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Abstract

e Lactylation, a recently identified post - translational
modification of proteins, is induced by lactic acid and can
occur at multiple lysine residues in both histone and non-
histone proteins. This modification plays a role in disease
pathogenesis by affecting transcriptional regulation,
mitochondrial metabolism, and immune inflammation.
Significant advancements have been made in
understanding the mechanisms of lactylation in various
ophthalmic diseases, including retinal neovascularization,
uveitis, melanoma, and myopia. This paper provides a
comprehensive review of the relationship between lactic
acid and lactylation, the regulatory mechanisms of
lactylation, and the role of lactylation in different ocular
diseases. Additionally, it addresses current research
limitations and future directions, which is of great
significance to elucidate the molecular mechanisms of
lactylation in eye diseases and improving the diagnosis
and targeted treatment of these conditions.
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FLIRAAB T 2 B A R A 2 11 5T B % J5 & 11 ( protein
posttranslational modification, PTM ) , J& W is AL F RS
5, 2019 4F, Zhang 55 UARGE T AFLER A 9 FL
FRARAB M 2 5 5 DR 2 Sie 458 S 2 | T 4 R RN D) R 1 31
JE BT e AL RRAG I MR TE S 2 SR RE Jieishie I 45 401 dul
W) R A AR T LR A AB i R I B R
FEPRI A IR LT B AR SR AT I R B T 1], FLRR
A8 i £ 465 20 28 B3 3L IR A A& i A0 JE 41 2 1 3L IR kB
B0 IRBRAS T I % oMb 95 9 7 7L W Ak 1) 356 el 9F 9 1
WA TR Z 28k , 46 A0 D0 i i 2 M 4 HIR i g
MERLAEBRT  L R T A8 M 30 o 5 i 2 P 4 A A s 1A
P S PR - (UAE B JB 45 A S e 2 ) RS E T R e G
FEFE A A | DL FOA B IS 8 i 22 TR AH B4 A5 AL
il 2 5 IR BHGEG 105 AR B AR AR SC B A 5 X FL
TR A B i R A DAL TR LA R A [] IR 5 i 2L I A6 48 M 1 A
RAFFEHEATHER |, S AH OGRS (Y BIF 5 12 W A 0 97 42 B3t
5y
1 AR S5 2L BRI 1815

A 2 W T 3 R I A R AR L R R AL P A AR R R
AR, TERVTIT AT A WE 23 R N R R I i
A ZRIRIEIA = R AR AE B0, VA T 1R 3 5 7L
1% R U e A R FLIR T 1956 4R, Warburg 7 31 B fifi 7
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SCHERY FE R A IEOLT M IeE 20 RELATY RT3 Ao b T A i
e REFLIR , N 3% — 3 B AR N Warburg 200 . 7E
R — B N FLIRR S R O AR Y . SR, &
TR R FURTEN G &5 4 A 38 TR g A A e |
TR g G e 40 45y 1 R A AR 2019
A G WEIE S BN L M8 A A% o 2 2 1 1 K R 1 o 2
FRARIE T A7AE 72.021 Da 1 5T AW A% | 31X 5 i 2 iR 5% 3 11
-2 B LU I — > ZLIE 3L BT 51 8 19 ot & I A% AR [A], A 0k
DN ZH B R R R &R T LR AL B i AR DA L
FLIR S A A, PR AR A 2 PR L - 3L W2 1k ( Lysine
L-lactylation, K, ) . K, FFAESSIAAAE , Bl A 40 1 HAH
[FE ST ARKI G () S A 44 . D— 1 2 R LR 1L (1ysine D—
lactylation, K, , ) Fl N-e - 24 R (JR L H) [N-e -
( carboxyethyl ) —lysine, K ], HH K, J2& F 2 FL IR L&
T, ek 7 AR R A A8 Ak A i 2 BB M AL RO HE R
fift \ Warburg R | FL R FN L R Ab A8 1 78 JE DR i) 3R 3K 8 4%
rRE DIAROC FRERAR A, LR b 4G i o J2 % 42 20 M A A
FER IR R 5 A
2 A BRI IEIHRAIRIE LS
21 AEAABRLEN
211 FLER IS IRAIGI A ZH 85 12 LA A o €5 o 1) R
A GEFHEE A R B\ R AR 1A% UKL, 5 DNA 45 &8
BRIV 5 2 S AE A/ VAR R T 1) 28 SR TR A% I 2 2 B I T
M BT DRI, AR P L T 1 M 11 i 4 R Uy
HEF LM + 2 TR 4 PR+ & L TR A & + 1B i 28 B,
H3K18la JE i & M FLIR (L B 1 7 o5, /R H3 A A
55 18 o7 5 2 R 1) FLIR AL A& 1, H3K18la 25 T (6
I R A R Y & A R TS A B A A
T RERY2H A LR AL AL s 2 4% H2AK11 (H2BKS \H3K9
H3K23 .H3K56 . H3K14  H4K12  H4K8 25" 9 1 21 iy
WFLIR I 41 11 H3K9 1 H3KS6 37 5 LR 1k K 240 it J)
WIAHSCEE 712 3, 000 38 400 i 34 g M AR 0 O 0
H AT T8 AR 2 7] K A FLIRR A A 1 1) 2 BRI 6 05, HL1
P TER TR T, HA Z B MR A T 2 A R AEFL R B
MR ik — 2B AT
212 2B BMMECBERE SCMMSEMELRE
S TRUAFRL , 2 2 11 L o 8 i e T ol S A8 A, X b It
W & A bR DA RO AR 32 258 1o 21 AR U I
K AR ) 3 PR AT R S, AL 35« Writer (5 A ) 7 “ Eraser
($EBR) 7 F1“ Reader ( 52HX) 7 =K

