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Abstract

¢ Silent information regulator protein 1 (SIRT1) is a kind
of histone deacetylases class Il on which cell metabolism
coenzyme NAD® is dependent. By the transcriptional
regulation, it participates in the regulation of gene
transcription, energy metabolism and cell aging process,
which can prolong the lifespan of organisms and delay the
development of various age - related diseases and has
attracted much attention in the field of anti - aging
research. In recent years, studies have shown that SIRT1
occupies an important position in the pathogenesis of
many ophthalmic diseases, especially in ocular surface
diseases, glaucoma, cataracts, uveitis, and ocular fundus
diseases, etc. There is a possibility that the promotion of
SIRT1 activity would be the new drug target of ophthalmic
therapy. The paper will review studies on SIRT1 and
ophthalmic diseases.
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P ELAT S A A W) A i FAE 5% 22 R AR A DGO K
R TE DT 5 B E T 0 A 32 0, AT AF BT 58 S
SIRT1 7 HRAFZ Fop i A AL b o A 2R iz, e
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SIRT1 & —Fp 4 i A4 G NAD At 1% T 28 20 8 1
2 CERARE , B IR AR S A ) 75 i FAE 28 22 R AT i AH 56
PEFR & R B AR, 7 PR A AT A A A oY
SIRT1 7R 2 27 1 R 22 40 B A A0 Ja I v 3238, (A
FANEE AT ARPIRAA RN IR 55 SIRT1 119 2 35 7 AR L 2
PRI KA R R A A A, AN P R
A A2 LA AR R R AT PR L ARk
2% SIRT1 5 HERRE S A AF 5% 2 38 3 348 22 | & %) SIRTI
TR A HE 1T BE R HR LB AL 24 4 B TR Y7 HE A
1 SIRTS K ikHIHEA

DUERAS B VR Y PR 7R G2 (SIRTSs ) & NAD™ K5 1)
5 CTRACRE , WA ER B 12 o0 A0, R — e bk
FERRSFINEE HR KR, il ad & OBk E A AEHEA,
FEANME R A AE DT s i) & Ak e AR LA BT
WS E AR W EE A MO, e fE R TP &
RS E F A 44 R VT BRAR B VR IR 2 AH SRR (Sir2)
HETEANLEE LRI T A Si2 WFEEYE A, 735064
SIRT1-SIRT7, B A~ £ 11 #A AS [\ 9 41 8 A A1 240 B
fii, SIRTI,SIRT2, SIRT3, SIRTS E. 4 45 H % 2 WAk i
6P, T SIRT4 , SIRT6 , SIRT7 WA HAG X RIS 1, Horp
SIRT1 BREEH I M IRAN — 0 P RS
AERE RSP TP A MR S E A
28 SIRT1 5 MR B S P0R B IF 5 , S AR R e i 97 AR
HIR X,
2 SIRT1 IREBHI 75 R ThBE

