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Nutritional strategies to fight aging: restriction diet
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(1 Beijing Sport University, Beijing 100084, China; 2 Beijing Sports Nutrition Engineering Research Center,
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Abstract: Restriction diet (RD) is an anti-aging intervention strategy that has been focused on and proven to
prolong the lifespan, anti-aging, and reduce and prevent the risk and development of age-related diseases. RD has
expanded from caloric restriction diets to diverse areas based on control variables such as fasting duration,
frequency, nutritional composition, circadian rhythm, age at intervention, and gender. Time-restricted feeding and
protein restriction diets have been confirmed to have similar effects and reduce biomarkers of aging compared with
caloric restriction diets through the similar metabolic and molecular adaptation mechanisms. The interactions
between crucial signaling pathways such as mTOR, AMPK, insulin/IGF-1, SIRT, and FGF21 constitute a complex
metabolic regulatory network in RD. In addition, as an alternative to caloric restriction diets, caloric restriction
mimetics can also achieve anti-aging effects without controlling calorie intake for a long time. As a promising
strategy for healthy aging, more extensive and extended human studies can be conducted by analyzing the molecular
pathways by which RD prolongs a healthy lifespan and the interaction of RD with other life factors such as exercise.
Furthermore, personalized dietary regimens can be used to identify how individuals can achieve improved health
and longevity by optimizing dietary composition, intake, and timing. Therefore, this article summarizes the
mechanisms of caloric restriction diets, time-restricted feeding, and protein restriction diets in anti-aging, thus
providing new perspectives and ideas for the research of RD in anti-aging and health promotion.
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PR #1147 & (restriction diet, RD) fx f- H#E )
il (caloric restriction, CR) & J& 1 K. CR & —Fi ik
b FAESEN R DR UE S 77 38 78 2 I AR &+ T e
FEAEANYk /D 0 7578 77 21 G 00 T BR ) ) 15 P T 1
AW KERFFE R, CR AT 0 4 2% 5 5+
RKACUTE (O MU FHEIBITHE R HE IR
TPRFERE ) 1R A R R KTy

CR 38 ik AR A1 2 3 B A € K 75 i A 432 fie
R K EEER, B2 55 M DA REE, ]
R R SRR 20 IR 3. 70 CR IR T
Tsga Xt 218 44 21~50 % (AR IR B AR EAT T
2 FEZPREE, KL CR X S AARAZ O IR E - AR BRI R
JEER RS R BRI, P E LA DNA i
PSS W R BGE BRI, T RS
T 15% 9 CR ( T 25%), (L HCHE 2 53 A f % .
AL, CRIEAAE—ERITEN, ki &AW,
B ARG, DIRWmA. 0 EE %8 &
OB A A B O AR W ERIECE RIE A, A
AT CR 2 5222 (AR AN 2 ML, e FR o)
T A I TB] R AR R AR B B0 SR I B JE 42 5 22 ) H
[, AT BT H BR EsFocg A PR ) 5 o B 45 AR
BN, Kk, A6 RD (84 CRIRE. R
R, BRI A BRE ) AT T BT LRI,
B A AR A & RALE, A RD fEHUEZ
A FEAR a3k 7 T B T B AR I A R L

1 PRHEIMERBEERE

1.1 CRxESZ=%

CR X fr, % € SNk D 15%~40% (1) g &
TN, ]k A E 5% 5 08 AR AR o 119 A K
JE IR Z MR AR A L, O B
RAEB TGz — %, 19354, EEBERY
UCGHAT CRSEEG R I, PRI 40% #E iR N K B
EIRE R R, Ay IE R IR A K 30%,
EEIEF 50%M. 1989 45, SE[E @ e 2 K20 E
FIEIEAT 20 4F CR TS K I, 97> 30% #vE 1%
N ZH A7 175 28 T 38 2 A DR (BB PR T O
MR MZEEE ) MR RN R B EKT
IEF MR U T e AR R A 4 N B
HFECO MG IR A 5 5 2 A0 S A
ALY, PEIRE, CRIEK T4, st P,
gt U0 Bl U0 MR MR RO
e, FAELE T HEIRIE . R BOBKEAERE L. A
22 IR AT M 3 3 1T W 8 vy S5 5 3 52 A 0% R 5 K

B P I, & HBEERAPY NI I fr R 4E
G RENER .

