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L ANXNZ bO—JVOEFER & T DER SIRT1

AH RE, BE =EF

LANRS A= VIZT FYORERFRTA v EICBBEICEINEIR) 72/ —VTH
5. NAD'KAFYE S ¥ o8 7 BB 7 & 7 WALEEFE SIRT1 2 3G P L & & 2 Wi kW E & L C
LANRS bR —UDREZEEIN TR, LARS O — Vi34 OIEBADHERIE L 72 50
RSB L LTHEHAZEDTES. AL AN M a— L oE o/l s f125H
L, DERBIXOERHEEETVIIBITA2A%ML, TORFICBI) 5 SIRTI O&E %
Mgt LC &7z, ARTIX, VAR P O—VOEKIIBIT AN 2 F0F % E15TTh
AHSIRTI & DB SBEH L, ADLART b a— VoA - SEHERBICTT 5
BRI T AR ZRBATH. VARG ba— Vi3 & REBOTHRIEHC

BOTHRFOTE 2YHKRWETH 5.

1. FL&IC

LANRS ha— )V (rans-LV AXRT ba—)v; K1) 37
R ORERHKRTA Y, ZLTAFZ FYDOREREICELL
GENTVERY) 72/ —VThHb. HWIIBITHL AN
I = VOFERIE, H O KGR RN & v o 22l
WG L CEATTHEL, Zhoh 5 oiclys 32 L
ZZONTWS. ZORWHSKIE B, KBS - f5
FIOFEROAR L LT, RN, WEmkEsESEn
HHEASTFHEZEED TS, WhbWbL 7L VT - 85 Ky
7 AHOFERWE L e Sh-025| &fks, BHFEET
P—F a2 YRTEMALT A2 EDbh o TUEK, LARS
PO —VOAEERNIIBIFAEABLITEDGF A=A A
PHETENTEZ, ARWTIEVANRT ba— L o4RIcE
FAIERIZOWT, ZOERENSGTTdh 5 SIRT1 L OB
HWAOHEHT S, ZLTEELOINE TOLEE - ik
BICWHTAHLART ha— Vo, BLXOZF0n+27
Z AL T BRI T 5.
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2. LANZ FO—JILIZDOWT

7 T v A NDSBEEE R AR R OIS 2 L
b20b o TLMEROBEN PN LE, KIL VD
HBEREDPLZWZETHWTLIONTI LY F - T Fu
AHTHBHY. VARG bu— V3R 7A4 VICELaETh
TWhHBSD, VARG ha— Ve 7L yF - X5 Ky 7 R
EOBHEPEIZ DO WTRHLA T o7z EBEIZLVAXRT b
T — )L |2 1& low density lipoprotein (LDL) @ EE{t % #ifill 3
52 o 2R RPN Y A RW S ST
Wb, 2ELHRIA VDL ART O — VEHRIL05~
10.6mg/L & ShTwT?, K1Y v MVvogky
AVERPAIZELTDH, k3L MIBIFALANT b
O — VORI TOH G- (75mg~1500mg/H) &
B2 Eh )l OO KO ERNFIH =
LRV ERMSENTWAS Y, K 100kg D ML A
BYHA150mg/ HDO L ART + 1 — )V & NIk L7z B RIFSE
TlE, WEBHoMmERL AR b a—) Vil 183ng/mL
(#10.8uM) TH - 729 HBEMBOEBERICBW T,
VART PE— VORMEPREI I ND 7201230 % LD
05uM~HuMBRELEZZ 5N527. LkdoTL
ARG PO = VHEMTTI L VF - 35 Ky 7 ZO%FE%EH
HTBIZEATHTHLUREEDD Y, TOMBOKRT A >~
B OVER OG- &S 5% RGP LETH 5.
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K1 LANS ka—)LofbFsk & SIRT1 I X 5 NAD RAE YR 7 & F VAL OGS

