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(iR I

10 £ER, R RE AR BT ROR AR AR K
et 7 ALt e A e, BT S AE 2 DA A
R L2 b S T B TS 2B A A AL A1, X —
K H AL DUNUCHAd LR B AT C R 3 ZE R R 12 16 2K
R RALAR LS. E R B, LB
Wit A DL A7 2 T 2 A A h, MRSE R AR . B
BER i 45 B FLAN Y. X LE R W R 1) L AL
A2 — A O~y 0 L2 R R S R L.

2 BBt sh AR R

LA B — A S AR, s o
Mk F B B (lysine acetyltransferase, KAT, XHR LB
T ) K T HE 141 5 Ry o TR ke R R AT S i
i 2 4B R (lysine deacetylase, KDAC)¥F £ 1 3
BER(E 1).

HATEM AL b A OBt g 22 4, &
N 3 ASFKJE: GCNS5(histone acetyltransferase
GCN5)Z Jtii . CBP(CREB-binding protein)/P300 %
A MYST(MYST histone acetyltransferase) K jik; 22
e A, Tl AR LA AL B AN [R5 AR Zn™ IR 41
B A 2 LA 2 7% (histone  deacetylases, HDACI -
11, XFx HDAC %) Al NADK#i ¥) SIRT 5% 2 [
(SIRT1-7). i 4F K AE 2 A W) Fh B B (Saccharomyces
cerevisiae) « #% W (Caenorhabditis elegans) « J
(Drosophila melanogaster) /)N (Mus musculus)) #
B R, SIRT FKikE ARG w2 %]
AP

Ac-CoA
o &
A
i . 1
A
O O OO
N+AM
AADPR

B1 ZBRES b 2B EER X Z. BB R 1=

Ac-CoA: ZIt4lill A; Ac-iEY): I ALBIIEY; SIRT: SIRT 5 jt&
% AL, NAD®: fHEHRARIENS — i E R, NAM: JHELZ; AADPR:
O-Z. 1 JE-ADP- 1% HE
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3 ZBARR ARG S B RS

FI A A N AR A LB TR
1, LB I £ e S S R okt B 1 SR X T 3
PER. AR RE AU 2 0 Fo R B, FEARZ AR
EAY, LB R ZAAER. LB B
W AEAE TACH B CRERE M . B . —RIRIEFR . K
FAGFE S Gy TR AR U S5 AR 58 AR A DGR,
LI ALAB T I LS A% A 8 R ) A K8 1) 3 4
BE BN 51 7 TR 70 % .

BE— BRI ORI, S s s B
= I 5 ORI 2k R LA T X R AR AR
PR ERE LA — B B R L 2
e Al HOCH E . LB AR R S
MMEKE ML GERr BE B AR S SOIAOG. v
2 AU LRSI IR 5 2 A A 5B I
PR S O LR < R R A IE PR ) A R e R
HIKAR.

4 ZBACKHRI RS PR R R &

4.1 ZBRARARIB A IR LR IR K A R g v A

AR it o R PR 1) EE B AE 2 — 1P R A
IEREEERET, I gn it 2 40 2 48 A vl B2 iR
A2 B AR Ak, AT = A k£ 1) L R A o Te] AR
WY, X #E A IR R & AR (Warburg
effect). fif 8 4H M8\ ik & 1 ) 40 0 JFd o AR Y g
AP A KPR 2 5k, W OB AL
IR EEIREE. LWkt 2 AU 00 8 42 76 i 8
HeymfEd e b R EEER.