A, B REVIFE NAR . A — kit
TR (FHEABLERD 2 SEEPIRAN, BHEE
BV G A, FETIERBEAC 34%) A5 ki
TR (BN B G EFRARMIGI T 4 gl
B> 20% RIETIN, FET-FRIEK 30%) AR H
J& CR, LAKHAM4IIARSE CR 26 MOz E %
2 N S s, O A0 JeRE A SR P A
Ji R LR A T HABM X, HE B B KR
RE A, AR A XA 20%~40%),
1) 5 [ 18 52 2 W AT F0 BT (R i PR 5258 (8 I OR RIS
N CR A FE IS 2 BT TURI, JR> 15% #E
WA HGEEE RS, W SR OEE. IR
Ww. BER. BREBR. SN, IR S
DNA i 057K F 435 8 & %03 ), FAMEW T CR
XU E M EEAEH .

CR BRI P ZEM, (HiZT7ERRAK A
PEAEHCHE DL SR,  AMTTTFAR RS« an ] 7E ANk
DRETENIITE LT 315 CR BB 2 Ik,
o R A FL 4 (caloric restriction mimetics, CRM)
ez at T, HoERvU s KESsIAER A, il
BoE S CR — 15 5 18 B Rk B R AR A 28 80R
RPIG 73w A1 ( BR) {8 FE 7 i I D50 AR AH I
WeFoh “Pizeg” Wi ™. Bl CEIE L2 CRM,
A0 F5 W5 I 40 ) 7). 7R bR S R #E 2R H (mammalian
target of rapamycin, mTOR) #[I ] %]. AMP ¥ 7% &
F¥4 M (adenosine 5’-monophosphate-dependent protein
kinase, AMPK) #0& 7). VBB BRI FH&EA
(sirtuins, SIRT) WG . 2 WM 2 My & . il i #0|
B TR S A BB (R ONE ), CEE
AER CRM KAEVEFBIEY), a0 D- Bl & Bk wl
0 161) iy 308 RS A B RO A PN B AR A, @
AMPK /-G E K2R 1 55 iy 1 5 D- U i 4 0 il i
b BN -1 1 TR, 2 B PR R
Hil T RE Y 2 CRM 5 HAR R SR A7 AE 1 W5 T At 400 1)
FEFEFE. AR, PR O 2 RS,
B & A e L ) mTOR 401 41 77), @3 i
mTOR 155 R IEKH iy Flek e g U7 AT m 7o 48
t, KW CR MEHERIEXNTUE HILEE, K
FIRCR# G ", Rk, mTOR #f7]. CR Mgz
SO RIEZNAFE LTI TTE. sHAR
P 1) AMPK 5075 771 A& — FFOSUICRA B =] TT AR . A 5]
B HOBUNIUR] 38 i) BRUBR B R BB, PRAK ISR AIR
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2 5 IR R RN I ] B K e A OR A A s D
& 20 " MRSERE B L BB Kk BT E = H XUIR
AR AN N0 AMPK, A4 ATP AE R,
HA BB T IE 28 5 101E L, 5 CRERI& A P,
o RUCHR) SIRT 03 771 2 A8 0 A A= AR 4 (a3
Wi &, AEEAEER), EARINEE SIRTIPY,
AL AL B SR R AR SIRT B 77 A E 4 /) CRM,
BREFEACIR B R A, Yo By I UM, D g
D7, AR 3k 2ok A AR W) & B AL B IR AL,
NAD'/NADH Lb#, 1958 AMPK y&TE, i SRk
EWE P AN, AN 2 Wy SR R YA At
CRM HRIE ( A2 EE . F3 R KILZRFM
ot )[23-24]0
12 [REFRESRZ

T CR 3R i e W) H PR T A E R K I8,
BAR CR AT fERL AR S, (HX AR Ui AH 2
WAE. ZEEma). B BRI, MAFER
FIE 5 #02 BE CR A R RN 45 SR AR 2 2 A,
RN —FE RO R PEkiE, PRI R
I AT FEAN D BN B O R TR = R K /N B
(AR 4 25 5L PO, A] Bk M 2% & (intermittent fasting,
IF), tHARF T e R 7, & — b T T it
BfE R R E Mgz mES, OFBHER
(alternate-day fasting, ADF)( 2 1 KEE G AIEE 2 Ktk
T EAEH ) MIE HIZEFr (periodic fasting, PF)( 411 5:2
AlEEAEfr, RS 2 K )P, ADF & IF & I
BT 3, T A #L4% & I& (fasting-mimicking diet,
FMD) Il ;& PF i) —#h. 51t 4t CR M %, IF £+
ESEEINA) A AN VEAE Y, (BAEFR k| I (A A
SZPR S, AR Eru e LR 12 MR ECE K. BAR
IF 3 A 5 B RCR AN CR WA, (EAIESE R
B, IF St 2 A RRER P, 04, BIF5E
BTG S, WU — Mk %, RIFRES
YR & (time-restricted feeding, TRF), 1 &R AR HI7E
FR 12 /NI, T EF R E R AERARE L P,
TRF W] [ E IR KR R 255, H
NS RN L YN
1.2.1 IF