£1 SIRTIDOERIER S 7 HEZFDOEH, BIOENSITHTHLANRT b — VDA

W 5 v 878 SIRT1 2 X A 1EH LANRS ha— VIl kB EE
v Z b H3, H4'" G T 5B 7 £t (H3)Y
p300°Y BT IS BRI AV ATy yin A
p53'? HINLAE | 7 & F AL
Ku70'? Ml sE | 167 & F AL
FoxO3a'¥ AL A b L AT AR
NF-xB (p65)'"" PP o g 55 Wi 7 & F AL
Smad3* MR AAHEAL | i 7 & 7 AL
PGC-1a" IraI YR TG [ A% (Al
" BL A b L AT 1
LKB1* AMPK {51k 1 IBi 7 & F Ak
STAT3™ I 0 B 2 4 17 2 F AL
ATGS, ATG7, LC3> F—tr77Y—1 57 2 F AL

3. ZUINTEBBRT7EFIVEESRSIRTIICDOWT

Y—F 24 >~ (Sirtuin) 1 ZEEFETIH A S L7z Silent infor-
mation regulator 2 (Sir2) OFEQFTH 5. Sir2 1352 EE
BICBWTHB 2S5 EHFGHPEEL, /v o7
MIXA2RHAOWH P EGETMHESEL T L9 b, ﬁﬁ
BIATF LI TS, BERE, #HW, N, HAFICE
if%~%14yu%ﬁénfﬁb,Wﬁﬁ@u7ﬁﬁ®
P —F 24 ¥ (SIRTI~7) HHFEAET 5. 2000 4 12 Imai

12X Y, SirtuinldNAD ZHlifEE L LT A D) ¥
VEENS T v FVEERNTIRT v FOVILEEE & L THE
B e S (MDY, 72 F VAL BEiIEE
BWEHET L) Y URENOIEEBWZLEbELI LR
b7, § U B OB EASEL, EOREED
Ehb, FORKEIZEZIE, A Y-DNABOMHELEH
BEbLLEVST2ZENELL. TR TEFMELEZ
F7z0 i3 F oAb Mo FERBIE s OBR &
095, ROMESEATHWSSIRTICEH L TiZE A b

Y PAMZD p5312> X peroxisome proliferator-activated receptor
gamma coactivator I-alpha (PGC-1a)'¥, FoxO" % &% <
O 5 X7 EHEESNTE (R1). SIRTHZZR

SRS YoM & 2T A2 12X, ikt
R 20 LA b L AR, BUgE S Y, AR
i, & — b7 7 Y- &EODZ b L A B
ﬁ(ﬁl"f%"ﬁ@‘%. Z DML D SIRTL IEAAELIIEI >,
R s bl =20 Mla s> 72 & oMk IcBE Y3 5
ZEDPHMOENT VD

4. LAXNZ bO—-ILOEAICE T 5 SIRT1 DIRE|

FMrERSEINALTETERD LILCAONTVED
FATY —HRTH L. Ay —i OB 5
BE2O b= 227 - H U Lo 2IELENY, ERHEIC
FTOREINTWAE., —F, BN TESI2aY) —
HIRICX 2 HFMERICHG T2 PGSR TERLY.
WRITA IZEENLIILR) 72—V LTHEA SN
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72D EHREE, VANRT b — Vs RIICKR & 2B
ZHEDI2E S DPIFIT % o 72D Howitz 512 & 5 #HiEY T
HAH9H. Howitz 517 v F WVALREZ B REICH —F 2 1
YEREEALT 2R STALEWE R 7 ) —= v 7 L7 R,
bR IEHALREEZFOLDELTLARS bu— L%
FELZ. FhLANS ba— ViR OEG 2 IEE
XHHIE, ZFLTSIROLWEFKTIZILANRT bO—
VORGERIZASN NI EEZHRELTWS. &5k
MHFLTH L ANS b T — ) VIESIRTI 2 L5 2 &
RLU7z BlEBEZ 200645121, WEHEZ EXsE20
i~ 212BVWT, VART ha— )V ORSHNFEE,
BREART, WPBEREART, HaEfiL o omREOER
BERPRT 5 Z MG SN FLLAXRT fu— L%
BeG Lo~ 20N TIE, I ba v FY T7OEAK
BB a7 7 FX—%— PGC-laDPL 7 L F VL)
AL AMPK OBINASH S 7230 1ZIZEBFIC Lagouge
51250, BREZ5 2727 ANDLANRT Fa—)b
DO¥G-A3, BT & IR BV TPGC-1a DL 7
L FIUALR I by FY 7 oR - HEORN, # L CER)
oM E L 72032 @A snzY. 2hbo
WEN s, LANT b O — VI T D W e 28
WfFCc X 2 REEAIR S 7.