(1) NEAEL#EE M2(pyruvate kinase M2, PKM?2)
f¥] K305 A1 K433 LAk 7y 7o) i 2 FLA QT A 2R i
ByDhfe.  NEIRR PN (pyruvate kinase, PK)fEALHEEE
IR a2 O, S R I AR 1R OC B, K R
ERE X IR s IR L M 2 R IR
(adenosine diphosphate, ADP)_- 37 4= P i i A1 — 43
F =W Rl ¥ (adenosine triphosphate, ATP). 730
Ve 4 AR Y ) A R R s LAY, R AL M1
AN M2 AL ol LOAURT RO EH YRR LR
(pyruvate kinase liver and RBC)#&[X] PKLR 4t F %
FIETHEEA LA b, M1 BURT M2 B KR [R 35 e
PKM FER9ifs, Hiv] A sT 8= A AR, PKMI 3%
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BT REHE R A LWL A i) by PKM2 ) 3 %
FIETNaWi B SEH A, IF HARR 5t 8 38 JE E 2% 1)
1 JVR T 400 AT R 4 i 2R A,

WEFE I, PKM2 (a2 1k tE B85 2 e 10 K
AR, T HXANRIEAZ H PKM2 BT 3
U, ERRIRES T, ZBHLEY p300/CBP 454 KT
(p300/CBP-associated factor, PCAF)A] PAX} PKM2 HJ
K305 {7 sUEAT ZWeAAE M, 38658 5 4 7 AR 2k
70 & 1 70(heat shock cognate protein 70, HSC70)[¢) 45
B, AT AR 3k G i g AR 06 1) 23 1 AR AR A 3 1 B R
(chaperon-mediated autophagy, CMA) & fi#t i #2 .
PKM?2 i P (1) PR A 2 5 B5OH: i 1 W T2 i b B0 7= 420,
an R BE-1,6- IR (fructose-1,6-bisphosphate, FBP)Fl
% BB -6-E IR AR R . AN R IR AR, PKM2 4Tk
IR K305Q JE78 {2 {1 128 24H e F1ty 184 5 A0 fieb 989 A=
K. X R, PKM2 LS5 7 s
JH A B g R R, fSRE I AR T e b R ATP
e R A A R, 2 B AR 4 T A R
FRAE SR,

RN, SR EEE PKM2 I HEAC U
TiRE. PKM2 ] K433 £ x5 7] DA P300 ZBEAL, i
PKM2 5 j #4305 71 FBP 456, AT (i it L U 2R 44
] IR AR RN PKM2 2 fE4H futx
MR, KIEEEBBERIIGE, 1G5 55 37 M3
7% T8 1 3(signal transducer and activator of transcri-
ption 3, STAT3)& [ Y705 ilztk, % T (s 50
P, (kR A R . AR, K433 1) LA
FUIRE AR A r G52 1 1O

(2) JBE Mg i R A o B b AL R I LS A(lactate
dehydrogenase A, LDHA)M] K5 ZBEAL/KF N, FL
PR fii A B¥ (lactate dehydrogenase, LDH){E 2 it 287 i
Joi T KK T, 5 R 40 A R P B 8
7 S AR O AR < e 1R R AE B ECIR S
TN AR TR SR %) 6 7 0 TR R R P A R LR I 7 AR A 7
Jii B P 4 — 4% 2 (nicotinamide adenine dinucleotide,
NAD"). &N 5T &I, #IH] LDHA B35 1% 0] BARH
R KRR 2B LlEE S
PKM2 AL 4 FHL il % LDHA #4775 LDHA &
H K5 # QWAL E S IS, [FI 2L CMA Ay 30 F%
it #EhnsE. ML, BRES KS oK
52 T R, LDHA 35 /)W 3N, kK- 8 2
Mg, AT AT CAGR a3 ek 96 2 P i) AR AN #2, BmT A

SRV TE 1 TR e L B2 o T AR .

