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Abstract Lactylation is a recently discovered post-translational modification that occurs through the bind-
ing of lactate molecules to amino acid residues in proteins. HCC (hepatocellular carcinoma) is one of the leading
causes of cancer-related mortality worldwide, and there is currently a lack of effective screening and treatment
methods for HCC in clinical practice. Lactylation modification can regulate the functions of hepatocellular carcino-
ma cells through multiple pathways, including extracellular matrix remodeling, modulation of signaling pathways,
and metabolic pathways, with significant effects particularly in the regulation of the immune microenvironment.
This paper discusses the correlation between lactylation and the occurrence, development, and prognosis of liver
cancer, and summarizes the current impact of lactylation on liver cancer and its therapeutic approaches, providing
new insights for the development of future treatment strategies for liver cancer.
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JHF4i g J (hepatocellular carcinoma, HCC) /& Ji
R I R LR BESR R 5 BT R R PR I
(1175%~85%"" o AR ¥ 4= [E ffoRg i i 0 20224E 4t it
e JEUR Ak e RV Ao 1 80 36,77, L HCC
i b 80%, MIRATIN -0 A1k , HCCHAIHT A
WA P e TR AL S5 DY, RO R R SR T, T
TR NGB T 2638 Jm 38 A2 P i T HCCH i &
B BRI Re R AR Im b RS, r 2
FHAEWIZH CRFARFEAE. X T i B AN v DB
FIHCCHE# , % K4 8 k1 J7T #2 %€ (transarterial
chemoembolization, TACE)FI & St V897 (Un 4 7] 24
WRRAEE . B ess), e KB A7 IR
HEp e B BT HCCH = B it S 8 4+
BUHI A A%, DA 5 0] 251097 R0 e i 3 LI 24 i) i@t
S, DALl B B A DA SIS VR VR 9T A MR A i
Y HE

FLIR AL A 2R AR e LRI U A (lactate
dehydrogenase A, LDHA )k {4, P4 B B34 J5 1717 A= s P 2
B, FURRAZBIEY), TR B AU O,
o, SR B 14 2H 2R A A e AT AL, [RIES
W2 5 A MR (i E AR AL S ), HAENIE
PR 5 A R AL AR 2 P . FLRRAE W]
NG, WA R uThee ™. Jamt. fin
AU AMEARESYEREE IR, FLRRE NS A4 i
ARKMEBRRER, RN TS 212 & B
FATRIRAE 1) T RCAT IR H 5 D e RN 40 A A B
R FLER B . AR TR, FLRR BT
T 20 B AR . R R B TR 4% S5 Ak DL 2
i 245 14 5 T A B . (Rl FLERIAB IR 5T
AN ER R IR R A5 R At TR, i TF
RFIRTT FMGIRAL T IERE i BRI AR A R AS
T BRI ER AR, AT DS IR TR B R B
0t e 9o 4 L S e 1 3k, AT S i HCCi 24714, 38 g
AR B AR . 4G T S AR 2 e B8 A R B AR
SR X AZHEEIRT HCCIR T SRR AL T8
TETRNE o

1 FLE&{LIZ
1.1 RS IERILIE

98 4 B RIS 7 2 10 4 0RT BA SRR R
A BRI A, M0 ) o 8 2 i e AL O LR, B
“Warburg 5. o H 32 EHRFAE R I PR vl 48 K &