Jaliffa %517 76 BCAE B AA A5 febR A 25 | IR A
FIAL I 5 & BT SIRT1 MRk, 78 R A R4 21,
SIRT1 =5 5@ 0 T B 1 R B0 40 Bt A2 0 4t I, i 32 i
24 6L PN B 4 R P A B A v 5 AE BRER AR T, 32 6 TR
PR A M A 40 B AZ vb 5 78 SRR F B A F L R AN
AET AE AR AL B R B TR L 2R 4
b RIBT & AR AN 2 WAL 2 e & e )2 A
SIRTI HY#¢ik, Zheng %% % B SIRT1 76 A4 fetRAK | iz
YA ik . A A OCWF 5T R B SIRT1 76 A B £ A
PR AT ek )
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SIRTI U E A ML E A NIED LIS — RV
HPRVERT . SIRTI AT 22 4 Wik H1 485 H 26 3 &S Hi AR |
H3 418 1 9 7 S & R UL & Ha4 4R 16 A S E IR,
T ] J8 S DX 5 S A0 R i N T S B A i s g
SIRT1 B fg T B C BERAE AT AL B PS3 B F—«B
(NF-kB) Fll 33k 5 [H 1+ (FOXOs ) 2555 5% IR 1 (19 36 1
TEIER Ty FRBTAA AN 3 A S5 G b R L
PEHIT ) IEWAE MR P53 b FARIRARZS, M 40 M ib T
DNA 54755 B 38 & 8 I, p53 N 2R S 19 22 AN A5 i 2
b, C K Ui ) AW = BR 67 1 L R4k, bR P53 &b T 76 4k
PRES BT Ui 2 AR S PR 3 AT HOA S A i T
fE,SIRT1 X P53 9 2% Z Wk Ak A A AT LA il 40 i g 9/ =
NF-xB 1E h— Fh 8 B 44 R 08 45 20 7, 76 058 I N G
IR 96 RE 45 By B 9 2 4y F i 2 HoJE #2, Yeung
ARG K B, SIRTL 38 it 2% Z BE ik NF-xB 4 p65 I 3
55 310 o 1 M SR A% Ik, DA I Rk, R R T
FOXOs ZZJi% B 5% S F1 A= 9 1) 75 i ARE & & 40 1t R
e R R ORI L R i 5 3R T i S DR S5 4 4 i
FEA MG SRS 7, CIESE A AR R LA
43915 FOXO01, FOX02, FOX03 , FOX04, SIRT1 7F A [f] 4%
AR BT P8 FOXOs 1935 ¥, M1 I8 55 40 i 43 5 K
YR T A B AS A
3 SIRT1 S5R# & im
3.1 SIRT1 S REERR A= RBRER b oF W
P ECH IR 2 — o AR b B 2 SR A s i A 1R 2% A e
P 5 — T8 bR, b R i sz 3 e, JC e R A A i I8 S N TR
PRI WS K A R v A e sl K40 il e F 5 R
KL SIRTI EEEP IR FAME LY ZE JFEET A &
AR PR /) R TR A 5[] 78 1 /N BB RS, & B SIRTL
TEREDR IR /N BURY B L Rz 40 B v 3658 8 b, $ER
SIRT1 W] REZ 508 R A RS A2 | L3R 5K i 98 /0 1 fig 2 &
O b Rz 40 3 e B A A BRI 22—, Wang 251 7 4
P A 1 Bz /N RS BT 1 53 SIRT1 S AL IR 7, o] LAl
INEURI R i F2 3k SIRT1 8 11, & I AT LI 7F £ B
bR RIS 3236 SIRTL B, ZBEk P53 FRE. I
SCT SIRTI i 3 #0#] P53 £ B fk 84 IGFBP3/IGF - 1R/
AKT 38 %, P02 28 A B b R A 52, bR DR s #f s A8
A PER . AT SIRT1 A4 i 22 35 AT AR & ff L 2 )2 1)
BAEIRE 1, X5 Aok AR R I B TR SRy 7 Bt T —Fh o 7
B
3.2 SIRT1 5EAKNE 4FHHICTE I N (ARC) XFR &
AR N B, SR AR PR AR T IR Y SR IR vy, B R E R
HAOECE IR, a2k B E 2R S8, H
AR AL N B A A2 AR sh 2T T — o 7
B B~ el | o R B TR SRR B2 40 (LECs ) B9 94
T=. Zheng % % B SIRT1 7E A LECs H £ ik, B % 4F
W& B R wr /D O B R BUAR IR E 50 ~ 70 % R
ARC F B E B R AR BE A B ARC AU B & SIRT1 R Rk
FOWAE B, 7 E AL B IR R 0 1 5% SIRT1 7E
LECs AY335, AT LIXT LECs B T-E B HIEH , JF B2
FlEARHPE, FRFIESE T P53 Bk 2 | ALV i &R
SIRT1 A& AF-P DI fE A FHEL T iEiE 4, SIRT1 il ad 25 4k
1k P53 JE /> P53 A I G SR U, T AR B LECs e T
JAT, AT E e PE SIRT1 AY 2635 A LIFE— SR L
i ARC %
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3.3 SIRT1 5F KR FHIGHRE LU AE PSP gE 4T 1
P2 2 40 IT AP AT PR IF I4bd Ry 2[RRI ) — 2 5, CA b
25 F2 5 BRI At 1 el AR SR AT 3 Y, He o R B A
FOEREMET S IR T, BT OGIR AIE YT IR AT LA RS
RGHR PN R A =, S 2% 0 0o A 421 40 it %) 25 2% TR 9T T B
BWIRYT ORI X FARIBIT . A% 25 RI7E H &
HRIERZ , FARITEMAR TR B AR A5
TEFR, /INGEI PN Rz 20 B I AL AL P B2 2, 24 SR A R St
JINGE R SR A AR R0 B 0 AT L T A A i A 3
gy, & IR E T, T BOH IR B AN
SIRT1 54 Ak R i v 18] 2 & s VIR 56, AT s 4
WALFST SIRT1 58 JEHR/NZE R4 S (GTM ) DNA X6 $5
UiEE R S A Z R R IESE T SIRT1 SRk iH
TRTRER AL TR EKZ —, SIRT1 M KRB 3h
) A 22 7 5 ( Resveratrol , Res ) BE . 35 15 5 1E % (19 /)N G2 0 241
L (HTM) o SIRT1 #5767, LAY SIRT1 A4 ik
HTM Zii Al DNA XU G348 5 /Y RE 77, 4 35 40 i 2 R 4 1Y
FooeE, M R ALY %, AT UL SIRT1 7675 AR 1 &
Al — s BME R, S R AEF LR uE S TR &
L FEAR AU BR BRI AL 4L, S R AN IR i A, &
SIRT1 M RAR IS 7 Res 76 AR TENON 2 5 2F 7 24 Jifd
BRI B ET A 240 M 3 B, - L 3K Bl RN 2 2 R -
IR . X R Res 76 AR RIGIT HOCIRIES F ARG
FIBE T U RIR AL, 3 ZE U8 3 1 P BT AR S MRt T Hhe
FERE EIZAE RS el i 5 SIRT1 78 BCET 2 20 it vp 1Y
FEIE , RAN % 40 M ) 3 5 A A R E— 2P RS, T AR
e, LR AR T B P A E G HI I 5| RS %) 400 TR0 e 222 3 4 i
B 25 R S I AL 75 A A B 22 ) 56 7 | Chen 251200 38 33 X6
P RS 22755 41 i RGC -5 AR 25 & B, SIRT1 19 KSR 34
Bl L PR AT DARSE ORI (W RS R, R A R R
KR RTE -3 ( caspase=3) , I AN B F C BYRREL, X
IR B T, R AY SIRT1 8 32 #F PGC-1a M
IR VL TR el sk IR 1 225K R85 RGC-5 T,
AT LIS S AELARAR KT il i 2 #F SIRT1 F 28 KK hy 4k 2%
TG HR I A B R 0 S0 28 55 20 it ) 25 Sk T R
3.4 SIRT1 5EREER