L AXRT b= VOEHASIRTL 2§ 55 L9 222D
WX, in vitro TSIRTIIEMEZE T 5 72 DI I Nz
FNT O —TOMWE D720 —RES D - 7253, B
LANRS O — VOEHIESIRTI Z WS 5000 H5 L
W2y T I b A HOIBREICL ) REN TV A,
T ADEEHIIBIT B L ARG ha— V512853 b
Iy R HEEETORBITER I ba v FY 7mon
2, SIRTI/ v 777 b7 ATIEALON o772, F
AR SN N w Bl A i o= 1| R ] A N S e R U= %)
HL, AR A2 SIRT1 2 K P L7z~ 7 A TRy
L72¥, 20X %)y 77 b7 AOBRFIMA T,
RKITRT L) IHEBMBOEBRTIILAXRT ba—
HSSIRT1 DEEW & 7 OB T L F MLz fgiE$ 5 2 &
LRENTWD ().

L ANRT b E—)VIZIESIRTI DA O EER 55T 235 &
TBY, RZEZERARYIATI—EDOMEY, peroxi-
some proliferator-activated receptor o (PPARa) DG MEAL3,
Z L CHH K NRF27 ® AMPK O i& AL 7 &5
SN TW5. Dasgupta b DHETIE, VAXRT Fa— )ik
AMPK D IEHEALIC LB 7 ¥ — ¥ TdH 5 LKBLKAFE LS,
O SIRT1 & 13 M. L CAMPK 2 {51 L9 % & & 29K &
NTwsb®,  —7J, SIRTIALKBI 7 £ F VAL L CTif
ML B2 L, TLTLANT b — LA LKBl # 7 &
FMET A EBMEEINATVEY., FAEHEDOL X
NF ba— VI SIRTIHRAEIIZ, — 5 s H & Tl SIRT1 I
HAFHIIZ AMPK Z 35 PEIL T 5 2 & DG SR Twn g 39,
UEPSVAXRT b u— VIZAMPK & 15 1L 3 % 75,
SIRTURAEME D IR IR I D W TR BRI L B 2 #

AbND, ZoOM, VAXRT ME—LAL AN FHAX ®
FE L CDNAZARPEBEEZRL 7 2 OREICHFG T
e shTwa . ERRoERIZE D MK
FICERT 25D TH 5.
—HTUVARTG ba— VZIZMIRICE > TIIFE L %
WIEHIAS, RIS AMIIZIZB W TSN T WA, Taniguchi
LIEZVART PO — A E— A ZHWT L ANRT b —
WG S VXV BED A7) —= v 7 %47\, DEAD (Asp-
Glu-Ala-Asp) box helicase 5 (DDX5) ZFE L7z, LT
L ARG B — VIZHT RS AAINEIZ BWTDDX5 ¥ 737
BORBARTEELI LIV TR -V 2% FHET S
CEERLTWASY. X5k PHMBMBETIEI Mo
¥ B 7B OBt E 5 &R SEHY, 2
LT SRR AN =X 0dbH o TS SIRT1 IEAKAE
BRI M o S & 4581k 88 5 2 812 X B o H
HlB L CHRELOFENRE SR TWEY, 2o
DDA TL ANT b1 — )L OMFBFEARAE R B 5l )
BEIRENTVEY, 22 LLARS O — )LOER
IS AMNEIZE EF A TlE R, TR 75 IBE &
ZHRO FENBEMEMICBNT, LAXRS bo— )i
TR =V AEZE S EL T EHIRENT VLY,
PEDOERIZZNSHINBIZE 5 TIE< A FADRETH D
B, HEBEERICE o TRIFEETH L. LaL, FEELIE
I AMILTH B C2C12 FHEFEMABIZBVT304M D L AN
7 b — VILE IS 2 R L b oo, kg
FRNHITAZEEFRVWELTWADOTY, E¥MBTY
LARG b= VOFEEHPIRID I B EEZEZ TV,