HIEIRE . REEIEER BB I S DL K FLIRR I i B A
BN FLRAM R e B R, s 2 5 &S
NEDE AR RTA T HIE KRR IR i
£ 1 (monocarboxylat transporters, MCTs), T ZMiEf
FLRR RTINS, H0] S e 4 B D e, {3k Jiv g
G e, B EP) 2, Warburg RN B 5 FLER LB
TG BT, (HON AR 1R RIE . LRI
W MR IR L M g FLIR 7 TR B e S I
W TR RS b, TR RCALER B, AT I 3 A G B
HIDiEe (B ). HETHEFRR, FLRIE 2 5
mAEE S EAED, HEEWH3K18layw H3K9la.
HAK 121a%5 0] 30 5o 2028 G ¢ )7 45 1) 38 5 ik (R 4 SR v
P AR 8 W pS3(K1201a. K370la. K1391a%%).
HIF-10(K32la. K3911a%%). STAT3(K6851a%) %
MY C(K1481a% )i 7L A A& 4 ] i 428 H 8 A e 1
G SRR AL, FURRLAR LR (WIAARS I
LDHA. p53. B-alanine. MREIIZ ) 7w KA E
B UE S 5 HCC AT 2 g B2 S i 245 4 25 ) AH oG U7
JHF- S 40 A 368 5 SR 0 H 3 AR E AR, B 9RO B
Pl S ECR BRIP4 o XA T R A
Bk, i i AR SR OO T A ) AR )
FEME, TR T R R A RUR . TR, FLERAR
W5 IR AAB M Z AAAAE B V)RR, IRl 2 2k
(A FH 3 ) 5 Jie R PR E AR o AR SR B 9008 75 IR
NIRR AL RBP4 7 PR A, BARE AR & Fl
P gps R Eh A PR T, T RS e T e L B it
A
1.2 FBRHEIEEBRIEERE

20194F, ZHANGSE MR 1 AR IX — 8 Y
AR EB, KRR, ARTELES
M1 (5 W 4 i 20 2 P it 2 PR AL BR AL i A, W0
TSI R e i . L8R R M A% B
Jett i A SR B 5, AR BRI O A R
MG FUIRAS , W omE sk [H 15 DNAMZS &, A
W B e SE e . (AR TE RS, g i 4R
H AR KBS AN S N AR IR 2
TEAR G U, 3 ] e 8 i 5 e ik DR SRk A5 R 4t g
T AR 2R AL I BRSO B o 7 IR AF OC 28 0 T 4%
JiTH, AL R A EAE - AR RO
AR T 1) = FLER A pHA R T3 B s i A4k 5 1
TEM RIS T, FLIRR A& 1 i #H] CD8 T4
el 5 CDA' T4l 7] Th1 7R AL 734k, FFIKZ)
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FURRAE A PRIIR AR, oy RETRAAR T A () PRI 2 LI M SO NE(LDH) B A0 AR U, L O BRI e 8 B (MCTs) AT ISR AL . i
P FLRRHEAL N FURR A AR I A7 N FLRRAAB M B IR ), (L sE2H o R L 8 A A FLIR AL
Lactate can be produced through two pathways: the conversion of pyruvate (derived from glycolysis) to lactate catalyzed by LDH (lactate dehydroge-

nase), and the extraction of lactate from the extracellular environment via MCTs (monocarboxylate transporters). Lactyl-CoA is further derived from

intracellular lactate and serves as a substrate for lactylation modifications, promoting the lactylation of both histone and non-histone proteins.
Bl ABRABAMIBREEEREE

Fig.1 The diagram illustrates the metabolism of lactate and the process of lactylation

R A DA ML R 5 A g M2 3 R P01 DT i A2
et 2OIE R B 5 RIR, LRI 7 S PR A A
IS PR 1) B SRR 40 B 1 70 SR 328 52 21,y [ A g
JHeg G e kG . B AL, RE VR I ] 48 L (myeloid-
derived suppressor cells, MDSCs)F) 344 f H ¥t 5 K
T N S AR B, RS ILRIR RS
AR AR O, I AT T AR AL AR IR AL
il