3.4.1 SIRT1 S5HERFAMBEERRE 5 0 ) A5 AR
(diabetic retinopathy, DR) J& ¥ PRI 5 L | 55e ™ = A9 Sl I
EIRAE 22—, R KR E R T AR AR 80 S = 1 5%
I3, DR 1Y & 955 SE A 2 A0 IO B I 5 00 0 B 1, FC B e 1y
IR0 9 B A 2 ) A4 a2 G SR A o A A A R 1, — R PR
FIEL S5 B B TR KT A 1 A9 i, i ) A4 ) 25 2 5 A e o 1
WY, Luo 25 & L SIRTI REME AL P4 TN T p53 &
FIR 1ys382 25 Z.WEAL , 746 pS3 5548 DNA I =X 48 A I 1
gh4 b p53 17 T 00 SR N R N B DNA 5405 5 5L
) 200 FEL R T, AT A ORI 200 i %) 47 3% 2R T v, SIRTT ()
iR AT L R AR SHA S 1Y pS3 LAk, I LR ps3
BB 11 p21 7K A RRARR IR BRUA0R PO B3] 240 e 9 1 % e K
O 240 L 75 i %) PT BE . Mortuza 252 3 3ok %o 4 UR 5 AR
DR BB 722 (A A R B, o W 5 8 N IR ) RS it A7 PN B
Y (human retinal microvascular ECs, HRECs ) SIRT1 A9
SAHT R A oE SIRT Ay 23k, o] LLZE— B KF 1
1555 HRECs AR -2 B2, N8 52 DR BT 5 1 () S0 2
Bl SR ol 4 BF ST A BRI 25 R R B I i ep
SIRT!I mRNA 1350 9 /b, p53 25 1 & mRNA 7K-F-19
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FIR W] I % FLBIFE DR L SIRTI, p53 AY-FpIR 25
O 2 BIR , HR A AR — 1S T DR W E 1 &
J2 | [RIAst 3 2 B0 0 ] SIRTL 14 K SR ksl 7] Res 1l 42 55
SIRTI A5, B FIELE DR K% &, Jing S5k N, 0
It Res RIVREE R4 00 R0 BE ) /R T, 8 43 70 ] VEGF 3%
T AR I R P 1z A4 Y A A i A R 3 T R D R I R A
A PR ) A2 T XK B 5T & B DR B £F
21 & SIRT1 B 5 TF DR X IR 4, #2785 SIRT1
AR5 A 4R S EIE A — KR,