1 H £ It 5 2 B ( histoneacetyltransferases, HATs)
Ui W/NIN e % 0 A R R = K2 % N )
AN AR A R AR B Y e -2 BE b AR AT M E AL,
HATs A 50k A BRI B B A BUMKZENL, 0 5 D EER
W% ;B RUENL T AN, £ & HATI1 (HAT2 HatB3.1 Rtt109
I HATA™ | HATs [AlRE AT DU 32 FLIE 3, DT 15 42 £
e Ry TR FE R SR 55 p300 & H B 58 £ 0 —Fp
Z Y £ B R It , p300 5[] J@ T HAT1 %% CREB
ZEEFHEH( CREB-binding protein, CBP) ] W 6l F AR o
B FIFLIRIL , = 5 0 I R ke il A4 5 5 K v 96 45 362 s 1Y)
dEpt

2 WAL (histone deacetylase, HDAC) 5 Z i {L. Bl
AR FH AR S, 38 2k % 220 P 366 1% < 42 o ™ 52 9 3L IR 1 1) g 1)
PEEERY D HETE &I 18 F HDACs, T 25(HDACT ,
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2.8) .25 (HDAC4.5.7.9.10) FIIVZ& (HDAC11) 2 Zn*
Wt /iy, I 28 HDAGs J2 A0 1t i i B2 08 — B R
( nicotinamide adenine dinucleotide, NAD ) 4K #i (1Y, £J 5
sirtuins & [1 1 -7 ( SIRTI - 7)7*  HDACI -3 #I
SIRT1-3¥) HA7 B 1) 25 LR Ak A8 1 1% 1, H: b HDAC3
BB FL R AL B Eraser” L HET & LAY AR Z 10
HDAC B30 il 750 %8 L AR AL A6 A 1T At LA R 1 A
21.3 3B Mo KRB AR IR ERLRR R A
FLIR ALK ) st e R, HAMEPEFLIR [ A —
APE R LR Ak B VR 7 L /0N RO 3HS 28 1 A0 7L R 1L 18 i
KBt e T 4 3 1 R K P 388 o T, -5 v VA DX
A N LR B 2 A e FLER G AR Az 3
T fire O SHE P 9 7, 2L M it 07 1 P B2 5 i 2L R 1Y
Az it R I S A LR A AKF- . 96 448 P L 1R M AR P
AL p53 KA FLIR IR 1 , LDHA it 2k mic BH KT
TR LR A 7 A ) 880 pS 3 338 398 0 o AR
AT RIS K L Rt S8 9 A [ 74 24 LDHA 1 LDHB X
FURRIL RS R B A 22 R