AR 2H 8 A AL R A AB Vi T 7T B A BUAS 1
BEFE . A B I ET BRI A A 3 — AR B 1 (1ig-
uid chromatography-tandem mass spectrometry, LC-
MS/MS)*f K 48 % # (Botrytis cinerea)ii4T | #i&
FRFLERIG AT AT, %58 H 273 MR IR FLIR 1L (Kla) fir
R O Sy AT AR SRR 2 i 5T = R
(36%:27%:25%)*1. 53— o, 72 I R A
AR 9 2754 Klafz s, JEH & B b ik
99.8%(9 256 M7 i), UESE Klas ) Z AFTE MBI
A, dbAlh, IR BRR TR 2(adenylate kinase 2, AK2)[H
FLRW 5 HCCA R W #2551, HONG Y [ A &)
RIS 2 2R b A7 AE 22 R AL IR A R A o
(differentially lactylated proteins, DLPs)& £ %, iX

Y DLPsEEZ 54 & G R E. g
s fr g BN, DLPsE B @A TR, X 53,
AU A% L P s B G . fEA R, FLIR nT
DLAEAL 23 A B — S A AR R K, dd i s A= 4 S A A
G RE E AR R, JRE i N IRIE A S 5 R R
B

2 FERLIEIBEHCCH R HRER
2.1 FERAIEIHSHCCHRRINE T

J 98 T 3R 5% (tumor microenvironment, TME)7E
IR R A R AR s R, 8
2N M9 135 (extracellular matrix, ECM). F4F4E4H
LRk R GERb R PY . ECM iR 2R 9 (T8 I
BRI ) 8 JEWE AN 403 B 1 S5 AR A R 23 2EL
VTN G . (R TR . (1SRN,
ECMM HE B 5 KRB VIR, REREEA.
ZEIE R B 5 ECMALA TR a2k b Rg 2R 44k, b
AN B UL LR B BB . ECM A B Rk 4 A& & K
A 30 3 R AR LR A M AR B DL LR R B
Fl 2R 8 5 S o0 I S i 1 n 90, 3 e AR 4,
I HIEECMP B . RS AR, 2T ECM
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55 b Jeg 4 o 1) AR AR, BT R AT (R 22 1 Ay
AER) PR AL B0 EAHE R B2, TMERRALAY
Al E R ECME N, & 218 o AR AR iR
(R PR BRI AR o IS0 1 s BEAF
e, FFAF 44RO ECM oy It BEDTAR , 454
MG AEE B OCEE P, Fra A 4ein] T
et s, i FE I TIRe, I e Redk ROV
Dife st v M . HE A2, FLRAB I e
A BCMARSG R H (Ui B A AP a3 ) i 4 A A
Difig, i ECMIP) 5 8 UIRA M AR 4EAL P e, 5L
i 30 3 SR R B 5 ) pHAH B EL #2121 ECMIFE
fif I [ an 2L 1 4 )8 & 1 % (matrix metalloproteinases,
MMPs)], 33 &, TS ECM B2 il 5 P A
S B3 B SRR WA AR B H3 RS 18 AL IR 1Y 12
MRS A (HK 18) %) FL IR A i i 1 58 % 53¢ [K -1~ SOX9 1
Bl SRR L, DR HEF T AEAAH SC L IR g e, AT o el
ECMIP FEPTAR B, X e IR, LR i s
I EARAE M ECMAH 5% 81 1 B8] 1 1 £ ECMF fiff i
PG, BRECMAL R, & 8T Re, £ 12t
HOREEZER . R E O IR K O o ek
AT YRR T AE - T8 it
22 ABHIEIFSHCCHEE, EBMEE

