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FE MEOERLAW

Ty A <—9H (Alzheimer’s disease: AD) % 5 2z &, EiGICK L 72 L. [@HFHFa
J A O JFRNC 72 B AR A MR B R R B o BN IR o FILERBE TH 2., 2 b OPER I,
WHN~<2v 77—V CH2I27v0 )T OIEHEAICKZMORIENRIEDERD 1 2L EZ LN
Twd, 1702707, EELD LEEREECRECZ OB & CTRER R 2, ZNE TF
Hlk. BRSO B HEC AT OE (quality of life: QOL) D#ERE - M IcH 59 5 <
EERBE R ML R L RAAMIC X 2 IMBEREIK T icot LIRES R 2R T RSB  IC O v T,
17u 7 ) T oEEICHES TBRE AR RS 2ED TE L, Lo LIBEBBZELET T I
a7 ) 7 BAEECIREBIC R DV EFERICEH T2, b L IERIEEIREE L L CERIER I )
WTWEDh, HETEZEBREETHY, HETH - 7,

IHLICHMDORIEICB T 2% 2 X792 LT, BFEFHI AT 0H [REHEBE] TH 5,
Bl REBRIINOBE 2T T, REFEICESL VTN WRICHOEEL T3, e 5ol AaER
3. KRS L OHREE CEBEL TV 2 EAREINATHE(Q,2), LarLl, HEOHML
FIEA N Z X LI DWTIEHRZHBEIC R > TEL T, ZORBEHFEDHBII N TRV, K
BHBS I B 2 Y TR RBRIEOHRIE. THIR I kDo T35,

MEDZepOARMRTIH, CNETOWRRMREEE 2 >0, BMBEAER > O < D FHHT
RIEWFICOVT, 32702 ) TORENS X TZNICBEET 2 K~DFED BN, o 21T
o7z, Tz, WMBHBE OB A2 O BMERER T RO IC B T 2 FLRIEMFERHET 120w T b e
11 o7,

F1E AN v VBOFRIKERF O EH

ARETIE, FloicElbidEE 7 v~ 7 X (senescence-accelerated mice prone 8: SAMPS) @
TR 5 BRI 72 i o RAEIRRE D &b i 2 v T, FHARAL 2 34l % W TS % 17 - 72, SAMPS
X AD DJiRHE & [FIkk 72 AL - WEE L Z R T AR O N T 5(3,4), IEH RElER
FTIEH Z{t~ 7 X (senescence-accelerated mice resistant 1: SAMR1) & [tk L €T SAMPS Tl
WAL I 7e 7 ) 7ML, MBI (blood-brain barrier: BBB) D IERE 23 [FE X 15 (4),
17u 7Y TIERIEIREIC R 5 & ASC (apoptosis-associated speck-like protein containing a
CARD: ASC) Ax_y 7%l L., MEHENZRT e b(B), ASCHBMEI 7w ) 72451
BRI R S BRI 2 0 RAERBZBET L 72 & 2 A, SAMPS I3 IC v ASCHHEI 7 v 7Y
TH%ELCBRINZMEACLH >/, HHEALI 7027 ) 7T 3MERFTAGECHEL 2T L IcEH
L(6), MREFERICODVWTIRFT 2T/, MBRFARCHEETZ AT LarT v

(doublecortin: DCX) ¥ X U= =2 —8v~<*7F F Y (neuro peptide Y: NPY) Mg 12 8
BICEBAP T2 ePHL2IC R, 2RO DOMEMELIEIC, FHEEMBRER S ZIEBIT 2
T i X 3T oPIRIEFEMEF OB 21T - 72,
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N—7pu—RX~Y — (Rosmarinus officinalisL.) ® FBEEH»TH % Hhn/ > v (carnosic
acid: CA) OfFEHHEIC X 2 HRIENROEMEFZW L 2 iIcT 2720, CA ZREIENL
SAMPS8 DiMIC D W TN 2T o7z, #ie LT, CAEBIUXASC ARy 72 &8I 7u )7
WbWBERIEEI 7 v 7 ) 7T oiNE X NPY BEMEE oD 2 Lz, %72, BBB #hE
DWAEZMH L7z, THIC CABTIAVFERKE Yy XJETHEL LI VAIF A LTV
(transthyretin: TTR) I RIFTHEIC OV T L7, CAIX TTRZEMMELZHEL., 6
CABLG A7 Im A4 FB (amyloid B:AB) OEFEEANH T 22 »0(. CART IvAfFE
JRICHE 2 LIS T A RERTRINA TS, AR ICE KO TTR ez iftoz e 23
Control #fiClt~X CABETIEMND TTRILE VD o7z, L ->T, CABRICK->TI7Z
o7 )7 ORI, NPY BBt aK ok, BBB #EE 0 fise. TTR L& O MHl % /i L TR A
HEMENKEIND LWL IR - 7,