214 HtEER  FLER &1 2 3 N 258 [R] B LAt g
K ) IR s 5 FLIR A KT o 8 BE P VHL (9 28 3% AT
filh A 2 B 1 FLIR b IF O o/ AR R AR K R A2 K B
(platelet—derived growth factor receptor B,PDGFRB) %% %
e B 2 200 g 1 % s PDGFRB A5 5 1% 30— 2D il e
HEAFLIRAL, I TE BB I B BRER Y LR B 1
FIHAl PTMs Z (A A FEAHEL 3 0 AR LRI, A FFL IR
fhal o 2 JE IR R A = W Noe - H O3 IR 1Y (N6 -
methyladenosine ,m6A ) U 1Y “ Reader” 25 14 YTH %K% &
H 2(YTH domain containing family protein, YTHDF2) OB
TORBR SR g A LR (I FLRR AR RN 2 BRI = TR A
T fe BE A AT AR ; 724 B 2L AR AL B i s 2 Bk Ak oK
SRR, R 1 PTREAEAE S e AL A FL IR fb i 5 4 F
i, AT R s e s L R B Y 3R 2

22 FAFEABRUMBY  Galfney %' LI T —FhpRE
fifp R =) 3 2 AR O G- 1 AL N R S A H
BRZE A AR CFLIE AT D H K Bl J5 % 7K A 0 24 45 e H K
FEA B D-FLIR ; i A% v L E 3 DA ZLIBE A D6 H K 5% 88
S 5T 2 R vk Ak L, UG T A R FL R A i
(K)o W50 2L A A 4 B IS ok U B o 1 37 1) DL
fife A — PR T LA B M A A AR N T2 AR AE
Wang %5 9 YK S BN i 1% 46 ) T8 2 ( pyruvate kinase
isozyme type M2,PKM2) J& 3L BRALIE i 1Y I H) , PKM2 1 7L
PR ARG M3 i1 JHL DA I 722 35 3% 2 T 00 T T e, 2 3k
M1 7Y A0 i ) M2 B2 R T (R % A8 p300 1“5 A
YEHFEAEHE P LR AL rh AR R 2R, o
p300 i e HE % S F YY1 ( Yin—Yang 1,YY1) SR W 5
2 FAE B AH G 1 (fat mass and obesity associated protein ,
FTO) (4 7L B2 Ak 43 ) A1 328 ) 25 R 9% s 00 D) B8 A= 1f 28 7
ﬁﬁ}:&{ll,lfﬂ R

3B EIHEREERR

3.1 MR LR P A 2 R G = FERE AL,
AE T T oK R, P00 I RE QR a8 5 A R A R SR
F IR ZH ZUAL, BIVE SR 7 2 B 25 1 T L DB I A i 12
FHEAERE T 2, BRI A« Warburg 2007 77 A AR
7R R FLRR AT 3E A FLRR ZE AR 1 O A TR T R AR
PP RE DY PR B AZ S 4N Miiller 20 2 R
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JEE 2R - J 40 (retinal pigment epithelium, RPE) | Ifil % P
B 240 B 5T S Ao W A AR T e S AR FLRR , Tl T RPE
s e A

Chen 250 7 BHLES 1A 15 37 14 A0 199 i €, 28 725 P 455 80 /)
LA A0 X s b LR 1 B v IR /N B 0 i i P FL
Fig o H AT T W I A PR D) B o AR A Y 4 A
Gregory 5% S B i Wi MER S0 190 08 I . 455 PN B2 4
MLRY“ Warburg 200 " BH 3858 | 2 o 1 LR MEBUE S 80H
FAR K- 1 T iy, A2 20 4 I s FL O JIBE 5 A5 3E i€ . Samra
A I g TR R 2 B SRR 15 5 Warburg R0 42 W FL R
A2 RPE DhfigRhs , I il i b3k RPE 40 10 Hh A4 1 4
R e R glucose transporterl , GLUT1) 815 B Tk 4% IR
B LA, A2 141 % 4F G 14 ¥ BE AR 1 (age—related macular
degeneration, ARMD) BRI . SR, A TR 5T & B 7L IR @
T VTS W R B Ak STk N U5 T A IR AR P DR 2%
ARMD 9355 . DL L-#FFE R, FLRR A E ol RE A
HAFE M, B & A — R, — & & IFLR X
TR 5 K T A T RE R AEHp e 00 R 1Y, T A i A L RR V) 2%
FTRET- | S B0 A