T 78 2 BH, 41 il J& 1 28 FAE2(CyclinE2, CCNE2)
AR 2 HCCA &K, 1 & LB Ll 22
TR i L WE A B 3(Sirtuin3, SIRT3) M RE WS I8
i 1 4 CCNE2 7L B A /K ~F- #1 fl) JHH e 3G B AL 7%
£ F SILAC(stable isotope lbeling by amino acids
in cell culture) )& & & H i 2H 7 UESE, SIRT3 4 &
MBS B AT S CONE2 1 & LR Ak, AT 41 i
HCCA A . AERMBE IR T7 1], 5 22 H0 8 H
A(centromer protein A, CENPA)/EHCCH &% i,
ARG IS, FAE R T DL FH- e 40 B 1)
AR P, CENPAIEL 5 kY Y 1R FAE A,
TR A 8 1 D1(CyclinD1, CCND ) A1 41
1 2(neuropilin-2, NRP2)J5RIE . Ak, 7R EL
124(K124) 4k 1 7L B A A i v 34 55 CENPA AR (13 1,
B (R R R R s PO, Ah ) SCHRA R g 1) L
FRACIENR R FESZ M HCCHERE . YANGIFI [ BAPHIESE,
K28 FLER AL wT 401 AK2 K1 T A, {22 HCCAH i 1Y
FEAFS . 5 HCCE VI R HIEH Wnt/B-cateninfs
SRR T E AL, B-cateninE N R R 1T 3 Wnt
{5 5 10 B VR Y A0 T, 1T B-catenin Y LR AL S

Al REIE AR E B B A ARG o FL R I AR FH BT it
A, TEAR 287 J7 T 32 I N 7L A S 51 1A )
FERUNE, i IE R I FLIR 4 Y iR A R S A M b
JoT B 25 6 e 0 AT AR b e 40 R A% B8, 48 i Ak pH
(1) BRI 3E — 2 38 0 1 e 240 L 1) 38 B M AR 28 1k 01,
FEZ R NR IR R M, FLRRZKSF () T i 5 e i
T8 e 1) 38 5 52 TR AH O,

2.3 FERZIHEHCCRIEHTIE

BWHEE O, Klaflt 56 #E m) AU 48 A0 SC i 2K
(WAL IR Bl . i S S ), TR EE = RRIE
WAKWEY) . EERR JEITTIR M A% B RRACUE N 1Y
KB PIZ% . FLIRB I BRI A B S AR
AU, AH AU A% 1) VA 42 0T ) 422 2o LR
AR KT o B AR A U AN 3 i R U A
VG BORIE, B AAE T 5 1 R BE DR Rk (1)
TR, & HCCEE B I (A% AR R AR 1. B
P A AT 11 S0 1 52 HCC ) B BRFIE 2 — , T L
TR A B 51X — AU B AR R B I AH G, Ak,
— B PR T — P iR T LR A XA I A
W OER . 1§ F KR (royal jelly acid, RIA)IH#
b PR A R, #0 H32H 88 H AL IR A iz i, ik
T A TR AR AR . 5 B RK T (demethylzey-
lasteral, DML) M@ i #0 H34H 25 (A 1 ALER AL, HIl 55
FH T8 T 41 B (liver cancer stem cell, LCSC) 3| K& )
Hom k. xeegh RN, FLR BT e B
W AR S A R(E S d i AT E HCCH R 45
SCRFIHEAE ™.

7 A58 K 14 i 5 BT (non-alcoholic fatty liver
disease, NAFLD)H', MPC1 £ [ 7K~V 5 FF E A i AR
BIEASE, MPCIR) R v] LAScGE IR BLiAs , 1
FAP673 47 £ B 7L TR AL B2 et A2 A B LA . 5
T NAFLDW A Al B8 2 N IHHa , TR FL R AL Xof
NAFLD 1) 50 1] e )42 5 e 1) gk g 1)

24 FERUEIRSHCCREMIMNE

o 2 4 i S FLAH OG TR - & TME ) B 20 Bl
53, AT 12 578 BR R R 1) R e 7R, BE T LA
BIMLAA T B g, ] i SCRT LA g BT FH I 52 il
P Jw ik e AR T L%, A2 IR BT v 1Y) B AR 1647
VAR A LRI, LR B 5 HCCH) % i3
B UIM K