3.4.2 SIRT1 5 MEHEMHm G 0024810
(traumatic optic neuropathy, TON) 75 5 4% & T fiit i 452 173 58
Hrh PG 2E S N A B R e I R 2 —
HHT TON Fylli PRFOIR i To 8 — R 7 BLIE , LA 2450 1
FFAE B9 2 A B2 27 B ST B FROSURIME SR 2 — . f
ZICHET WA R AT PR AR 2 28 R G 1 DL
25T AR A 2R EL % VIAH G, SIRTI 7E i1k
rhE BEORSE X I IR AR O B P B O H AR
FHEO gKaHE SR S L BIF 5T R BRUOR 2 J58 4 45E ARY 45%
PR B A0 R A 25 15 41 . (vetinal ganglion cell
RGCs ) A7 305 B3k L B A 20 AR [ st 25 ek 249 B S0 il 20> ]
If SIRT1 A9 mRNA I I #3KK P2 T R, I 22 B ]t
KFR . W SIRTL B33 Res 1677 2H B9 AP 28 H [3] B
LUK SIRTL A9 mRNA FIZE (357K, LA K RGCs 17
TRRCE W Tt UESE T Res dfid 18 SIRT1 93835,
AT — 201 T 28 0 4 R ) I [T 5 i, DA B A D) i ot &2
AR B R R, P IL SIRTL fE s 45405 J5
B g 2O HE MR I & fE e R
PEUE T AN B IR IT R A