5. LAXRZ FO—JVICK D SIRTIEMED A HZX L

CNETOREICED, LARS o — V2 E&EH—
F a2 yEEHEAT S2ILEW (sirtuin-activating com-
pounds : STACs) (& SIRT1IZ M 4% 4 L T SIRT1 % iG 1Ak
THEEZSNTWAD, SIRTHIIEN KIS Mo —
F 2 4 121E % W N-terminal domain (NTD) & FFE 5 B
GUFAEL TV D, VARHEEOREN A S L AXRT Fa—
LVEIT U ® & T 5STACs I, SIRT1 D NTDER 12 A
TT7HRATY) v ZIZSIRTI OV A B2 2L ETT &
FMEENTZRTF FNOK EER TS5 281280
SIRT1 DiEMWAL 24T ) 9. Zofo L AR5 ba—)
IZX BSIRTIEM FRADA S =L ELT, LAXRT F
O — )V IZ & % SIRT1 O FEHBG N 2395 5.9 % ] fEtE A
HbH. FLVANT Fa— V|2 X 5 SIRTI O3B
1%, SIRT1 DI D—D>TH %G N T FoxO1 A5 %
CEDIRENTWS . —J Canto 5 13 AMPK 25 SIRT1 O
I T dH 5 NAD DN % 4 L T SIRTI Z 3G LS
HIEEHMELTWSEY, LadoTLANS ha—)
1 SIRT1 Z HHEIEMEAL T B A%, Z O b MM 2 06 -
HOXHZ XN SHFEET 5.
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% 1
_ 8] O mum
860 M RSV 0.04 g/kgtE
i 40 E rRsv 0.4 g/kgtE
;fig 20 RSV 4 g/kgtl

K2 LAXNZ FE—VIEHY A a7 4 —FEFINT 7 ZAOFRER BT 5
(A) 23BEED mdx <7 ZAZBITAIMHEZ L7 F v FF—EMM (CK-MM) . (B) 37BEICBITE %2y FRSTF
AOEER. (C) 40 MO mdx =7 ANZB TS a sy vy FERITREE. RSV : LAXRT huE—)b. *P<0.05. [Sebori et

al. (2018) Oxid. Med. Cell Longev., 2018, 9179270 2> 5 O 5 [ ]