(3) ¥ # R 24 M (ATP-citrate lyase, ACLY)f Z
P A 410 1) D2 3R R A SR A1 32 i 9 40 L 0 T 7 TR 5
B iR A i A e R e R S R K R 1 I DT R
FH 45 1 P 25 LA o7 HREE 3 224 38 5 1 7 SR 20,
I, AR 0 Mk G R A2 8 iR 48 i b st 245 0N
HEL RITIR G T LB A ME AR, R4
KE I HA LM b AW il A FISRIEE ACLY.
ACLY FRIBHEACH A IR A4, 72 W0 A A G i 42
REFBEMERH. O PI3K-Akt {5538 i w] L i i
FRAAE T ACLY HIVETE. W FE RN, LB A
RN ACLY 3 MANFELLRHMEMI (K540, K546 Al
K554) 4 il Fovz 2 A i A, AT BEL Bhir JFG % fie ot 72
Ll 5z # e 4T AesE ACLY & H
i, (EREAR TR RS R, AT A 2 A A A e g8
FEBESRALEORE. X it e FE AS IO AT S AR SE T ACLY
e B B, R ACLY ) & Ak 75 it 1)
AR JE o] B O A R,

(4) & WA B0 H il B - 3- R it S (gly -
ceraldehyde-3-phosphate dehydrogenase, GAPDH).
GADPH LR i A0 h B 221 — 2D OB, s
22 b6 5 A S BT (A0 46 ) BE IR B sh AL, R
W, ZBibl§ p300/CBP 454 K1 (P300/CBP-
associated factor, PCAF)fl 2 Z Wikl HDACS AT
GAPDH 1] K254 ZFRAIRAS, X715 77 200 s
Wap i FE AR E B kA, PCAF AT UL 2 Btk
GAPDH ) K117 Ml K251, it ik, M i a5
[R5 ¢ H DNA &5 i 7217,

(5) LW A I A FILHIBOE  6- 1l B2 H 2 bl IR
Jiit (% (6-phosphogluconate dehydrogenase, 6PGD)JH
i 2 J R M 5. AE A Ah B IR B 4 I o R T R B,
6PGD 1] L LA 1B M 0. K27 1 LB TT BLAe
Wt 6PGD 5 4 il S A 1Y ORI i i M v — A% IR
2 (nicotinamide adenine dinucleotide phosphate,
NADP" 454, 1 K294 ) 2.4k v LLE i3 6PGD
TEPER IR T . FRIA A HE L BEL 6PGD 1) 5%
A A 2 U0 1) 4 L 1 364 AT e R R AR K, X R TR
S A I OBE R TR A T Jr B P S TR T IR W TR
(NADPH)IJ & 2 2 140, TS RNA FIIRE
(16 Bk EE, [FII 4N ) ROS 7K-FH4 . 7€ 3 i
TRFEA H IRE T R B, 6PGD HI Z Ak /K T B 2 14,
HAE AL fE AL T B RSP,
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(6) WM H it B2 A2 2 B (phosphoglycerate mutase,
PGAM)1) A 5 I I s 2 A o8, PGAM i
ePERE RIS 3-BERR H IR ) 2-WE IR H v R 1) %
1k. PGAM BHE WA F LEf: PGAMI1 1 PGAM2, I
Hh PGAM?2 H5 57 M o0 A T WL 41 240 ), SIRT2 7]
PL2: Z AL PGAM2 1) K100 FH30E HfAbim 1, H
LA T AR 4 M N NADPH ()& 25 A0 5 i
A A K AR EERPY 5 R EE, PGAMIL [
T AL ) 2 WoE g ). ERBE R R AT,
SIRT1 il 2 Z. 4k PGAM1 & 1 C it 3 Nl g
B A (K251, K253 A1 K254) 4 HaE4b 1% A, 360
SIRT1 T RETEAGE FRIRAS T Be AT pho o 1% i v i
07 P SR AR e P R A — e A .