IF Z457E 1 R LRI A AN A D &
Wig, RIEERKJLREBRE ™., Skl
ADF (24 /NI 2EFr, 24 /NBFEH R ). IF ATIEK
W& 1A B4 (1) 7 i TR AR RE S O AP ey I
PRI A B AT M B R AR, SIEN
1:1IF 2 DL AR, IR S AR, SR

R JREAR S P2 AR AT 24035 /0N BB R R 5 i
HIELZ IR A R A DR IR, T A2 Rema A1,
{EEIA A B B R T st R B RS — R
i, R AR N RS X IR A E AL, (H A
AR K B, TEAFRY, TF 75 4 K 7 i 10 (6 i ]
eat N AARAR T (e BRI AE BRI AE, Q0 B AE AR PRt A0 i
B SGERR A B R IR RIE R B, K
I L S O IR it B AR A 2 AR AT 1k o 2 BT
o H X} T8 B PR R, TF R T A IR = A
it 5 Z AT B e AR O Kb AT A R R R B N
R ECE FRIR PR T, HURAR 22 R
Bl 7, 43 I 1040 B KT Y AT AR A S
It Ji 7= A R FE g 77 1 A3 2 B T DR K R LR T
A, (EAUIARBEARSZ KIS ks, fERIIR B A
R AR A BRCAR T 2 ik TR B 3 1 % A i AR
W, IR I b R 40 AR R R (- R T R
M TR ) BRI, 528 B PR AR
BB, SR, — TR AR RT3 ) 101
IF B R B, TF ANSEE & H CR B2, Bt
AR AT B0 M (T 25 Ak B BT BRI T
HEFNFR SR (MG IR, KRR 7 VPG IF XA RN B
KIARE SR . SR, SZifi ADF ol S LT T 48 e [k
W APk, JETREiE RS CR R M. 75—
W12 A H I AR 58 4, CR (29%) F1 ADF (38%)
RIIE H R AR = B
1.2.2 FMD

N TR ZHNZ AT, BEEREE T —F
L i) 25 10 Jo A0 B ] B DR 35 v I K (5 S 2R )
(¥] FMD, L8 4 58 4 1 S RIZF LR i 2,
2 FMD 7 R EL, REEMMT. A, 6
B RERTOMRAN AR, A S KNEZE
B 3 N H M. 1 REGEZ 1090 keal (5 H
i 10%. Ji Wi 56%- WKL &) 34%), 5 2~5 K
% 725 keal (% i 9% fE i 44%. KL &)
47%). /NERBIELRE N 1K 50% B HRE,
55 2~4 K H BRI 2] 10%, FMD 1) F 2 H bR
AEFFI S R AEA KK T -1 (insulin-like growth factor-1,
IGF-1). [ I 22 F07 %0 B8 O AIRIE HA I B2, A1 389
M3 IGF &5 & 8 1 FE AR . FMD o] 3 i
frEdr, CCGEARRE. BRERIPT. A, B3
KNINRE LA A G R AR S — R SR AR S E ¥
W5E4E i, FMD i3 8 %5 85 B 3 A F1 mTOR @
PR R B A L P AR K /N BRUBR B 2% 40 A R A
WRERRES, IR FE IR TT R R R 1E A . FMD
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I g% RGOS T X H B e M 45
il ¥, R FMD X RE A ar A AR RCR, (HIRA
BRI K s dr,  HEHEE 23 ] e
HE W, A, FFEEANM RS R
1.2.3 TRF