6. DAREEFIVICBIFBLANS NO—ILOHEEF
DIRFERLE

B AELR EDLNRBRH YA b7 4 — 2 5L 5K
MR BOMREZ, BEEA b L ATCHERMINESE, I ha v K
)T HEREAENREL T E MO TV, kil
DV ANT b=V OMBREN LB, S, EHELOT
V—TFIE L ANRTG T —)VIZ X 5 SIRT1 DIEMALASDA S
Wk L CHIBIIc@ < L E 2 MR 2T o 7. DABET IV
THHTO2NLRAY —1F, HMBEOMRFICERE R Y R
a7 a4y WY RN EBEERO—DOTH LNVl
U v RBEMICRIBT A2 212X Y, BRaERLE
ML 7R 2 2 LOALEICES. TO2NL AT —~D
VARG ba— v ofh5ix, LILKOWH, AO0ERiED
8, DML OIH, DAL — B — TdH 5.0 BNP
FHOWH, Z L CTEFFROEEX DS LAY. 2l
LANRG =V OAREEZUET LI L ZRTADT
DWETH 572 TO2NLAY —DLFHTIELVANS b
T —)VIZ X O SIRTI D7 £ F VALDIETH S A b~
H3D 7 £ F MALEDMET L, MnSOD OFEHAMEIN L Tw
728 BRI BWT L ANRT b O —VIZ X B iGVERE
FFE (reactive oxygen species : ROS) = DK F %, SIRTI,
FoxO, MnSOD® /J v 7 ¥ 77 v Tl S 72 ¢" 5
SIRT1/FoxO#% I 12 & % MnSOD %& 3l I 5 2ST0-2/N & A
Y —ZBIFHL ARG O — VOLREERICES T 5 &
ZzobNl 7272L, LAXRT hE—VIZX HROS LA
NVORWBIZOWTIE, VAXRT ba—VHEWETH7 <
J = WPEKBRIE IR T2 5 VA VI ERERY, BILA
b U R ISE MO fESG H- NRE2 DALY & v 5 72 SIRTI
M L2 A = XL AT RIS 5.

ZFOMIZH, LANRT I =LA AT B WO
FEHODERIET 2032 2 &% R, BEHRIFICE 50
i % B & X BFR 72 SRR 250 S &by s
Wh. L7eHoT, VARS ha— Vo0 RERN X
ZOLBEEDFRICL S FTRIES N RN H 5 2 L A3
B EBRTREINT V5.

7. LANZ FO=ILOBY A MO7 1 —FEFIVICHHT
DHE

FREDTO2NL A Y =135 NvarZyh v 2RIET5H
72, B MBI RBG YA a7 4 —DEFLTYH
HbH., FITEESIE HYAMT T4 —IZBT 25K
BEEICH L TD VANRT ba— Vv AFRITH 5 1] fetk
EF 2z 72, dystrophini R FRECIBYA IR T 4 0%
Y7 B OREAEIN TIHAET % Duchenne K1 ¥ 2 b 1
T4 =1L, mOBPFEEDOL N, DOFEELR I A TOH YA
a7 4 —Thb. 3KEIETHRIET 2ETHEOR KT
WEDI0OBTAIIEHENTEFICR Y, ZOBRNERASE
ROAEIZED 400 F T ET 5205, HEETIIAER)
ZUGHEIE R\, Duchemne iV A a7 4 —DETI
THDHIANTT 4 Y RBmde =7 A LT, HkEE)
HE LI 2 98EH» 5 L ANTS Fa— Loy (4gkg
) ZBEL, 10 AR CTHEELFMIL?:. VAR
b=V iEmde < 7 AN B BT O RAKT 2 B
L, ERIIE B OB - B BB %
Pho Tz, MO LAXRT b r =i
IR SN, LARS bu— oG58 %0.04, 04,
Z L CaghkgfITREE L7oMFICHEWTY, LAXT L
O — ) 0.4gkgfEDOPEGRIC L ) R EDOIRIETH % I
2 L7 F ¥ F—+ (creatine kinase : CK) EAMET L 7.
FiER Yy PASTRYREHPT Ty FTOETFTET
DR, 4gkgfl I DVERAREDOLAXRT FE—LTHI
#L7 (K2)7. HADLANTG bO— VX BHYA T
07 4 —OREBUEOHE DO, MoOWFEE 5 b k%
WEPMRNTEY 0 L 2XT b a—LoERICIEHE
BRHL., LAXRT b — I X DRSO A 5 =
ZLIZDWT, mdx < 7 ADBREFRETOROS LV D
BEMAL ARG bu— WX Dl EhTB Y, BIEX b
L AR EICE ST EZ LN 512,
= 77 V=<4 VT 7 V=, BLOHBBENRED
RS- L 72 REMEIC D W TId b § 5.

