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Study on the Mechanism of Lactic Acid Metabolism and Lactylation
in Breast Cancer Cells
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Abstract Breast cancer is the most common malignant tumor in women worldwide and the leading cause
of death among female cancer patients. Recent studies have shown that breast cancer is associated with elevated
lactate levels, so it is essential to study the physiological effects of lactate on breast cancer. Lactate is a product of
glycolysis and an important energy source for mitochondrial respiration. Lactate moves between cells and plays an
important role in cell communication, and functions in energy metabolism. Lactate can regulate gene transcription
through histone and non-histone lactylation and participate in tumor proliferation, and other biological processes.
Lactate can promote breast cancer progression by shaping the acidic tumor microenvironment and recruiting im-
mune cells. Targeting lactate production, regulating lactate transport, and lactylation may be potential therapeutic
methods for breast cancer. This article provides a comprehensive review and summary of the role of lactic acid
metabolism-lactylation in breast cancer, aiming to provide references and directions for future research.
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R ZMEFE, nRe 547 B R R
CALEET e /3 /NN N RN 4P - N4
5%~10% 9 ] A PR T8 A% R 2 BT BCHY 32 24973k
BFETAR YT AT W ia T AL R T A
BARX BRI A A IS T — @M BUR , (HA R
FUBRIEFE T Z AT JE AT AL, A3 IRAEAERG — L6 ] P
I, SRR IT AR E LA T M. T
S, FLIROS R TR 15 1 S 3 5o e A5 212 %0 .

FLWZ (lactic acid, LA)Z— RS F=4, 385 7EHL
WIS e SR R oA, BEFR I, FLIRAE MR A=
KR e EERVE O B E LRIV
— B, RNy R bR AR B B R E L —
T TE I, T Je 0 e ) 2 R A TR e, LR mT LA
FENE T ffe Mg A AN S8 A M IR A B TR 28 4R, 2 e
M A A 7. fERERE et F b, TN BRRR 71
I I 4 A 5 LR i ZU (lactate dehydrogenase, LDH)IY)
VEREAC N FLIR, AN B N =21 (tricarboxylic
acid, TCA)JEH , FLIR I8 IS B L %12 £ 1 4(monocar-
boxylate transporter 4, MCT4) M\ 4H a5 i H 2141 g 71
T, MCTUR LR N B A R, 28 )5, A RIFESEA S
A RS2 B v /KT LR IR TS S (1 520, s e
RIS, A, FLERIE v AE A IR 4 5 F At
iR AR PN S A P 1) (R AR AL, 5 B e B e i
A G bt G i O B TR B, FLERIE BT
FHT 7= A AL 5 A(lactoyl coenzyme A, lactyl-CoA),
Fe 2H 2 1 LI A s v R e SR,

FLBEAL , 8 R A i 2 B FLIBE AL (lysine lacty-
lation, Kla), &M% EIBE 1210, W LARS
WA I, AR RE S, A
0T 25 (R AR 1 15 72 AR s e U FLRRAE A N AR 3R
A DAE AT IR R AR A, AR B AR K 2 AR
PR AR 70 LA AT LR IR 2 5T ) T RE
e AR BAE A, T2 5 & P A= R 380 78
R AR 8 AR SCERIR T LR AU S P A AE LR
Jed A FH, JE e B 4 1 R N FLER BOAE AL, R
ITREY TE A AR 2 AL I IR VA TT B 7 &, 9F
iff 7 AR T 98 B A

1 FEM~%E, RighidiE

FLIR 1) 77 A A2 B T A, e 4 e
T A A LR A R R P8 A% T — 1% (adenine nu-
cleotide triphosphate, ATP), iXFfZiL 5 # #% Ny Warburg

RO, R AR T fE 52 45 2 I FLIR 2E A, R AL Al
TSR T BRI A3 U0 LR M S 1 7
MRFACNILIR . 12 IEH I EAMACI R AF T, AR
R AR AR A P (10 A 1 i S L P T A
A, TS5 ATPEA AL R . JRIM, BT, £
LA F 1 P R R SR 2R i A, eI PR IR 4R
WS LI HBE A, SRR R . e, FLERG
AP A P R SO S S S, A LR U AT,
AR AL AL Rl N 2RO B &R, thr] ™
PEFLIR U FLRR AR 2 2 i LR — PN R R I M AR
SRR . TR R R B S B A B R S AL
HiilE A, A2 BNADH, [F] R P I R 3 1o e IR At A
WoN B A, BEN =FRIRIEI, 7725 ATPIS, it
A, Jee A0 P 5 A R A 3 A A LR, B
WM 2 W 7 A A R T AL o — IR BE N
ZIRIRAEIA, A R A N EIR, J93L
MR A AR R (1) .