CTRAL VA S A B R
5 T 48 % (reactive oxygen species, ROS)/&—2K
PSR S A T. EREMBEAN —MEZENES
T, TP AEE. b, FT SRR RIEEE
EWAS A IEIER . 40 P T PR AR ) R R £
R BRI B, A B ER S A A I T AR
Rl 2. o 10 1 A 2 X 40 i 9 22 P A= 4 K 4y 5
EE. R DNA Sl s A i, 4n i ib e
E R AN N TG 2R AR 550 A

A R P T — BB AERR T E ROS
FIFLE. T ROS ¥ Bk R G011 5 1 55 22 P (10 4 i
SRR AR VIO, BN, AT 2Rk o 175 bR 4
b s 77 1) 2R O A A Y 046 B (superoxide
dismutase 2, SOD2)HIRAB 5 55 . M &S UM
K. SOD2 wJ LUK HE A B B 1 B BB A i A AL A
AR, SEME R — P HAREG ISR, ",
SOD2 fEi7T ROS /K-Fid 2 g 1 28 5¢ B i .
WHFL R, SOD2 %% LA B ATz, A T &hifk
K2 OGRS SIRT3 7] L2 4B 0% SOD2,
M AR 37 40 8 4 52 S8 A 453 495200, 3k — 2B ik 70 R
WL, EAE AL T 2R A4 1) S 7 B R i 4 1 (isocitrate
dehydrogenase 2, IDH2)7E 41 M i 40 i F2 ot & 4%
HE/ER. SIRT3 AJ LAZ: Z B0 I 0% IDH2, 3470
HAEWTE 71, #&m NADPH [1J/KF, i vt
BOGIR HLIE /3B Shp AL (g 7 R B, SIRT3 i
IDH2 )2 Z WA 2 £ T 3 2 P 3 EU W 73452473
AR AR R
FKHH) ROS & R G FIFE 2 S BEAL B 4%,

4.2
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] %] W -6- 1 B2 M & B (glucose-6-phosphate  dehydr-
ogenase, GOPD)& Wi &2 1) SN, B ML
ERE SRR AL A . NADPH, S 4EHF iU it
JR AR B, GOPD HRRAAE A& fe A H L AR T Bl ik
MIEZ —, X REBEEEBANEMEN DS )G
PR ARV BT . SR, AL 77T DA AL
T3z i 2% 2L EE SIRT2, M350 G6PD 2 2
Ak AN A TS 3T . X BRI AT CLOR 3 40 40
HRHR AR AR AL 775,

4.3 ZTRALXT AR I TR 45 78 O ML 805 % A 3ok AR
W /R

i ML P9 (cardiovascular disease, CVD)& 4 i
Fiy N B A R 2 —, R R E Y
WK, TR, CBiAES R, =2
ENBEERAR, LBHGIR AT B8 A S 3 1)
oM 23 500 I F AR R Th A VR T A R AR I AR

H 7% SIRT X 25 L WAL B AE O 1L R 58 1
hae O — NI /N BB R g BiF 7 45 SR A
SIRTL 7ECo AR RET AT i 2 R B 2L SIRT1 i@
I % p53 (1 AL A S L2 B P N 3 B, Ay
OAERIEH R EPY, Az SIRT1 5.0 0141
L £ S 8 S Nt R 2R B34k, SIRTI & A KA K
SEAE ALy AR JE L o0 T T SR A R B L o),
240 LA B A 7 YR B AR B A 0 R, SIRTI
fIRIEEWMSTE. M SIRTI &AL 0L
FE A B e AR BT,

I8 P 7 T R 35 L A2 5 32 AH G O LA 952 095 1)
BURFE 2 —. AR IR R A R B, 1A 9 R Ty R
HELS W AR A VIR 9. SIRT1 B
553 B AR I B sk R 4. BTN DIRESTE
SIRT1 #1— % 1k & & % B (endothelial nitric oxide
synthase, eNOS)HJ %5 & 155, 8 H 4 B4 K7 B,
T 0% 235 70, Ak Py Bz 4t — A U7 A B
AUFE R SIRT1 v] LAA#EHLIH#E eNOS [1) mRNA
Fik, W SIRT1 AJ LA B 4 ul a4 0 18 A 4%
eNOS, M5 M P SR 54k SIRT1 X i
Thfg i 4% T U HIF-200 ) 2B Ak R 75 18 715 R
P, EEREUIRA R, SIRTL BN 1129 0% I S50
HIF-2002% k4K, AT B0 L Sy v, 2R At
S LR SOD2 FE[R #4138, mRNA iAo,