TRF 245455 R BRI 6 V088 NI A] T A ek i
BN, BERZE5HEFRAEREHENEBRE,
H L) TRF 75 262 16:8 (ZEErf i) « g er i ) )™,
TEA PR ) P 3 & AR A2 5 B R — 2
{25 W B0 Tl AN o S IR AR AL, LRI GEREE IR
Fads. WFFCRIL, TRF W] 036 5 sl bR 5 1)
J S BB L I A SR AR i o R
PONE G R S NS (I = .92 IR i == S B 2R 2.9
ZICARER (PATHEE L ORE) FFEE . st
FHET CR, TRFE S EHIMG], G TR KM
P, (EARE MR, AK TRF S236 45 BBk T
B e wb i 1 [ 7 MBS o s (B S
e, fE—HEREREZAES, FERA
Z, MEEND, FH ST AEHERSEE ™ R
R 2 BORE PR B E R AT R 23R H 2 e
RS T4 R 7N 48 7] 3843 T A AR 45 51 B0,
T4 BN BRI LE T 77 M Se i e sl b, ZE A
AR TEREE R, ot )G mpEKE. B 4ii
SO I AL A A BT B R, ARk
LIS A S AH S T B A 1T A 1) £ 2T R ST )Xo fdt e A
KAEEREE, 45 NIk, TRF BF 7S 8] A X
B WA E IR D, MIek 5 GRS CR L.
[FRF, AW 7RI TREF X AR st s, B
Xof 8 A AR SRR B 3 DRy B T 5 1 %
A EBER RS, FL L, TRFAMKES
CR # 2% ff) NAMPT., CREB. mTOR. AMPK =& i
B FA5 SRR P, X E R 5P EY)
R B, FESEN BRI BT TR,
I 1) A H) TRE I 78R € AT ERHOR

R BT, BREMRE AT RER K AN KA. 2
R A %05 . CR AT IF ) 3 B X HIE
T IF 38k ) e 2 22 £ (1) 43 I 4 R S K F5 A T
B Ry IR, BT IF 28K 75 dr L H]47
B A TR AN, AT MR D TS
Ja¥E, FRORZEP @ EMEME RS, Fi,
RAKFTHE ARG A AT (AN A A4
WS FIBERAS ) RIS IE BT E ML A PR SR o
1.3 [REIEARIRRESRE

WIHTATIR, B IR Ao S CR A 25 g

RAZE, ERMMEFRERANELT, Eidok
TE R E AR, REHAEGIER ™, HELR
B, PRI A AT BRI 65 % DL ABEISET R &Y,
AR EY) . R B S 5S REKT a AL O AR
R B, Ak, ZUFRERE, DEREEY
PRy B SRBETR 77) BY BR 4 R R T R
Vsh A7 35 SR AR 2 50 B,

A AR R 25 T A ) E M AR
B 20 40 20 AR, B = HE B K HIE L,
Zrmr K. JUEE, AR IR S 8 F 5T (protein
restriction, PR) 7] 4E 27 K B K & 1t il 74 F1 5% 2.
KEWAEKH, EAREANE IGF-1 J§HKFHfA
AR 2 —, IGF-1 A 0% Akt/mTOR i@
P, DA, PR AJIE S 305 Akt/mTOR 38 2% 4 K R
WS 5, I S A 5 B EE B X 6 381
4,50 5 2 UL F AR NI 18 4F i FEFIE F i A 6 B,
mEE HREA (BT 20% MRER K B & AR ) EAEAL
TSI 0 4 £%, A RBET RN 75%> . SR,
£ 65 % UL B2 N kA T a5k BE, mEH
NG IET R 28% . sefr b, =EARE,
Fenlie Sizah R s, mlE e LA & At
BeEZEANRNA R E 7, Rk, ZEANTIEE
NF PR, R D £ B UL PR AN B 2 JE 2% B T s UL 2>
JiE )T AT S5, HrTRe R BN A i DR FRULA
Fie Y BRi D RE R AT AN, PR e R RS
PR IE K Ay, XS TR LR L A0k H R
ANREWVEPE A R, BRI, HEER. (A 8
LR A e IR T LR . R L R AN R
FR Y8 et E KRR SRR AN K Ry, D e
KR Pl SHAREARR, MR E IR/
RSB - A% i IR 19 T 2, 8 (A 354 1 m
FE A S, PR A R o SO s R R v O A
Y4 A K AT 21 (fibroblast growth factor 21, FGF21)
i mTOR, 1k 2 L& K 7 iy A1 AE 22 404 AH S0 2 1)
YERTSY, 28 LTk, RD 1A —Fh i 3E 2 1078 97 5%,
AR CAERE ST T R AR BESE, AR ) 22
BHAR, HEHZMIEA, FEOHE CRIXE.
BRI E A PR KR (R 1), ARSKRBLEEXT RD AL
A R AR AT 3 — B 7 .