TME H ¥ 52 20 M 5 5 40 Jf (60 455 % 501K 4
M. NKYHAL. TS ) Re ik i b FLER K1, fi
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RAM N AE 5 7 F IR 40 f D ae U1, 4 A0 EAE
TR 22 FLIRR IS TYH ML A T 1 G 9% I R 2 g A o)
PR, 35 P 7 B PR AIR TME B IR JE2 W] LA v H 0
BIT PR R . 1E LI LA Rt R R IR, L
MR EL A W0E TME H 1) G 2 1k 32 1488 1(G protein-
coupled receptor 81, GPR81)if5 S 7 PEFL T ALK
1(programmed death-ligand 1, PD-L1)%iX, %t
AR T AR 7> T 5 2R R a5 &, AR
FE B AE Y o FLNL V5 K 5t 2 35 240 A 1) fi 41
fil, FEUMBE PR TCIEW A SR 1E S THM, &%
I T IR G e B3 U AL, W AR IR A B IR
J#i % N B % (phosphoenolpyruvate, PEP)/K-F- 1) %
K210 T4 Thae B2, 1M FLIR AL 15 5 (1 A 1R
£ (Cyclin adenosine monophosphate, cAMP){&k
HUVE B TR T e 3 R DA R R 9 4
Pl 3. PEPYS cAMPIX W 3 35 5 LR AR = 5 AH
K, HEE BTG B 72240 i
RS PENL h, FLIR 0 g R0 8 18 e LR 1 &
SEHL, FUR I I o A i 4L AS BR AR H (mem-
brane-organizing extension spike protein, MOESIN)
1L IR AL (e 3 I8 15 VE T(Treg) 4l MW 119 7= A I 18 5%
Uhee, MR ER R R . BFFC R B, FLER nl i
o RE Treg 2 1 4k 47 . G0 e Ml A FH , 0 B2 At L 1R v
225 /D Treg 40 7040 I8 55 FL Thig, 3 1M g ok
o T2 400 1] I 3G ik BT MR A % B E . MOESIN A it
AR Ly 72 LR 3G o 7 H 5 A A K H +
TGF-B32 AR 1 T {5 5 56 3 70 5 SMA3 AR HLAR
M, M 75 5% % . BRGM AP PD- 17
PEFET- K 11, anti-programmed cell death protein 1)
L5 LR ot S 00 1) 551 ) 9 o RO R T B BB FH L
PD-17697 B9, X UEHF ST R sE 7 FLR Az 1
FEHCC e A 5 v 1R A ST 3 4 o
2.5 FLERUIZIHSHCCHZy 1t

FLRRAEAR KL BE b5 35 TMERR A4 e 248 i i
2o IRIEIAEERIAVE 2 SR ME 25 (n R S 251 Al
NIGUEE) B 285 0%, AT BELRS FE A P Ft . AR B, 7L
T Al e A B b iz AR K IRl T 324 (epidermal growth
factor receptor, EGFR ) Z iR J g #7111l 771 (tyrosine
kinase inhibitors, TKIs)/= 4= i 24 1 58, 4l fll K A
A5 FH 18] 78 )57 —_b 52 ¥ A0 K- (mesenchymal-epithelia
transition factor, MET)a{EGFR TKIsy5J7 J&iE 2= ff b
PR A AN FLIR A S 0 o X PR AR A2 A5 08 AH OC 41

ZE4H i (cancer-associated fibroblasts, CAFs)¥ i T4
oA KT (hepatocyte growth factor, HGF) 4 i
A 53, TTHGF S R0 40 i H AFIMET, AT 52
JIR ERT TR ER) 40 ) £ FH i = A 24 o e A, LR i
G FABIKZ RGPR8 12 5 [ 4 i 1 A7 i 24557
FLIR 2R SR YE TMEIC HA S s e, 3:38%
PEITIE B RBORA L o FUIR 0 2 1 7 b 9o Tl A 455 A+
R ERAE, )4 T 202 Pl AE IR U N 2509, B4
T, e LRI FE I I O 4 i P AR JFUIRES, AR
e 210 0 AR A N PR AR A DT S X A T 4
HREER T T B (il S & m il S TR iR
ABN F3i8 7)™ AR 2515