TTR @ FEBLEAE 1L D RFEINH & OBEEMEA R I T 5(8, 9), £ Z T SAMPS IZ CA %
MG L, TTREEFRAOZ(ICOVTHREZITo7/z & 2 A5, EliIC CA 2T % & TTR
WETHREIEINT 2 AR AL N, CAICX 2 TTR OFE A X 0 3G 2 72 & 1 fig
A€ 7 v SH-SYSY Mgz Fl v CEE AT o 24 HR. TTREIET & & v o8 7 HFEBIT N &4 —
VHERR L L DD CAX SH-SYSY MO TTREEFH XUV X VY N7 HORBEL LV EFD S C
EBHL I Y, CA BRI TTREME T XX v 7 BRBE%FE T 2 WREERR
X7z,

% IC CA OIMMREREN RO EAEFEZHO 2 ICT 2701, CARBER VX I v
BRIC X 2 pRRMIBESEIC G 2 2 BIC OV TR Lz, EBROMBEL S, WEHRMO CA L
HICko T/ V2 I VBRICKX 2EEHEPFI SN LWL 2 ICh ok, MIRED 7L X 3
VTR E R A X -V 25210, vFTARBELEMErSBEBENE 7L 2
VIBIZ, 3207 ) T RENRMI L EAHL 2R o TS (11,12), L7zd o T, RIFFEIC
Ko T CARZ V&I VRIS X 2 Mo MM AasE 2 0 L < v 2 aTREHE 23R S vz,

2B Y xutsxFa) vyORITE T B MEESR OB
H2ECIIH1EOMEZ I I OREEL S 7 ) £ vt X+ a ) v (glycerophosphocholine :
GPC) % EHAfEHLL 7= SAMPS O Jix % fi#t L. T oI RIER R O %17 - 72, GPC EHIEHL
kb, WEEEIRE (dentate gyrus: DG) KB W TRIEW I 7 v 27 ) 7 oM i6l L., #hiHr
AHEICBI G 3 5 DCX B X U c-fos I MEMIAEE D A 2300 & 7z, & S phRR S RE I il 1< B 5 3
% NPY Gl 2 MR 2 @ d Ao, sRITERTONS DG ICH VT, AL ALK
LBRENFNEREND EMRFARPET L, 22K o KB L5 2l 2 el
BRINTWE(1315), L7z > T GPCERICX>TDGICEB TSI 2707 ) 7 0REMERN
flEhzc o, MRFERIERILZEEXONS, L ED X5 IC GPCEBIROME L L T,
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FI1IETHL»IC LA I Z7a 27 ) 7ToRMEEMHENCZ REFTAERIHREINE 2R L 72,

B 3E MBHEMEICE T 3 FRNKERF O MH

BIETHE 2 EOMELIIC, GPC 2 AL 72 SAMP8 D 7B Fl 3B 2> & B RE ~ D
WETHO T 2 e, WMBHBEOB SR 2o DIEHETF 253 2729, M TOVRIEMNR
BLUOB~OERERENROBRE 21T - 72, GPC HIAEENC X b | RHIKIKEER I 35 W CA B FRF
MMM L, MIALKHKEERZ2ET 22 2HL2ICL 2, Mo MY T2 & GPC B
KXoTIZm 7 ) 7oREEIMG S, NPY GHEMEE SR, —H. F2E|me X
GPCHEMPHEMTH o722 &b, MREHE~DODHEIIAHMETD 572, 7. oMM
fifi. TgA BEEHEORKESL 5 1F. GPCERIC X 2B ~0MESWHE T I A >72 2 L h 6., K5
FHESIC X 2 GPC DM ~DHIRIEMN R Z R T T LT TEARD o7,

