERARENRENEY . ERERSGKFIERTHDE Br=YZ i Ee,
PEAETNARNBELEY, . BEE. HESHEEE (deoxyosone) B, HilH
BXEEEATY ST EMFY . (BREREURNFERTES
BTEFe BTMERATRBEFIEANIEN=DER, BHRNESHITE
H.) MHEFENRARRELSYSEELEYZRNHE—F R MM A*=4
FHANEELARY. KEFL LY OREEE. M. e, sk H
ZRFUDRENNESY. BEAXFYRBEFE. RESTBEAFHMAE
5 F £,

L7 1953 £ Hodge S ENER MM T 2ERAN LS, MhisHicsgi
WEFY EERTAMIIICRUESYHREY, HaBARRETEOR

(melanoidins) !

S5ENEF VSN EENRAARERELSYSEY RIS T (B2
FEMD KKTERK. BRABEGNLERER LA EEBEFELm
AEAMM (glycemia) WEEFRE, HERKAKIAFERSHETIHEX,
. B, SAKIERERE(L. IRERFBMZE (macular degeneration) P14, 7EA
REZEEF, \RREFEEOERESETRE, FLTRREAE: B,
BERk. WUBE. ffrt. ShAKRICTRRY TRSSH SR E R N5 EIXEHR
MRERBE R, FHBRTREXEHASNEUMXRFIE.

BRABEUEXNERNEXBANMABLELREA, EIRHE Hodge HIFIFA,
ENERNYTEEER. CEABRERLEAREER C 3IBMEBERN, T
EHSEMHTBREAXE,

2. #4EFE C5 APFs XM

ATHARELTEUDERNELGFCOR®RE APFs KERK, F4EFE C 5 Fe
KB EWE ZHAXKES Fenton RN EFZEPER S, ER CHIIAK
HEbma T Rt E LY & APFs KB
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H—NH, BERNESMERIEER C ELIIENRRBRRETHREAN
N. RMWE S APFs BIXREFBIEASIEANAIER. Ortwerth FHIE, ZER
RERBTHZWRTIES, AIFLREFSHERREE ZHEETEK. X
AT BRI T FEE (350/450nm) 5 A\ RS IERER &R 44 B P B A S A AR AR 1L
Bensch S RAIEY THAE CELZEONEERTHEEEA.

Yin 55 Brunk IR RIRE, EEMTHEER C FIKERFHETHESFN
YR RIEBEBERE. XEYREHELEE C SEERRNARNS, %4
E C MEFEULEEENREHNARRAYE AN EENE. XE&ERNYH]
FHHFE (400-490nm) SRR/ RRIRBYIAL, MELER C SHEBENATE
YR MEEBTER —LRENERRELER YR (350/430nm) P,

55, Alroy FF A& BRAUKFATIEIEL T EREFER L CBENF
. HER. B85, LIABESEERMRNEE RS D HE" . FH
TNEFE A EABBENEEETPTREIERE. SEaRNEE. FAEYE
BEARENTTEVIRRE: WS HERBERERERENEEL Y.

75 BELAME APFs

EHEHARE, LB LYW KELERA. LAT MR, THEE
5IZR B APFs k. RELEF A, XY MERF TEHPFE-ENR, X
T RIEREERENRS RBEENSHWELN (EREHEARLFIMEN).
TRRFIEH, dANELFARFHNZFERSEALELEE ENRZMEE. Katz
A1 Eldred S\ XBERRZELE T A WRTEY®, MOIEMMELRERSE
BIhi s BmAEE T —FARK AR ERF LAY . N IFRXRF 2 EE 64
BAEETHAEBHEBELERALEY. IR EE, BX—KKEERR
FEEHIEHURR-ZEETESEH, HLERAELET LB (500
—640nm) P, FFin3E APFs —#, MEE 5 Z MM RN T ERESRE KA
PR B R Rt FEP,

ENHE FENFRRERERER 7Y, B HE. BIE Wolfe ZHIE:
S5R—ERYRxBAMLEPY, REMRHEF (W0 Alzheimer disease, AD) %
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HH RS TR RN R SN AR RN SR A R B, SAXE
KBEEOE S E R RS GE T, FE SRR — AN
REZUEREALMZLIRIE. R, BASEEA T LA SN RILRE
G, HTEAESETATLCIBE, ZRBOMEHERRE (REOLE
% 2100m), KSEEFRME, RELSY, SHRESHEROTESY, 1
BRRNEK (320/390nm) AR THEBBRLLHEYHIRLLE. & F
DUES, Wolfe RABELETIT ISR SRR R MR E 5B R 45,
LT REMSEEBRAYFINEREAAZ S, AESKEERANEE.
t RESEEEFRENE LR

SKEIRIE, IS SR AR 5 R BT TR I
TS FIEI 1 B4 APFs, X—RRHAMBRET DNA HTHURES
Mot FALP A MR A VR SR Seto BT, THRE-NM B EME L
W BABR S RAEE S 260/460nm A 360/500um BITEEMED, [EEHE

MEFERU U RN S APFs KRNI ES, A_BAREARELEYEE
REMRMEY . KE-EXTEETR (MREST) SEIEMYH RNt
BH RATHEHED,

&L, BRIVERP IS PHSFHARKEYHEE TEIETHTELS
R, GREIEEYHENRNEY PR EZIAE KE APFs B4EM.
ERALKZHEUHHEE R ARG ENBERERERRAYENES. B
REMW L FHEINE APFs BIERER, ER-FXKNERIAR APFs R RE
REAELLRE.

ETERFIRER, BMNEZMINRE: fBR. BAK. BKILEY. £H
¥R, BER CURBHRSELXEDD) TE—ERMGT AT APFs.
N, ZEEREFEZ

GREMEZFERVAHAXNEZERNES, RIHFESHMFEEHEN
K, ZRETHR-BOXKEZFEREANBREENNE. RERUMRNE
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RTRETRZLENREE. BER. BREENAURIRN. Bol, ZHEE
REYBIREHDRERZ—NACESBE ZAF. diEWREL. FKEE
BREAREEIF - LHEFROERRMALNEYNBREERER T WN
SHEER, XEEAFMEN-FZER". THEEL. EOXK. BEHERH
g EL. BERERURREEYRIRNTESIBEREZEVIMEX AGEs M
ALEs FER. IRNBRZFEERANELETRNBRLBEMREN T HITHZ
REOTERBER . EFCRRANBENBTNEEZRFHRANNARETE
BB et > Y,
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