3.4.3 SIRT1 5MMBERBRGER MM REZO06E
7 AL 1 S A S B SRR L A A 1
FEAl, A 5 B SRR A (] S5 R o T R Y 2K 2
2338 LR B A D s R AR M e R T
( retinal pigment epithelial , RPE ) 4 Jifd F1 ) /8% 32 2% 40 it 55
AL , 120008 B AR 5 A U A D B R A P A P R 3R
AR A VFZ AL Z AL, R I X R D R G453 40 B TR A 58 A
H B RIS, Kubota 257 5l 1 % E 5 05 19
BALB/c B A4 40 ) BEEAF 5% & B, SIRT 7E ' 4 475 #0  fi& 21
ZUrh IR T, LI RS AR )2 20 M R e A T, A )= W
AR AL R ER 1] ( electroretinography , ERG) ¥ a ¢ #1 b
PR IR T B, 1T A 22 2 e nT LA s AR HE SIRTL (33K, 41
il 8% 25 H -1 (activator protein—1, AP—1) 7% £k, M7 11
TG TR B — R AR AR M SR Ak DAt ok el 3
PR D RERE AT, X —BF 52 K IR SIRTL (1 K AR B3
I A RE PR T — SO I BRI
3.5 SIRT1 5 HFBRER WAL — 5 [ & A AR
1) A B IR B , 2 8 T 0IAE il T H R W 2
RHLHI A e T BT T E T 16 RO AR
AFAE, HAr A R FH, B 3 E F «B (neclear
transcription factor—kappa B,NF-kB) 557 % IR 1 9 E
N E VIR TH] NF-«B 1915 16 7] B8 5L A 16 T # 24
RS T (0 1 FH ) . Kubato 457 38 o8 %t 4 58 2 5 5
BRI IS R (EIU ) BB AU (4 W42 & 31, Res fig i 3 $2 5
SIRTI f2A ML A /R T, R M il NF-«B 8935 1k,
ST A0 S RE TR T 3 U0 40 i TE) 26 B AL 7 =1 (intercellular
cell adhesion molecule—1 | ICAM-1) M B 4 il fa k25 1 -1

( monocyte chemotactic protein 1, MCP—1) i3k | M T 4171 1
R T4 T 5 A %) & RE 52 7 Xof IR 58 L 45 ) R 2 20 11 1l
. 1E SIRTL BYFE I S Res AT BE RN i ¥7 4 49 I 48
1) — B R 254
4 SIRT1 RikHyiF=

SIRT1 74 25 2 20 ML /K- 19 2R 3k = 1y 28 4k, X% —
SEHR BRI 1Y K A 5 R B APE . PRI AE — g UK
V- AR HE SIRT1 193R35, AT BE AR YT IR SC8 R 1Y 57
AIREAR . IR PR — M A T Th R I 2 2R G
Yy, & E T R KRB o3 VR PR Y SIRTT FK
B, AEHEE SR K S B %E STRT1 A4 375 M ELAG A b 1 0 38 1
FH. HEETIA N B SIRTL B HLE A (1) AT BEAE N
SIRTY 1) AZ 357 PRI -, 3 et el A28 s A7 AR i 1 2 AR o
PEVE 5 (2) AT 8 SIRTI mRNA (%t £k, BHA—
S BB /N 4y FAE R SIRTL Y % sh 7 %% & B, A
SRT1720,SRT2 183 LA &% SRT1460, 3 H % B I # s 1
BE B A B2 R ik 1000 F55°0 S A R AT F 9 R
MicroRNA ( miRNA ) fig )\ % 5% J5 7K F-9# #% SIRT1 B9 K ik,
miRNA J&— 2] ZAAAE T EAZ AW P i /N A G i
FEE B RNA, A BT 58 2 B miRNA - 138, miRNA -
181a,miRNA-181b A FL#Z ] SIRT1 A9k, {2 ¥ 41 iy
R , Mortuza %[221 T8 A X6 il R s AR IR R A A
FER L, et B IR 09 N R I JREAR 1M 48 PN B2 4B (human
retinal microvascular ECs, HRECs) miRNA - 195 ) %15 |k
8,0 SIRT1 A9 IR T R, Al il i X HRECs % 4t
miRNA-195 {945 5t 5 0] LA i SIRT1 A9 Rk, IESE T
miRNA-195 AT LA SIRTI B3k, Laura 25 KB, 75
NEUVR i T 20 1 400 38 2 0B miRNA -9 W] B &g T
SIRT1 F7KF-, PRI T LA T 1 7 35 DR] /K P 38 3 o 54k
HUUER SIRT1 AYAISER miRNA (1334, AT LA4E & SIRTI
FZeik , AILRIAYT BT SIRT1 258 T AT B — R 51 HR
PRI
5 RERRE