B 7 I AT Ak T Ah, 4ERRE N R 4R 18 R RN
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107 A BCRE A8 A2 1 ) A O R A I B —.
MEEKKRINE—MEZIEREER, E£ELZ. LMESE
B FE PR . AR, MR R e
S PGC-10.5 ZBHALEF GCNS 454 135 -4k 2.4k
&4, Bk — D S A SRR R ) e 2 X
W7 AT REN T TR O M R 1) ROS K
)95 B FE Y,

4.4 ZEARN 7 A0 R AN Y T B HAERE PRI R
A R AR

AR P IR R B 52 2RS4 1) 15T . Z B4k AT A
T AT A P e A A O R AT 2k 1 42 1
B TRT ST 188 . T IOk 0 R A 4 R Lk 1 i 1 7 )
aE, HAHERAA XA R Re, e R Lod g
JHF 3 J5 10 i B ) S8 o ik 0 A D A AR A 2R )
Jo A IR BRI, DR DAAE LR A T 38 0 JH 4 2
AR AR B S A o R 4 3 W 11 72,

JHF U A TR A W S A B D S AR I
b A8 R 2 AU Il A A A E T A U TR A AE
il an, W R % ER 1k B (glycogen phosphorylase, GP)f
AR 543 i AU AR B B AP IR, 7 4 2 i AN
WU % 08 g f2 b R B SCRE . W 50 RN,
K470 1) Z B A A& ] LB 2406 GPEgYE. A= Em
7&, K470 LB AL th[RIN AT LU 3R GP 5 8 IR
I(protein phosphatase 1, PP1) ¥ [ Z& [ (protein
phosphatase 1 regulatory subunit, GL)45 4, M5
PP ki) GP LRI FE. LA idid X Fh 5 %
FRACAE i 1) 22 HAE FH (cross-talk), M B A4 P R & 2%
R i v XL 2 1 S S8t R D P o et R AT T,
550 RIS, O S AR T R R S o el 1R A4 I TN TR TR PR
P (phosphoenolpyruvate carboxykinase 1, PEPCK1)
W2 WAL, =RPIRES T, PEPCKL /) 21
A3 N, 33O 572 2 UBRS 454
Hog, MW fEdE PEPCKI iz RALFE M FE. 4Bk
fiff P300 F12: LTk LG SIRT2 7EA [F MR HAPIRAS R
ML PEPCK FA¥E 14 4 27 240 e P 81 267 0 /KT 1
AEXTTEE. F46, LB AR e oK XA I #E ik
PR, FEYURIRA R, SIRT1 7] LLE It X+ PGC-1aff)
28 5 T S A R R ) 2 R VA e A R R A W R
Fity 35 [R] ) B 22 35 R0 AT P 6 2 i o a1,

JIRE i 0] 2 S IR A A AT 2 AR AR ) 3 A T e 1
ik I 2 PRDRE T84 4 7 AT BE RS B AL b i i

FURIN, 2 LT A 40 1) 77) AT DA e 8 4% R % B4t
PR L AR s L Ihge. fEA M R-1B
(interleukin-1, IL-1B)5 5 AJ5E & B4l M Th 8 2K R i 72
w2 SRR AR AT DLRRACES S 8 — A A A
fff(inducible nitric oxide synthase, iNOS)F)Z ik FJik
/b NO FIREI, M ] NF-xB RG2S 75K
R (Rattus norvegicus)li# 55BN ik RIE& SIRTI N v]
DUERAPBAm AR, s ik SIRTI %G FE R /N BN )
R A B E A, (H il T A R R Re
J1R P, T PRI HE B 8 1 R 2 B i 2 .