2 FARWEBIRE IS

FLIR 5 5 e 2 T2 BRAMC T G A 1 Bk 52
A& 81(specific receptor G protein-coupled receptor 81,
GPRS81). MCT 51 LIRS 12 , MCT4¥ 40
PR L2 B A Ah, MCT L 41 B 4R FLER iz 2|
AR, FEIER AL, 2R A FIMCT TR ¥ 5
JEFLRRAE BB F FLRRMERF FLIRAS S o M A FLIR
VA JEE i F4) J R A L G AR SR A ) MC T4 EAT FLIR e
B8P, MCTHIH: Ia bl 32 2145 B IR IR 2K W) Joi F) 45
B AN WG AP PR - 24 MCT )2 5= AR o 5 1) 4
HEANEE, MCT 45 & FBIRIR T BRE S, BE/EMCT
WM RECR IR SIS I, B RCR R IR KW o1 2
J A, RIS MCT fR R 3 A s [ 40 0 A R, 182252
TR BRI S5 M i . XL
F B A MCT W] R85 18 BRI B 2. 3
& /E IGPRS LA, HIFHGPRS {5 i i, 52X
FH ST [ R 2 T8 TR it i e A P

3 FEREIREERRTHER
3.1 FLERR AL AR AR ME A AL

FLIR AR 2 A7 B I8 A R AR K R (vas-
cular endothelial growth factor, VEGF). #4bA K A
T\ BEE ST -1a(hypoxia-inducible factor-1a,
HIF-1 o) A 0 95 7L Mt s 4 i 7 2 ol 230 LR W] 5%
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Fig.1 The metabolic process of lactic acid in breast cancer

Wi dih S5 3 A R R 3, AN T B8G  HIF- Lotk AR
S5 HIF-1ofF Ay it 83 24 1 75 008 T At 10) S0 B 42
I3, AURE SRR i Rg 40 i i) e B AR, L R g
VAT IS AR R I VEGF 13652 SR AE B Mg if 8 A
FSGI R T, A5 B o S L s 200 R T e v P 1
i, A RKEALR, HEE MCT4K A2 g i
B, AR N R A R B IR S5, K AR Dy P
M2, J2E M HIF-10/NF-kB/IL-815 5l B, HlWk Py 1
Y BRI R AN A AR Bl P 5 RIS, R A B 1 v
R PR VT A R R A0 , T R IR MLRIR S
B2 H P VEGFRIL Fif. AR, SREAIAEL
5 3 e 20 R TOVEGF SR R, ik B8 P Rz
JH 0 3 T A DG T 1) 20, M A T — N IR Bh I AR
BRI IE SOBAEFRRY . F R I 0% GPR8 1S 5 il K,
TE I 3t e v s 3 IR I A . GPR81E AL I
L B UCER A T P9 R 4 B TR i, GPR81H]
R I 7L e A L e P R 4 ) 7 A, DT S e
EAR . R, FUER AT IR Sh B R 4 M2 AR AL
DA 2L B B B L S R AL AR i, e A, 4
A0 AL AME = 1T I (extracellular signal-regulated
Kinase, ERK)/& 5% 3 5 ¥ 5k BUE A 3(signal
transducer and activator of transcription 3, STAT3){&
7 i T R] LABH T FLIRR - M2 B A AR Ak, AT
AR A AR A A, FLIR -ERK/STAT3 5 %5
168 % o Vi W 4 L VL2 R A e 7L R o ) DX BT