GPC DM TOPIRIEMNRICO T, MGHE OB SR 2 0o IcTE b ol &b, HL
SR I N7HiEALF 2 fi+% SAMP8 &5 %1To7, ZOYWHEIKBICEE Y. AN ICRIN
NEWRSGTHBICHED ST 5 ORITE) % I L ##E K £E K7 (brain-derived neuro-trophic
factor: BDNF) PEA ZHiRi 32 2 L2 OB & oBER R I T w223, Mo RKAEICB L <
IR CTH o7, RMFEORE. I F 7N TFOoEBIICK>TI 2w 7Y 7O RENED
E X . NPY BB s 0 38D S H 2 T w2 2 E S 2T o 72, BITHFRIC B W TH
O L 2 K713 K 1517 2 BDNF &R ER T OMAP 2 135 2 & BTG T hTn
%(16) 327827 VT BDNF v 7 F MG CHEB LTI CEHEERKELZRLT C
LS IR o T B T e HH AT, FBFIBIL T BT EEIC X 280 oBRIE, 17\
7YV T ORFEW WA TS Lick > T BDNF FoMESTORBRZFEEL T2 A[REHERH
2, Ubozetd»o, BcEE 2HEEBLF 2 KTiE, BcolB{tiEFAHZNML TiTD I 2
v 7Y T ORGENS XU NPY G oD 2 63 2 2 & 2398 T4, WMEGHE Z 8 L <t
RIEEM 2T+ L3P b ickh o7,

HRE HROBRELSBOEBY
REFFE i L7z CA. GPC., HMIMEILF /T TXColy - WEEFZ-E L CRIEWEI 2
a7 ) 7 ORMMGlE R L7z, AfEEZETT 2 ECHETH -2 I 707 ) T ORI DG
CDOWT, ASCARy 728 I/ ) TeiEFe 5L, RMABEKTOTRENR D
IS T2 S L BAHETHE PO ho7, $AKIEWI 202 ) TOEICHE-
T. NPY G¥:#ia%. BBB HAE. TTR L&A, MR ERL EABEEL Tw 5 2 B L 2 IC
o, O, FHPEEILT  KToX) RBICHEET ML CHHICK) ZFL v Y
T— A EHCEECEEREEZRTRMBER D204 FRT2E T2 2B hid, ks
FHBS B L 2 L RIEF R O R ICICH T2 2 e B TE 2L Ex N5,
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ARWPFE Tl BEMERE R OMIC B3 0 2 FIBUFIRIERF IcoWT, 37 v 27 ) 7 oiEHEAS TTR
A& L CHEMICHRET Lz, ZILICHE I IREARZIIL® . AP L AREEEEOANLFIC K -
THERZIN2KEORIFIIRIETH 25, EmiEBomMzr 2 MO RIELZH S LiFLH L

ICERICE S ECTEETH 2, RTROAM AL, EMRICEL FR P L XL EEHFE A LIC
LoTH ERZINIMORIEL Z I RIS T2 REBE~LERL, XY RVWEZEZE
—Wickh s LI NG,

SACHE X R T RE b 2 0 EBIC 1 €, R B R R 2RO b Tw 5, Kif
HTMYV®-72 CA &b r—X~) — GPC 2 &L lEMofMt,. 2o RKICHEET 3L K
BHEFICH RO KIEFAZ RO H 2, & bic, KRIFFE 0 M A % 5 i Hr 8t % 5E 1 H
*HTARFHAOBRMKEDZERL, chciihEBOMMGEZ RHL, #a50FEL
EOIELENTENE BERBEORDCEY S 2,2 L CHiz aHREROBHICEHFS L,
WEMBEO T ANV EEZRT, 2 OfE, MFEREZRL, FikrTRE A B (sustainable
development goals: SDGs) ERICEHBTEZ 5, M CTHIELER TUT I N EIEM L TR

. BRI S 2 EHINT 2 C L IFEROBEIGICEZICIY ANS 2 e TE, BRI T
WS EDARBERT-OANFIRGTH L, 2070, KB LEALEEERT 72 A0 L WAL
by AT AT AT —vavolot L TERTEZZLET, MHRP T ANDMBEICHBL.
SDGs EZK D —B) & x5,
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