MZ LR, SIRT1 X Z F IR BB B A T4 1E
FH B AEMR B i BAR LR SR T I EARR A IR 2
[F) A R AR, FEIR YT J7 T, 4 R A I RAA YT f5 28 3L
RS PERY SIRTL B3, i B H §T A sT 24 7 S0 50
SRR e A A RAC I K N B IRBHE h & 5 R A 1Y
PRI VE IR T3 i — 20 BT
Sk
1 Michan S, Sinclair D. Sirtuins in mammals ; insights into their biological
function. Biochem J 2007;404(1) .:1-13
2 Longo VD, Kennedy BK. Sirtuins in aging and age —related disease.
Cell 2006;126(2) :257-268
3 Sauve AA, Wolberger C, Schramm VL, et al. The biochemistry of
sirtuins. Annu Rev Biochem 2006 ;75 . 435-465
4 Marmorstein R. Structure and chemistry of the Sir2 family of NAD®
dependent histone/protein deactylases. Biochem Soc Trans 2004 ;32(6) :
904-909
5 Mimura T, Kaji Y, Noma H, et al. The role of SIRT1 in ocular aging.
Exp Eye Res 20135116 17-26
6 Zeng L., Chen R, Liang F, et al. Silent information regulator, Sirtuin
1, and age-related diseases. Geriatrics Gerontol Int 20093;9(1) :7-15
7 Jaliffa C, Ameqrane I, Dansault A, et al. Sirtl involvement in rd10
mouse retinal degeneration. Invest Ophthalmol Vis Sci 2009 ;50 (8) :
3562-3572
8 Zheng T, Lu Y. Changes in SIRTI expression and its downstream

805



EfRRRIZE 20 F58 F158 FE5H
6835 :029-82245172 82210956

WWW. ies. net. cn
B8 3{=F5:1J0. 2000@ 163. com

pathways in age—related cataract in humans. Current Eye Res 2011 ;36
(5) . 449-455

9 Alves LFA, Fernandes BF, Burnier JV, et al. Expression of SIRT1 in
ocular surface squamous neoplasia. Cornea 2012;31(7) . 817-819

10 Maloney SC, Antecka E, Odashiro AN, et al. Expression of SIRTI
and DBCI in developing and adult retinas. Stem Cells Int 2012;
2012908103

11 Liu T, Liu PY, Marshall GM. The critical role of the class III histone
deacetylase SIRTI in cancer. Cancer Res 2009 ;69(5) : 1702-1705

12 Gan L, Mucke L. Paths of convergence: sirtuins in aging and
neurodegeneration. Neuron 2008;58(1) : 10-14

13 Yeung F, Hoberg JE, Ramsey CS, et al. Modulation of NF-«kB -
dependent transcription and cell survival by the SIRTI deacetylase.
TEMBO ] 2004 ; 23(12) : 2369-2380

14 SRS PUBME S IR T | 3 Rk e MR T AR R A0
BB A SR I T B K2 2013

15 Wang Y, Zhao X, Shi D, et al. Overexpression of SIRT1 Promotes
High Glucose — Attenuated Corneal Epithelial Wound Healing via p53
Regulation of the IGFBP3/1GF-1R/AKT Pathway. Invest Ophthalmol Vis
Sci 2013 ;54 (5) :3806-3814

16 Sacca SC, Pascotto A, Camicione P, et al. Oxidative DNA damage in
the human trabecular meshwork: clinical correlation in patients with
primary open—angle glaucoma. Arch Ophthalmol 2005 ;123 (4) ; 458-463
17 lzzotti A, Sacca SC, Cartiglia C, et al. Oxidative deoxyribonucleic
acid damage in the eyes of glaucoma patients. Am J Med 2003 ;114(8) .
638-646