Rl Btk AR 0T HIF-1a. VEGF(E 5
i Feid i IR =a S p AN A G BN AW B Gt D e ]
W7 Le i Je HEAR
3.2 FBRRFHFLAREMANEETS

iR B % o 0 U A BB SR T ) o E R R
FLIR AT DR 7L M 40 M e ¥ . 0T 90 R, GER A
5244 132(G protein-coupled receptor 132, Gprl132)
R RS2 A T IR SR 5 i 87 >R 2L et 248 L 1 L R AR
5, EWRAH M S L Dy fe T SR e ez A
ME R, FLIR -Gprl 3248 i 5 B8 — B i
FHELAE FH iy 5L S 7 I BB RT3 B ek,
AWK, FLIRAe @SS b —F 7 i i
(epithelial-mesenchymal transition, EMT)id #2, 155
I RE 7T, (R Rk 8 AR T B ek ik ik, A
T 9 e e e A% B3 AT M 26 A1 B JINGE BARIEF R BN,
HCARI/EFLIRAE A A vy 208, LR m] LA 2410
) LR A B S T . T RS FORE AR . SRR UL,
FLRBUE 1 R IR IR S22 R, DI I8 ik W e e
720 A e B AU OR AR 2 FL e A0 P AR KN 7S . L
FRiE I AR EMT . USR5 Il Rk 7 3
ol SUNRE A IS W e TR NI i &7 B 24
%, B 1) LR AU AL T T SN 4 O A ) LR
T e A% R T SIS
3.3 FLER AT LASZN FL AR 2 4R AR 25

TR 245 11 2 52 Ve g i 8 o TS PR R BRI PR IR 3%
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FEE SR H SRR, SOl ORI, FLER A
BEAR 25 I 24 M T A7 AE 2 35 QR BT BT
&, FLER AE 8 1 o L g 41 B AT 25 W I HE P e
1o WHFLR I, WG ENLEE 3-8 (phosphoinositide
3-kinase, PI3K)/Wii #.3)%) 85 1H %5 2= #E48 H (mamma-
lian target of rapamycin, mTOR )i & 1 il 77 #0111
FLMR T 40 M ) 3G 58, AH 4 FLRRAE - E AU
XN FBA R . T 40 e nT AR FLER 1
R EREERUR , (A TRE NS 757 4 Bl 5 A TS AL
A [H] , 3R E PRI T T 7L R 40 % PI3K/mTOR
M I 2 B, WA TR I, MERE AR ISR
a(estrogen-related receptor o, ERRa) ¥ AT PAEiE2E
R PEA LR AR , 25175 5 3L 4 A = A B )
BIT 2. X —KRIAE R 7 A8 H PI3BK/mTOR
0 7] 5 ERR ol LA B Im R I 7 B3V eAh, FLIR
AT DA Wi G2 20 5 eogg 4 B 2 TR AR BLAE L, A
T 25 P ) RE o Tl IR AH % 1 R 40 i 3 0 48
AN (extracellular vesicles, EV), f&#—Fhn] 2 5E
HIF-1of K485 JE 9% S RNA(HIF-1a-stabilizing long
noncoding RNA, HISLA), UL/ 5 1 LR 4 i A
ANERAfR 3G 5. AR Hb, BHWT HISLARK) EVAL i3 ]
A1) L e P B R AL T T 245000, [ Uk, FLIR I8
AR OA ST . B0E PIBK/mTORAS 518 1% ¥ 3%
4 5 LM 20 PGS 25 B 24544, PIBK/mTOR
) 7 A ERR o P77 AT e AT 25000 4% LM e 241 g
iy 24, AR K — P TR Ak e .
3.4 FLERRiHFL ARz 4H AR o E kiR

JHJRE A B LRI e AR 2R, 2 BRI T4H
Pl T 2 o 5 92 24 o ) 386 B % L T e v M BT
LDHA I8 i 1 42 ZL R b I8 W e g i 1 AN = A S ik
REP G, w5, i AR A G HIF-
laft FHAS 538 % . LDHAFH] ] BEAK HIF-155
PEANE > VEGF-AZ i, [F]I T I MCT 1k i/ 7,
TRAMNE, MG 58 CD3Y/CD4" TR , 6| e &
o B AL DI RE , e A bR L A R iR B
AR B9 R, FLIRAR RIE IR A B, (kL
e 20 B G e 1R 3% . LDHAA ™ S ) FLIR — A B R A U
TEH A PRI TMERRPE, 39552 CD8" TR, JHE 5
FEJF HEBET - 52 441 (programmed death-1, PD-1)Hi/& %
PEVRIT BUR P e Ja , LDHAKBh AL R fAk 2(C-
C motif chemokine ligand 2, CCL2)Z> W34 A, {253 fif
Jei AH DG B MR A IR - LDHAJE ok 38 Jn L% /K7 Al