/NS BT 24 L A A0 D BT A= I 4 TR B B A AR
A Wang %5 BIFSE K BUER SRS 1E T A I /DN e I 4
JH FLRR AAE i 7K ~F- B 5 T mq , I ] AR i 9 B 20 14 5 L3
B S W TR 1 ML 53 & B, B S0RIE p300 13k Ty
ME TGN /NS A0 A YY 1K1831a FL AR Ak & i 7K S I 12 if
BYET 4 40 M A < R F 2 (fibroblast growth factor 2, FGF2) 32
K DTG SR B 7 A 00 A A B, B3 T /N T 240 2L i
AT A Bz 448 6 i 6 A LA 5 4 400 T I I 46 P e 4
JL B 1 2L T A T A i B 2 it 4 A i R P A A
AR ZM, M5 W A K ] F (vascular endothelial
growth factor, VEGF) /552 B i Jr 1 4 /5 FH S5 ok 1) 0 i 4%
AR, S 5 IR A A R 2SI AL P A
F3E B | I A R B AE' . VEGE IS 5 N B 40
H3K9la ZLER 1k & 1 5 i, 3 2o 98 5 38 Je A K A 7 32 4k
(epidermal growth factor receptor, EGFR) JERAERKET B
ZAK 2( transforming growth factor B receptor 2, TGFBR2) 4¢
— FRYNFEP IR 0L HE M4 AR L, N EZ 4L HDAC2 i
FEIRTT LLIE 5 AR H3KOla A8 7K SF- 410 i i A8 26 B AH 5&
LD TR, IF 8055 9 Rz 40 M 4 A R RE L ISR A
FLIRAL B (1) b 45 M FE #5751 VEGF £ #F P4 Bz 4 fifg
I AE A 43 T LA $2 Hh L 15 HDAC2 ~H3K9la J 45t A
TR T 1, Ao A= I A8 PR 1 3R o7 AR T T A R
Ao Chen %81 %5 B WE S P9 2 40 ik 7L 1 e 88 184 0
755 H3K18la FLER LB MifE i/ moA 2 H BEALEE FTO 13
ik MR AR N e 41 i 3G BE 3T B AL A AR A FTO S8 i
m6A~YTHDF2 AR 4 75 38 55 20 ) 399 2 10 44 0 i g 2
(eyclin—dependent kinase 2, CDK2) [ %& % 4 >k 5% i I 2
RS P 5 LR e B 1 0 30 3 5 R YT P M 4 i - ] 4
JHL— /I 2 5 248 L 0 S i M DR o A 1 702 T A0 IO R
Fph 2R AT AR, it 78 52 3 2 Bk 7% # B p300 A9 185
ZWF5E3E 8 T p300-H3K18la—FTO-m6A - YTHDF2-CDK2
R b A b PR O ) BB A it AT B i S AR A, 9k
AHOCHE [m] 2590 O 2 008 T B LAk, 2 5T [ RE R B
T FLIR AL AE i i« Writer” p300 (19 5 £ I8 35 78 1, 48 7%
p300 B HAN T i FLIR AUAE M 1T R Bl Sy 40 19X BT A i 7 44
PIR T TEIRT TR A