18 fEA5E, T Al e, 5. SIRTI 458 5 LR /N2 R 41 DSBs
1B A1 BT AT, D)1 A2 (B2 ERR) 2014 34.572-577
19 F#BIG. FHZEPEEXT A Tenon’s B b £F 20k 200 0 35 58 1) 52 e B2 AL i) o
5E. PR 2013

20 Chen S, Fan Q, Li A, et al. Dynamic mobilization of PGC - 1a
mediates mitochondrial biogenesis for the protection of RGC-5 cells by
resveratrol during serum deprivation. Apoptosis 2013 ;18(7) : 786-799
21 Luo J, Nikolaev AY,Imai S,et al. Negative control of p53 by Sir—
alpha promotes cell survival under stress. Cell 2001;107(2) :137-148
22 Mortuza R, Feng B, Chakrabarti S. miR - 195 regulates SIRT1 —
mediated changes in diabetic retinopathy. Diabetologia 2014 ;57(5) .

806

1037-1046

23 R T, TR, PG, AL 1R P OB PR DR BURL I R T SIRT
FN AT IER. IRBHFERE 2014 ;4 .322-325

24 Hua J, Guerin KI, Chen J, et al. Resveratrol inhibits pathologic
retinal neovascularization in VIdlr—/—Mice. Invest Ophthalmology Vis Sci
2011;52(5) : 2809-2816

25 IRAR. A PRI AL 00 5 7 i 7 AR LB B v STRT F) 3Rk M H:
AHSCHLHIRI LIS . Jb T MRS 27 Bt 2013

26 Liu YR, Ye WL, Zeng XM, et al. K+ channels and the cAMP-PKA
pathway modulate TGF - Bl - induced migration of rat vascular
myofibroblasts. J Cell Physiol 2008 ;216(3) . 835-843

27 TRME ARLLIH W ki, PUBME BB 1 AR RS SO K
B Z U1 5 RGCs & B9AE I PLH. [ PRI B 24 35 2014514
(10) :1760-1764

28 Kubota S, Kurihara T, Ebinuma M, et al. Resveratrol prevents light—
induced retinal degeneration via suppressing activator protein — 1
activation. Am J Pathol 2010;177(4) :1725-1731

29 Iwata D, Kitaichi N, Miyazaki A et al. Amelioration of experimental
autoimmune uveoretinitis with nuclear factor — kB inhibitor dehydroxy
methyl epoxyquinomicin in mice. Invest Ophthalmol Vis Sci 2010;51(4) .
2077-2084

30 Kubota S, Kurihara T, Mochimaru H, et al. Prevention of Ocular
Inflammation in Endotoxin—Induced Uveitis with Resveratrol by Inhibiting
Oxidative Damage and Nuclear Factor—kB Activation. Invest Ophthalmol
Vis Sci 2009;50(7) :3512-3519

31 Milne JC, Lambert PD, Schenk S, et al. Small molecule activators of
SIRT1 as therapeutics for the treatment of type 2 diabetes. Nature 2007 ;
450(7170) .712-716

32 Dittenhafer — Reed KE, Feldman JL, Denu JM. Catalysis and
mechanistic insights into sirtuin activation. Chembiochem 2011;12(2) .
281-289

33 Pia Rivetti di Val Cervo, Lena AM, Nicoloso M, et al. p63 —
microRNA feedback in keratinocyte senescence. Proc Natl Acad Sci USA
2012;109(4) . 1133-1138

34 Laura RS, Amar DS, Jamie T, et al . miRNAs regulate SIRTI
expression during mouse embryonic stem cell differentiation and in adult
mouse tissues. Aging (Albany NY) 2010;2(7) . 415-431