Duchenne !5 ¥ A ba 7 4 —BETIXEHH 72T
7 QOISO BEEDPA L, OAEDPRIEDLR E L THE
Thb. TITEELITOHEEIIHTSHLVAXRT bu—
NOREEFMLS. LARTS hO— Va5 L mde <
7 AT, DIERROHEREIRT, & L Tt b Asi]
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EEI bV RYT

F— b, D7 IV—LHEE

A4 b7 O—DEE
LARS FO—)L

E=EI FaV K 70ER
—STBERER L ATLE
—IDE - BIEEE

SEES oy RY 7O EE
SEER b L RERR
—IDE - BETRIRE

3 MivAPO T4 —I2BIFAYA b7 7 V—EEIRMELANTS O — VORI

AF =+ 77V =/"=Ab 7 7V=D7ut A B)F—F 77TV —=LD3REEDN, HIA AT 4 —DFHK
- DB A b7 7 Y —BEERVEEZONL., FORKER, BEI M FYTHENTS LAXS B
U= VIZZOREEZRELT, A= 1773V -0 R RET AT LICKDEEI by N 7o E2RET 5.

ENTW2, mde <7 ADH TIRODIER R LIS T 2
BB E R T T FR=F—p300D 7 ¥ 87 HIHH
BML CTwizds, VAR ba— #5120 p300D ¥
YORZBELNUWA LI, Lo TLANRT ha—)L
2 & % SIRT1 DG PEAL AS mdx = ™7 Z L5 D p300 38 BLEG AN
BRI RIAER, DIERLHAELAER L 7L E 2 S5,
SIRT1IHHALR L AT F T — VI X 5 p300 ¥ > 787 Bk
BDAHZZXLIZDOWT, OFFERISIRTI / v 7 77 b
<7 A DHAKE TIX p300 D 7 £ F VL L RV R p300 ¥
YORZERERFEIML TWw S SIIH MO ERR % H
WC, p300 D SIRT1 DL 7 & F VALERAL T d 5 1020/1024
FHDY ¥ VHRIEDY 23 SIRTHICE BT £ F Vibo Dt
WCR) R F LBl 225 2 L, ZOkFEp30073
TuTT Y= AMEERO R e A E R LML
729 DS L ANRT b —)VIZ X B SIRTIENALIZE
72Tl DBV THHIYA b7 4 —OkE
UG S AW REEAVR SN/

8. LAXS M O—NICEBDF—rT7 7P —- <A b
77T —DiEMEE

HEX L ORI TIE, mde =7 A DFETG R OFHRETIZ
ROSOEDHMLTEY 7% BILA ML ADH I A b
074 —DIFREICEE S5 2 LRI Mg BlY
HROSOFEAJFE LTIE, I bay N T7OEEERH
KDA—=I—F XV FPHEETHA. F— b7 7 V—13M