CCL24r MR TAMIZ I, Rl 2 75 M2 Bl AL, dF
T L e g e Y fE = 1% LR, LDHB
I T N I A 1 0 5 SO IR A R, T A
Rk R, FLERFN S R i N R A KR T
AFE ZREE 1R IE, FFM2B B gn ki, i
RT3 9o 4 L HE B, B FC R ], S LDHCH AN,
PR A B T TCA R LR AL S ek, S BRI
PETZH M BE BAC RS, 35 [ARCDS" T4H M K4t
PR S e o XA B g R A 2 I 55 T S AL Th
fig, 2 1 LM 1) i e ik, A, LR s
T PR AR 358 HH ) GPR8 152 A SKe A1 13 L A e 41 i
Hag ki, s AT AL T BL A 1 (programmed
cell death ligand 1, PD-L 1)1 AE F-40 il bt J5 2 ik
T, B 2435 B Lt A4 o 2 928 R 4 AR i) 5 2K
I:J_:'[43]O

4 FLEBEE M ERERIE

FLIR A IF 5 2 45 2 1 M 20 IR L e AL ) ik A, I
KW Klaxt — P 8 B R M B ALAE M, K AEEAIRAT
AEEREE". A NEUFRZ, HiE A KlafEdhA
B TR B R 40 R R RS B AR R B
LR, MM B4 S R 30k 9, LI A0 A P A
BiiEAe. L-ARWTE LB BEA, fEHEH O
AR AL T RN . A, RS ]
TEAT AR G LI A4 R L BE 7 e Ik, ALk
B BRE Ry LA T 8 A B I AL AL, AR A
o, ALBEA B H KT E S 2R B A B 2 VR F T 20 i
B IEH BEAN D-FLIR , LA D-FLIR A 3 1 AL AL )
AT 2 AR 1/2/37H BR Y H AT T ALEE
R R SR EH A AR H R A b, X
HIS CL A8 73~ 0] Jih g A R AT B R
4.1 BAEBILEL

ALEE LR A S e OC B B DR e 5 o AR FL IR
A, FLERAKF T i 2 (R 20 B I H3 5 1 8 AL i
TR FLIE AL (histone 3 lysine 18 lactylation, H3 K18la)
B JE 5T X3 (70 % +3) ) & 45, p300T] At 2
H3K181afZ i 1 < s i AL Al , (H L6 H3K181af) 2))
AT FEKA R MDA, THAEH & RiEK
o A SERE R AR SR AR Tl R B T K
1 7L P A A1 i 240 i Ji e 2 [A] (cell proto-oncogenes,
c-Myc)Kik, i — B3 B2 %8R /K2R
#2817 10(serine/arginine-rich splicing factor 10,
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SRSF10), LAzl FL g 41 A /Iy BSR4 7] 5 B
450 B2 A bk B2 98 - XOR I 28 B [ B Btk B 4z .
L 1) 5 B T e lg 1) 3% M 22 52 ) c-My c-SRSF 105k
DA 1) P R 40 B PR B L 70, b, B O Y
K% 51 1A S8 S LDHAE #EH3 KI1SFLEELL, Mt
K 50y 7L g £ L ) A K AL R 1991, B8 H3 K18 labh,
T FAWEFC R BHA K12 FL AL I8 RE i i #71i1 Schlafen
FOR 1 SRR ARk = PR L e (g e 1), X e
RIVERW, & A FALB RS AE A AL T8
(53§ B o
4.2 EAEBIAEL

R4 8 I FLIEAL , (R IR Ar B B e . FLIR
R AR A G 1, I B o] DA I R IBHERAE .
FLIR I 1 R BE I ) LA 3 HIF-1a7” 42, FF H 3L
g T DA MAJ5E [R R 42 2 T 34 55 e 8 1 B S5 K g B0
A, dE4H & 1 KLATR ™Y Treg 2 i Al [ 05 41 i >k 5
SR G BE O SR , A R T I S e i B2, X
BB A 57 2 B AR 2L R 11 KL AYE 83 20 Ff A 1T 28 4 2
i 240 P 247 R A MR . JRELER
1 FLIBE X TR UF S22 22 i Az 295 34 ek 72 (1) 22 B %
ML, R0 7L e A i R 4 2 1 FLIBE AL i ok 15 3 78
3R, 3K — AR A R AN R ZR

gr b, LRI T R RE A DGR R R A, SR UK
FLMR S R R OB , FEAE IR R e ol 310G
1EH .