FEWEIR T R [ 3697 76 I PR L Bk i sz 2 s AR, 11531
FEREMAS YR ELEE, Hate A i X z1lik ik
ME Wik, FTEEPERRRKRE K1
( monocarboxylate transporters 1, MCT1) /N3 #1157 ( 5
i) FL R e i ) A LDH 4100 i 551 ( BELUT L2 7= A ), X6 00 1) fgs
B M RO BRI A S S
S2EEER AR — A iR [ B et
s DR 5 S ) 9 AR B0 T R PR R R s T AR e
G R CDA+T 40 S0 H B e v [
i CDA+T 200 /3 fk i sk Thl Z4BAEAT Th17 48, &S5 H
A M A 20 I B 1) SR RN T A SR
RILSLEGE A B o 58 1 A B R (experimental autoimmune
uveitis, EAU) /NGUBAIEZHZ K2 CD4+T 4fi it b LR 7 & B
B, H/NE CDA+T 40 it 12 2L R Ak 18 i 7K SF- i 35 s 1
JET T, i — A 5T K BRFLER AL A M K T B 72 Ak 32 223
1 EEIE Th17 4088 59 4046 T 52 00 EAU il ik 2 FLR 1k
BAf 2 27 23 BT 7E EAU /N CD4+T 40 M b & BL T 60 4%
IKAROS %% J6 8% 46 % 11 1 (IKAROS family zinc finger 1,
IKZF1) 76 N 1Y 221> 8 1 AR 20 1R 5 2 1 FLIR A i K1
FhE . %F IKZF1 % Th17 40868 69 510 i SCEVE IR A
58I & B, IKZF1K1641a 7KV 1Y i i o {2 F Toll A 3Z
1A 4 ( toll - like receptor 4, Tled) DA R Wil A /- £ -2
(interleukin—2,1L-2) IL—4 % 5% M e 2 Th17 431k,
PRI A A R HE J B % A DR O R AR B NI
JoT 20 A A 2 R A R VR FE L /N J5T 240 AT A R O Bl
E AR5 T AN I 5 L 0 B 1 B 8 R Y T R
EAU /N BRI R0 5/ 5 5 40 i v LR 2 1 M s s IH 1
YY1 FLERAL KT+ 3 p300 7E A YY1 FLER LAY« Writer”
AR HE YY1K1831a 26 353 i fig #E— Z2 51 RAE FE R 1Y
Tl ST I /N T o 40 1 SR, AL R B fE IR TR S (C-C
motif chemokine ligand 5, CCLS ), F# Z W H F 1
(interferon regulatory factor 1,IRF1) 5§ fE37E T B A1/ 34 5H
FITERLRE ST, I 38 3k A 0F o, — 40 T 5 i 11 0 fe 1 5 4
AN E G RE AR, A, 3830 3 53 AR 4 R 1 72 A R E SR
I, T IRCTIG /N G I 2 6 DA i A A 4 A

DL ARG P AL T 8 4 5 R & i AL B 4B A, R

AHEIEIR AT TERE T 37 I #E s A5 [a]
33 BRI MR Z I L R i UL A e, %
PERRE v B B ME R, R TG AR YT ik INER R
VA (pyruvate kinas , PK) J2 W I i 348 128 v 51 222 119 B ok
A 4 Fh[E T.#EE 0. PKL PKR . PKM1 . PKM2, PKM1
A PKM2 (i PKM 3t R 26 3 6 50 57 U] 4E i, Horpr PKMI
JoE A8, PKM2 B8 JLAN B T, A B T i 25 57 3 5k
TINRER AR FED Y PKM1 D& 52 114 DU B8 A =X 4
A 25 A A B PN R R, 2T 7 A K A BE R PRM2 U] A
T T P ) D BB A R A AR 3 M Y R AR A F ¢ Warburg RE
JO7 DR e T e L R e R AR S RE R R, RO
5 LR AR PR s 4R 28 S G % | T L e 36 PR 4
FE IR g 5 1 7 X0 T R A0 B P ) PRV S TR R d R
PKM 1, ] 417 il LR A= B 28 117 00 il ek 1 e A e, kg P
B LA S A b gga 96T SR T A O T Y