4.5  ZEALKT IR A B IR AT AY & AR B DIAH 5%

JE R = ALk R, i 0T 2 2 i 7 2 e e
KA A U AF I R e, S ERH M =R %
BUIR s 4n A K iy B A 1S 5 B 0 R i I A 4
TE B8 B A7 i 75 SR8 0 i £ 5 501 I 240 1 1) 2 1 .
oK Tl I 017 200 L 10 48 5 R 3 Al o A D A R O g T T
Jl(lipogenesis)“*®. 2: Z BhALEE B 25 5 21 g 7 1% B 110
WIS AR — L2 2T I P 0 1 7 (B N TR ),
ol I — RBEE R K 7, W PPARy(peroxisome
proliferator-activated receptor gamma), SREBP(sterol-
regulatory element binding protein)fl C/EBP(CCAAT/
enhancer binding protein)%§, M #1157 i 7 41 B i)
I 1 90 ot AR 1200, i ) — 2 2 2 A Rl A 1 59 (L
TEREN) 255 S/ RAT AR 4l M 3T3LL )43 fL Y.
XUegE REWIRF R HDAC 2 ZB AL Bt fis 7 40 g
704 BA 2 S B R4 .

FEAR AN FR [ 3T3LL T AR 58 & 3L, Sirtd 7f L
LA Ppary (2t IR 40 i b IR Sh S g AR, 7
TV B T 4r i, Sirel FY b 18 ) 2 2 32 i %
fil, Wi B Ik FEEE, Sire2 it
Forkhead #% 3% [X T (forkhead box O1, Foxol) ) zhZS i
= 52 W I 07 T G 7 v i 22 A 5% B AR R B (i
Glutd F1 Fasn %5)W033E, 500 R 07 40 fa 7 Ao 2
il 2 LML Foxol, Sirtl AJ LASR e fig 5 2L 24 b H- i
=PGBS, (et . /D BB b R AT 7T
KRB, Sirtl fRIEEAENCHE/N BT UR T, 28T
ik Sirtl B/ BRI H T ER A 7K A
PR AL 5 G [E B, SIRT2 A 6f il 41 28 [] #% (neural
circuits) " IR ACH EAT %, #] SIRT2 2> FHH
28 7 Hh I [ P PR AR A DG PR R A 1 T .

B 7 R AR A R HE R B A, SRR iR A
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2% B 5 ) I AR A a4 o 0 22 A Bl AT S 3
XF 628G BB oy R R A% . bR A0 i b B T 2 &
R SIRT2 w] LUl 2 ACLY ) Z Bt Ak fe 2F g iy
MMk & BT AR e S EE A B4R T SIRTL A
SIRT3 . A] LA 7353l 25 2L Ak I B 80 M 5 AT hir
PR R TG 2B G A & U (acetyl coenzyme A
synthetase 1,2, AceCS1,2). SIRT1 1] L2 Z Bk I3
& AceCS1, 1T ZRRARHI MG T R 5 B>,

WEIT Sire3 WilR/N KB, BRI R A A Sirt3
it TP AR R Lk B 1 v B A 7K T 3 D0 AR RO,
FEPUVHCIRAS T, Sire3 FEBR/N SAFIEH ATP /K71
R, T IR SEL A 1 e ] A T = R KT
FRTE, VLW Sirt3 SR T BURNIR A KT BRI
BB E A USRI, KEERBE CoA A
(very long chain acyl-coA dehydrogenase, Lcad)?E
Sirt3 IR FH K42 BRI S0, Sirt3
AT LA ZBAE Lead FRME H AR TR, AR 4 2
FOAE A R W] Sire3 BB/ B B AL I R A AR S
S B IR FOR I, IUCIR S R AR € i
T4 Sirt3 fIFRIA W R 98, T 2% LMBEAL Lead,
5 AR AL