5 IFLER T A A ELEL L HNHI TR
5.1 $B[ELDHINHIZLES =4

FH 77 20 A A 5 R I 0 % R 4 L
KT, SR LI A A 16 400 - 40 i o LR 1R 8 3
A, NIRRT IR AL TR B, G B ) R AR LR K
JE B8 A0 o) 7L R Vi P T A RO KT e e a0t R . R I
fE it FE T, LDHZ A B R (o LR ¥ S HE e , {4
LDH P15 2L 1% A= sk D LI AAS 1, B 24 BHLT
WHIALIRAE ST, TR, WETHRRERLKE
TFRRFTADD, & FLIR I S BEH f77) , 75 = LI
Tt FOME B 22 AR PBE M . 28R 32 AR BH 1% (BER/PRY) )
FLHRIE B 73 3] B ) 4 LDHARI LDHB
OB v SRR N TE I IR N il R B R de
WA T T IR, 22 R LDHA 0 75 g 9L B 42 97
R FERENVE — R LDHASNHF], ©4F ER/PR LR
S PR SE L B PUR AR o N-F2R I 0 AR D

R LDHAFNHFR] , 76 R I 7 b od5 26 0 MY I 280 1k
BEAL, MR RTAE P FX-11/E A 5t LDHASE [/ 2597,
FE ER'/PRFLIRE H T 3RA5 RGW FLIUE P, SR,
A LDHAN I FILE AR PR R A IR, X T Re
AW B EZE . MHIIA B BUsE ORI T 55
R 0%, DALt 75 BT f 5 22 5 XS LDH A il 551
It
5.2 ENEMCTIBIEI LI

PRI IZE O FK A YN (MCT1~4),
BN T AR E BRI A P15 R T B B
2. HAf, MCTIMIMCT4 5 B A KRR
R0 U (B AE PR TR Rk B2 R O, A
FLRW, AZD3965 & —Fi MCT LRI MCT2 X 2 411
A, T IR A R FLER A 5 AR RS A, BB
T ORE AR 20 5 B R A A 2 (R (BB R P
AZD3965J& I H BAR B A VR YT ), ad i e L
P A 1T 0 ) L P 348 B, Ay L U o g X 18 2 g P 42
HET HRIE T, R I, AR-C155858F1AZD3965
XTMCT 1A 5 10 L 40 B o L- LIRSS ™ A 42 12
Al EEIER , A AR-C155858/83% T MCT1#)
BRI, BEIMCT A 5 10 FLIR 54 12 18 I il 3 i
A B AR LA . BT ALIR B S T, NI
TBIT PO T 2 8 5 T TR BT SR
5.3 $EEFAEB BRI F BRI