F 5T e PR 3 B, 25988 2 270 1) o A 2L 1R A 7K - B
WETIER BORMMAL LR Z R AREA
41rf H3K18la FikTHR , HH @ R IA 5 HE A AL
YTHDF2 f&—Ff m6A & (1) “ Reader” , H3K18la 7K 1) 3
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fmAEHE T YTHDF2 %% 5%, i ifiid i 5 P 2L PERT A
TP53 1) m6A 7 1545 & WAt PER1 A TPS3 {28 (5 K 9
A AT RS R A, IR R 0 ZR RS Y X AT
UKL B S RNA B0 & 2k, WA oT PR A 508
B 2 W AL PR P HL IR R R[] PTM 22 [8] A 58 T A F 42
BET RS, Z BB 7 — B R T mlA B4 A
FLIR B Ui A P € 38 90 4 98 6 R /AR & 44 b i R 45 1
FHYT AR (5 2R 40 i 5 P SR L A AIKB [A) R K 1 3
(AIkB homolog 3, ALKBH3) A3 I3 1) m1A Ak
KO- AR AR B2 B & B, LDHA Al LDHB
5 ALKBH3 £ i 2 1EAH G, #8278 ALKBH3 (1) 3R 35 7t & £
bt 2 LR B A N e AT A I 5T R 4R A FLRR T A
Bl 9 5L PR R 30, L HIR S €2 308 1 FLIR Fb /K T i, R
MHEN ALKBH3 K P F@mnf e S HEAARIMLA
K AU S, FLER L SR 3 A9 ALKBH3 7t &
FAMEFE SP100A AY m1A 25 B AL I- I H RNA FizE
PR35, SP100A 2R3k [ BEAR HE — 25 5 2098 410 il 44
Ap v N IS W IS ( tumor — suppressive promyelocytic
leukemia protein, PML) &3 4 10 3% 2 | 17T A2 AR 358 22 {4,
FRM RS s E T A E A FL R L . RNAm1 A
AB R AN 98 32 DR R 76 22 [) g ER B, DA T A3 T — L i 2L
R A Ui A m1 A 4 A 140 3 2 g 7 3 vk
3.4 EM AT AR TR E A A S T A R) L D AR
M ABE IR 1422, TRAMNTIE L) ZRRBLE], XT3
AR FyA oy B g X H R, 0 R — ik
25 BT = 905 S5 5 5 000 LA T 88 S FIR A 186 2 30T
PRI R0 S, L o 9 5 i 2T 24 40 b %) 5 £k DA S 240 e
HNETRR AU L WF T B, B S i 448 o ]
T T 8 T 24 200 6 1) AL i 2T 4% 200 Ff % £k (fibroblast —to—
myofibroblast transdifferentiation, FMT ) M\ Tfij fi¢ ¥ 41 fif 3 f5
PRV EE S A1 B B A 1) O S I RT P  FMT Ao R il 1) 14
K77 Lin Z7 @@ S7 T /N BUE BE 3 2 E E  (form -
deprivation myopia, FDM ) #5275 J5 2 BiL/IN BRI R 1 it A 7Y
VS FLIR A= B IR . 14 hin AR 2E T FMT AR s K = 53k
PR A S A R DN BROFN K R DL 20 2 v 41 2 1 12
AR FLIR AL AN H3K181a 7K-F-25 f 38 hin , - 2 30 Py T L
PR ; HIL I F 9% A BRI S e 0375 3 B AL 2 FL R b 2
i 3T Notehl JEH ik E IR FMT | 554
ZEARL, e B R AT A Ao S R R R i LR
FTM LA f H3K18la 7K V- Tt i, 3 B 3G b 48 A AL T 3L
AT AR, 8 308 5 IPL A T Aot — LR — 4 2R 14 LR AL g A5 i el
UERL ST AT IR R A ) P AZE BRI SR A TR L
fift , HLASHIFGY 2 B I B 5 S i U 40 5 R BRI B 5
P4 i I 2R 1 N 24 AT S TR T S T L, X T AR
TR Bl B R R
4 NG

H 2019 4F 84 55 BH 207 A1 B 1 Uk IE S LR 1k 18 1 1) 77
16, TFRET PTM BRS040, 368 T FLIR AL B 1 B 55 1Y
P, YT HR IR LU IR G & A R A B AR AR AL B
R R AN MELIR (555, X FLIR AL AH SC R F 58
B AR PRI R E TR 1, ARinT, i T ALk 18 i
PN Z A PE R 24 vk, B AT AR SR AT — 2 SR BR A
(1) FUER Ak 0 5 5 T R R03 118) AN A 7 P 15 e LK T L
PR Al T2 75 A 0 Jr 1) SRR R 1T I 2R 5 (2) FH TR fb it
FEIR RS SEB0 — B TC IR HER S WA A2 4k (3) i = &
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VLR AL TR 5 06 32 et B B T L,
MBI 7 6 R0 58 24 IS Iy e s i LB
BRI IRES L7 T, 254 TE 58 B 28 B0 I8 F1 I 2412
R RIZERSEE RN REROBRSE IR BRBY ) s LR A A 7S
] 2 2 R LU R L FLAR LI ML
RS I FLIR LG A FC A PTMs 22 a1 (1 6 2 5 2 0
RIS T, 260G A A 7 T, SLAR LK T 19
A5l T LA A7 5955 S W R L 0 ) A W 9, 76
7T BRI P R4S £ A TR AT LRI 255 0, K
ST T RTRG IR | 50 BB (0 T 5 RS 77 5 2 b
AMRFLRRALII 2 5 L R R AL AL IS U 0 R 4 7
IR G R AT R SR e . 45 A
LI A 2 IR 55 P A R B L | P RS H 2R 11
B s L L P PR e

FZE PR A SUAAETE R 25 1SS

fEZ STmk s B . Rt R R e IR EEhhSCiie R S
RO X BRI = BRI SCB Y, PIAT A
I R BRI SOAR

Sk
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