JOE s VX033 a vy M) TaF =773V —A0k
VI BRI TR A VY — A THET A TH Y (F3),
REMART R o cEI MY FYTIEA -7 7
VOB Lo TH - W Ehs A—FT7 V=12
EBI MY ) TOGE WA N T 7T — EIRA
<~A M7y V—OREAREEINL L, BEI NIV
THAERL, ROSOFEEFE -2, I hary FY T
REEEZFIXREILADVTS. YA 74 —FEFIVE)
MR IHIA b7 —BEOFEHTIEA—1T 7
ViKY, A= b7 7 V—ONBEIIH YA b
T4 —DOEEZRRIELZEPRE IR THEY, F
72SIRT1IZIE A — b7 7 TV — A EE 2 ATGS, ATG7,
LC3ZBT 2 FIMLLTH— 7 7 V=% D MDA
BNTHYY, EHLOHE® 2 FDLVANRT ba— L7
SIRTIZ AL TCH = 77 V=% RET L EBMONT
W5, L2LHY AN 74 —OBRIZBVWTIA T 7
V—OWEEREN LTV ED, FLAXRT bO— VK
D<A N7 7 V—1HEASEELTEEI Fa v MY 75
BT DLPEARHTH 72, T TERSIE, mdcIX T AD
B & ORI B W T IR S D E 23 L 7.
H3ATRT LI, F—=+77 V=070 AEF— b
T7IV—LDEREFT = T 7 TV = LDFHIHTS
N5, aryba—<7 A ELELTmde< ™7 XD
RO, A= T 7TV —LANERL, ot —
P77 Y-k )R ENE L THRISNTWSp62 S ¥
NZEOBEDWIMLTW2Zens, F—b77TV—2A
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BEEEINEBZOBROGHIRFEESNTVwELEEZ LN
2. VAR b= 5L D=7 7TV —20F%
MBI h, F— b7 7 V—iPEE L EZ 5N
270 gy ha— 7 ALK L Tndkx 7 AT,
DRI XD — b7 7 TV — 2 HAOW AL L 72 3
Fa Y R 7OEBPBESIN, »PORKEMDNAZ AT
HEEEI M FYTAEINL W ZhbxAf b7 7
V—BEERZRTHRIILARS bO— X Y EFE L.
VL2 & mdx = 7 2 DB RO T, B3
AYRYTHRF—+ 77TV -2 RAThEEZ AT
TIHEL D, EOBRODEIW LR, BEEI ba v MY
THEMTLEIE, FLTLART =Rzl
SHTHWEI Fay R T7oO0HE - Mozt L, BRI
ML AZBRSE L WHEME2 R E N2 (K3), 2hET
OMBEICL BHSIRTIR LV ART b=V DF— 77 J—
B, A= 77 TV LABROIRHETH - 72 L
M LER S OEBRRIIF — 7 7 TV — 2050 R %t
T5, LVolZL ARG = LOHFLWEF— T 7V —
AHIBHZ R T b D EEZONZY. FH S IIE S
DEBRZIZBWT, LAXRT O — VILEIZE D F—
77 I = AOGRMEE SN, ZOREASIRTIO ) v
2 L DEESNSEZE, FLTSIRTIZ ) v 2 ¥
vy LTI, VT Y=k — T s TV — 25
ROBRE T 5 EDRREH TS (Kuno b, KIEHK).
L72Ho T, mde<® 7 ADLHHETALNTZL AXRT T
T—WViZkBF— 77TV — A0 EE#I21E, SIRTL2S
5L TR RN S 5 &% 2 THAEMREZ HTTwb
LIAHTHA.

9. HRARRIEEICH T D SIRT1 DIRE]

fY A a7 4 — OB E I FHE O B gg Pk R R 3
L. BB OIUE O D & LI X )RR E ISR D <
A5, MBI 2 0EE L7280 2 BET AL D
5. BEEROREZ AL THIEA D A L7z Ca? " 2SHlia N
D Ca?T gz 8T B TH B dysferlin % calpain % (G 1AL
THIENZoNTERD, BEEKSTH A/ EEHIIC
BT S5 TRBEEDPNDE LV HHAPBEES N TV,
FH DD mde= 7 A% 72 WFFE R 2 S 13 CK I L
ARG P = VEGICE VT L2228 (K2)Y, Zhudi
MR DB E A RR T2 TH 5. F - HRmMET
(&, SIRTLIXA% - MR 2 MR 1 e 2 .
DLEA S, 45 51X SIRT1 2SI OIS 1EIC B 55 % )
BEEEIC DO W TG L7z, Bi#fdFfiiaicsnwe, L—¥—
MEEHC & 2 IR B OBHEIZ L AT b E— L ORI
BIC X DS, ROICSIRTI LS R SIRTL / v 7 %
7K DI N F R RNSIRTI v 2T
TR ATREFPAERM ZEEBELTML Yy FIVIZX
% B B KGR [ 5 H0 (2 JH K, Ao sl B £ o il CRAE 0
FAPIVEETH . S5y ANEGWITHES L
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T2 TNV AT — B EMIBLNE 2 A L TN~ GA
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