I i 30 ook %) 4 4% J2 4K (glucose transporter,
GLUT)SEUHI & W 5 , 20 WA (i AL A i 7 R
R )V R R g PR I T A Ak LT B TR A, AN k2D
FLERA e p300TEAE M KL AL, fENF
S B RN AR 4 B 1 LI A R R SR A )
FLIBEAL I A2 P B8 p300F il ) B4, (AR
72, p3003MH 7 CCS1477 5 EP3 160/l AR 56 £
3, HETIEE S 2R 0, iR 1, p300id
B F T K y(interferon gamma, IFN-y)i% S 1
PD-L1RIAZ 5 e iki® ", iX 5 ik PD-1/PD-L1
PR 23R TR R . BAL, R, X H b
g2 —Fh =R RPUR AL &, @ H3HE A
LA AN TP AR RLOFCR M f e, T A R st bt
JIRE 25 (T A0 16 e IR — R ARM R, e
% 30 3 PR H3K 9la AT H3K 141a I FLEEAL /K, AT
PR R 31 RUAE S v 7L B A A S P R
BN O R I BRI 77, ARl frT B2 s 4 ) 7] () e 13 42k
AT RURE R T BE, DA AR A TR YT SN, 102
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ARHIFFE B B ETT 7]
54 HHREAXEMIREEEERS
AR, W) SOLTE P o D 2 8 R (IKER
PRI AR A, E T 95 LR AU 7 T e I VS AE A 3.
o v 25 5 7 K R ARG ] dE I R TR A O
12y LIRS R IR 55 T AN h) AL ER AR i, AT A8
SEA MR . WK, A AT T PR HIF-
Lo NEAER ¥ EE M2(pyruvate kinase M2, PKM2).
LDHAFIGLUT1 ¥y mRNA J& 5 FIRIA K, $R 3
Ae N U BE MR OCHE T ERA . AN, BEANZ XS 1
L e Bt 2 7 () B Toeg AR K B IR, itk —
PR S H AT BE I8 i HIF- 1o/ 5 0 R B2 R 12 18 12
O ) L it e # ) TE AT I, AARUALL A H R
(A 9 P R 2 2- FR A3 - 1,4- 28 i RE 8 0 35 4 k) = B
A 27 U s 200 L R TR AR T 12, O T TR PR A A 5K 4
Tk ARSI RN GLUT LIOgPE, HAT
fe i 4% 85 AR B(protein kinase B, Akt){5 5
AT T, JINGE ORI R I, /N S5 R i
HlmTOR/p704Z B A4 5 1 S6 U (p70 ribosomal pro-
tein S6 kinase, p70S6K )i i it 1My 1] HIF-1a /)3
18, HIE AT % K7 E24H 5% K- (nuclear factor E2-
related factors, Nrf2)Z&ik, 18 N2 ff oA 3% 14 48 (reactive
oxygen species, ROS)KIE K-, fe 75 3 7w 41 i
P BAb, MERTR R — PR IR T mi A, i 4
i FLIR ™= A 9 2 B 4R ORI PR AR M M AP R A 2R,
$% B % & 1 -1(caveolin-1, Cav-1)/NF-kB/c-Mycfg 5
0 % 411 1) 7L e 00 PR b B SRR A T A,
AR I, MENR IR IR 4 7] GRP78) 3 [ B % ik
FTERRLEE T A2 30 i) 7L e e 4 18 7-2 LR
A 2R 230 0 2 b A T R Ak 1 4 R FLIRR 5 =
FLMR e 20 b Bz — 1R 78 B A 1. SRR AT
) Akt/STAT3 i , 14811 ok 2D LM T 248 i 1) ] e
PEEEHL . FLIR S ATPAR R, foe &0 i W R e U700 o 3
%3 G H HIF-1odR 30 ¥ SC B0 R 2R 1T (1
FEAM G AR LR A ), PR R
T 5 Ath S8 S5 AE H00 ) 7L R e 4 PR 3 B B AR
[F3E A E Y 28 BRIk, F 255 07 S FOE P oy
AL O B AR OGBS . RS HIF-10f5 5 18 2%
SRR, A AN AR T A . X LR AN 4
N T 2 2 B RO AR FLIR AR I AR AR s, o T
RAUFLIR A 50 1R B 25 e it 1 AR AR (R
1.

6 FLARREPAEBCEXERE

PR FLIBEAAS 6 75 7L e v 0 TE AR b &
Yy, AR FHLER AR LA, 18T REA
I 2 W TG B0 A B8 1)y 97 IF RE BT i 42 .
TR, BT AA SRR RIEZES, 2 T
P (AN LAY, AR T — N 7N R (RADS T
NEKI10. PCP2., IDO1. CASP14. CLSTN2#i
IGHG D PG R E o A ) T — 45
FAFAAE AL R EA . thah, S
AP FLEAL A L K] (ARID3A. CCNA2. DDX394.
EHMT2. G6PD. H2AX. HMGAI. KIF2C,
MKI67. RACGAPI. RFC4. STMNI. EFNA3.
VCANMI NUPS50) ) 72 57 3215 32 715 1% 6 7, ot A0 AH 5%
BRI AT N P 12 W B I 8 s U2, LINGE U
FRIL, 81 Kla-IncRNAsH f 74~ (MIR4435-2HG
EGOT. ST7-AS1. ERICH6-AS1. LINC00310.
OTUDG6B-AS1. LINCO01871) 5 3L iy 15 k2%,
A Wb E 5 — R R PDCD6IP-DTHIEFEVE ] .
B FCIESE T 4H5R A HAK 121actE = B 1 3L g o
(2R IEFN TG B, s T A N bR E
WS, LS TR FLE R I R R T AR
iz W AT G AR bR SV E KW 7. SR, FLEE
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