2 PREVMIRBIEERE A RENLH

RD (R RENLHI 5 CR BRIE[FIH, KHS MR
Hoop AR AR T R . PRI, AT E s
#i CR KA 4 RD [ AT BEMLH . JEH AN, RD IE
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FrufE: 55%MAKAL &
30%JE1M7. 15%E AR

FrvE: 55%RKAL &4,
0%JIEINT« 15%%E 1 i

40% KA 50%
NEWT . 10%%E [

TRF B HEYHSNIRH
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bRt S5%BRKIL G
30%fE 7. 15%8E AR
AESE: 30%H% KA
60%IE I+ 10%7H 5
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Bk, Zirh, R, BRI A s AL
2 BRMRKEEY B RERON. SR A
Ho AL O AUEPRR . fHEE
IRAT Mg A 7o
BN TR ACENLRE . &
AR OV K= 27NN ]
H. pERI WEIRE . R
AFLRILIEA N TR A
HALRE IR A
LB s« 3 e f ey R UK
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b
Z|
=

REAEY: TR I AERE . b
PRIE T2 2 b A0 1 S5 1 R
B E . BRACREEAE RO %, 2
BRI NP
BrFR e AR B IR R I
. OIUEBRFEZE. RAEKR
i 42 )

BEAEY) . T0T A0 S PR
N ILE L T
FRIARE L JRE S N7 A% ol
N TR ASGEIEME . B
FHCPU e R LRE A S S L

/gf [45-47, 49]

VE: CR: #HE[Rf]; FMD: #f4E€; IF: [MatEsEE; ADF: [BHZEE; PF: wiHZEE; TRF: [REIRE

K Al B S, T A4
R AP %o RD XL RIE A — Ak
WA FE, ¥ & mTOR. AMPK. ff5 %/
IGF-1. SIRT. FGF21 %5 % Fji {3 5@ B, I % i
B MM AR, R T2 IR AR,
EE) AT RS R A R ) OB A TR 5 Y R NAEL Y3
AL YR, E . DNA Hfis g s P2 5
T 21 2E K F A AR RE 2 WA B H B (BT 1)
mTOR 1EA—ME S, 256 AR,
PRI AR K, RARE S SR o, fE
RD i EZAEH . mTOR @ T A A
15 & & (mTORC1. mTORC2) K& 7% [ A7
T, XWFNE A Y R E SR I,
Hrf, X mTORCI )3 % P ™, mTORCI1
MW HERBURNEAY, REAR. R,
WA B A O B W 1) = 57, 1 mTORC2 £
H2npagsE "7, mTOR (@2 E] AMPK., R/

IGF-1. FGF21 pyifi#%, MR HREHEANFENAGE
BHz, #WE e AMPK 3Gk, B 5 % /IGF-1 f1
FGF21 {5 5400, F i mTOR /KF. KL H W &
Ny, CREDEHIH] mTOR 3@ Bk & A 72,
FEAE RS IR R ORAE KB RE . JE0 R 28 e i A
Wit % 5 U IF. FMD. TRF %% [6] F£ 8 i+ mTOR
R 4% S L 38 0 2 i AT N0 {4 T B PR
it Akt/mTOR B R IEK F7dr. Wb yem B ik
b, mTOR WA N2 AR E B, KRR
47 CR “F-Hillsf mTOR 7K~F FF%. BAWEbR1C4Y) LC3B-1I
T, i PISK/AKt #5515 2 #0Hi] 7 CR X} mTOR
FEBERI1ER, B PI3K/Akt 5% 2% 7] fig /£y mTOR
() B35S, 40 mTOR J& #0E B W fp 4o
i Y, E Ok R %40 H) mTOR E 4 E BA 7T 55 1
R THAREREG . AR, e R 2B AT MR AR, i
L@ Y (R ME R ) BUE IR T R
F EL) ) seEl s
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Caloric Restriction

®
Low Growth Factors
(Insulin/IGF1 )/ 1 ©"

@ Reduced Energy

I R AR R RRRRARRRS 2RRRRRRN
bdaddeed babbbdboddidddodtesdbodbbiyiesdeddde & bbbdbod