5 LA D 5 A8 B AU 5% B Y 24

AL AR 2 A B PR 7 RT LR M LR (n

ARG I AL K, AT 5 M 441 B P AR5 5 110 AR 1
B, XA AU AE SR I 2 T R AR AR T —
BruEg. #IHAAIE, —T R HDAC Kk X LT
PRBEAM#F5) CAE IR AR L3 28 P, 5 IL[FIE, SIRT
K% AL RIS AR R 1T 2 o&E. B,
Sk V5 T %6 25 905 1F) 1 28 7 5% (resveratrol) 7] LI SIRT
B A RIENE, IF HIg AR O 0 R B BRI, Xt
I RpE PRt — @7 2. i SIRT & A5 R
BRGNS FGFETIMEIE, @it SIRT & A MEGE
TSI A4 AL PN AR AL ) TR R A N B T
[ K i 5.

6 45k

U AR R W FE 48 7R T WA A U 72 AR i 42
OB ZENE, 29 At 3E i 2 o 52 % TR 20 1) L ) 52
A HHE SN (& 2). TG ROR KR, AMTE4
MR TR OIS 2, SR LB AL B2
ST A0 RT3k 240 6 P9 ke 22 ARG ) S R AR ZS
TEAT P T LA IS S48 P AR 75 SR AT AR A2,

T4k, ARSI EA — € AL UM 4 iy 57 1,
AR T AR 23 A KA TR B B g A 7 R 5 AN
M, LB SS 58 E R T B Fre gl
SRR AR R L R 7 2 — P I 7E. ik
G, AT 2R B LB A A2 1 I AN 2 AT 11 4%
HL, & AT DA oA 22 PR 1 5 A2 1SR T an i iR Ak

rERRABRE

BERBREMDE AN
AceCS1
ACLY
AceCS2
ITIRERBIR IDH2 \
v\
PR GP —

I

KAT & KDAC

|

PPARy, FOXO1, PGC1a, etc

@ REBXERRA

B2
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2R AL BAR A, LW AAS I X S [F] T 41
W52 A7 () [R) TEE(I0 AceCS1 1 AceCS2)t H A 2510
6 TR B AL 1O 2B A A8 it 4T 50 2 T AS TR 41
AR RIS, H 587 NE S BE A,
DA 37 A S BR85S AT 0 2 B X B AL B AT
2 O ACER Th e f i 45 ik — 0 Rt Bh T8
71N O B A AT 2R 5 24 i P A [0 AR 3 I i O R AR

3T R 2% LA 200 ML PR A Q8 75 5K

5 U [RNI, AQ AR OQ B B AT AR 9 1 Ak =
S 10RO A TR A Tl 2 A R 2 1 2 L B AR A %
FLAEAN R A A R R i R v 1Y) E B AT 7 RN T
7T, RFEAA BT B0 A A2 8, i Hot—
A A2 R S MR IR A2 e S R 24 ) (O A e A3
583

ZH 3k
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Regulation of Metabolism by Lysine Acetylation and its Role in Metabolic
Diseases

WANG YiPing' & LEI QunYing*’
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Lysine acetylation is an evolutionarily conserved post-translational modification, and the acetylation regulation is a
dynamic and reversible process controlled by the interplay between acetylase and deacetylase. In the last decade,
mass spectrometry studies have found that most metabolic enzymes are frequently acetylated, indicating that
acetylation has a broad impact on cellular metabolism. In addition to transcriptional regulation, acetylation
modification of metabolic enzymes regulates multiple biological processes, including energy metabolism, signal
transduction and oxidative response, via altering protein-protein interaction, protein stability, catalytic activity and
subcellular localization. Besides, lysine acetylation of metabolic enzymes has been implicated in different metabolic
diseases such as cancer, cardiovascular diseases, diabetes and obesity. Here, we review recent progress in
understanding lysine acetylation of metabolic enzymes and highlight the underlying mechanisms for acetylation
regulation of key metabolic pathways.

lysine acetylation, cancer metabolism, metabolic disorders
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