ATP/AMP NAD*

\ A\ SlRTul
AMPK | | e
NAMPK l
PGC-1x FOXO/p53
Y

AKT —— TSC mTOR

E1 ZHACRAVIFTHH

AMPK & 40 B AN A= W rh A3 USSR A I
A5, VR 20 B A R BRI . B W R TR B A A
GLUT4 FIZE R A (1 A= 0 R, L3 P 78 41 i 7o 3
RER I B#%, AMPK [f1305 /& RD %K 75 iy FIE ik
fa BERI P 2 — U gl Bk, AMPK i i 410 i
mTOR J¥ it AMPK-mTOR il i {i& i3 41 g fig & £
A, WhnAa. CRITFEF KM, Ll NREH
RAEMRNREREA L, B AMPK &K Hay U7,
Niemann 25 " % /N & 33k 47 CR I & B, AMPK %
KK B TE, PGC-la (15 56 7K P R B 4k 7K 7 T
B LK K. T PGC-1on % 5 K 7 R 1
FAAR U 2= 51 2 g i IR | AL ST, B S 2hE A
4. Mair 25 PV 7 2 85, CREB I 45 (1 #% 3 3t
% R CRTC-1 & AMPK A S48 th 75 iy iE K )
HE AR, WS AMPK 2> [£{IK CRTC-1 13 1%,
CRTC-1 1) s A, Bk, CRTC-1 7£i
TLRAANRM . ERKFaPREEER T e
FLEh YD RFAE A, AMPK B35 7] 5 2% #5726 9F A
G6Pase Fil PEPCK 45 JCH 5L, 1 78 UL A A ) de it
BN GLUT-4 54 %) b i 12 25 11 1) 30K J0 0 20 b
PREC BN, HOOUICRT B4/ R i, X fEE AMPK
SE R S, Rk, AMPK RJ 4 R AR S K
FE A g g *, AN, CR AT RS AMPK
A1 SIRT, 4 7] 388 3ok 1 % A0 A0 25 TR AL R 7 R Wi oo

T (W1 FOXA3. PGC-la) g, smEME. i
MM, RBERZEMMEZER B ik RN
CHIER /2 RD A 28 8UR (1 254tk

UK B IR 5 2 /IGF-1 /K 55 0508 g 5 A 4E K
Fan g o B, A KR (GH) FE S & /IGF-1 4%
RAFFNRFE K ™, B PAE IGF-1 AKCFAT
K NBERAETE R ™, S &R IGF-1 55 &
B4 FOXO ¥ [H 1, 4 5 & /IGF-1 15 54
S5, FOXO % 53¢ PR - ok 1 44 i Ik PR 3R ik ik %)
JE 2% 1 M 5 2. R HE DNA #3518 85 0 3R Y,
FOXO %152 IGF-1 1%, 1GF-1 3% PI3K
metk, 5 Akt @Rz, Akt £ 3E FOXO Witk 5
PR, PRARILETE ™. CR AT PG 45 50
YA NI 3K P IGF-1. 16 5 2% A0 2 B (0 2k B
2 UM SR ST R W], Daf-2 (IGF-1 3244 ) W& PEFEAIK
it %5 A Mo IGF-1 A1 A5 5 Bk 1 s J it
% TOR 1 S6K 15 3 8 H L& i, I FOXO
3% SR3% P, 1 CR B2 7 i 1 JE ELR T [ R P2
&, FOXO %5 7 AMPK. SIRT % £ 4™l
4%, B FOXO £ CR Ja AWk N - b5 5
AR P R R (BREIMEIR S ) S R
A R 5 240 AR IGF-1 (135 1, 0% AMPK™Y,
PR LRI, BRI 2 . R 2 A0 IGF-1 1
KV, TS A R 5 AT P
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SIRT TERZRE, 28t fn L i & 2B Wi b A 5 RD
FIM AR, HEEARE 7 FOEA, &Ik
FREAM OB, 7 NAD+ 1 N IR W4 Bh & %5 1E
FA P CR w8 FR Y I ( E R AR ) Db i
2 38 N 44 iy NAD+, 307E 2 O B4 . SIRT1 &
CR ¢ EE A, ik % 4Bk FOXO. S6K1,
PGC-la 5 T 4> ¥, W42 o id v sl Al H 58 5 o 1
P, JEikiE, CR ATEEIMAMA K. feii. &
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