FEHCCH?, L i 8 55 40 i 1 e A0 440 1) 248
PH TSR IG I HCCMN 2514 . LR Is I 0% PI3K/AktAN
MAPKAE 53t i, {3k 22 s 20 i B 1 S AN A7, [
i 7L B L ) PHD2 A% € HIF-100¢62, it — 20
Moo R A G T RE ) . AN, FLERIE AT I 4
) £ B O T i 24 . LR VT DA B B A
& HIF-10, 5 MR AH OCHE R (W LDHA MCTI)
FRZI , A 2 L ik 7 S A B I dle G R 1 0 3L
i v 3 3 s PIBK/AKGE B, 3 N4 v 8s 1 (n
Bel-2) Rk 7K, [A B F0aE 38 T X ¥ (1 Bad M
caspaseZS & ) 3 PE 104, AT it — 25 400 1) 40 e 9%
oo FURRACH 7 W I E AR T FLR A8 1,
A FI B )30 B 475 38 1o 38005 45 5 3 % (40 PI3K/ Akt
MAPK). AR g P (LR I g 0 o ) DL A i 4%
(WTHIF-103403% )45 . APICELLAZEBRIE R, K334
TKIs¥AI7 45 FEUK A EGFR L MET 8 41 At i it
FE AT LR AR BN, AT S0E MET R 5 = 1
18 B 4T M0 TKIs R HF2E 48471 . DUVELSE 55 &
L INER Y], FRIE T BORHIF- 1a, TH#2HIF-1a
AR R R L s AR e, 3 N FLBh P T A =
R 12 A %) 1 (mammalian target of rapamycin com-
plex 1, mTORC1)FRIE K- FHuE b B R 1812, A
T2 a3k 40 P e A 247 0 DRI, LR U £ g T
Y RIEEEEAER .

3 FABRLASIRRYIATT
oty
3.1 HEEIZLER LIS IRRIATT RAE R 254

LI AL 5 K HAR B T S , L LI
A 52 900 30 R 18 35 5 £ D £ 95

REG S FE SR
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B, NPUMIE T R SR T I AERR A S FL
P A A M 3 5 R A AR LR AR AN 6 i A DG I B B
1 b, DR A i e g R 1) T T RE RO A T R
(R oCkE . 0 an , i 4E i N FLIR AR DG LDHA
AT DUA 20k LR A A& 1, FF HL LR LDH 177 0
Oxamate(BLFHZ 2 F IR F s . LWFRIRELIZ).
Py 5 24 S5 7~ R 10 1 e 7 200 484 B P 75 A0 167700, SRR
(PIRIF 0 5 T 2 1 1K 00 o 550 PR A 5 P B i il
YER . BeAh, FURRIE I MCTS/E 4 M A) 538 | # [f)iX
B 212 H RO N R SCEEE IT 25 76 )T I R
SO, H TR I FMC Ts I3, 65 o- 3 -4-
PRI ARG R . AR AL e, A LR
A LA L BRI AS 1 5 2 TR 9T SeAAR R U2,
43 MCTsHIi 77 Lk A PR R 0473 5 i [F),
TN T4 7 (11 AZD3965) % MCT1 A & 4
28R I e B e A IEPE TS IR B L
JiliR G e e T R R B T OCEEE R . 7EXS PD-14T
RIEIT B B HCC 3 TregH i i B LR 1L /K P45
i, 0 AL AR vT DLE I 3R 5 Tregdl iig - MOESINFH,
PR AL AR 0t e gk i B4 A ke, FLRRIE (i i3
2] L 1 PR 20 IR PD-L 1R 3A | 75 5 R S s 4K
P IR FLRE, 456 MCT Ll 75 AZD3965
HHiPD-17 kAT Ja /b FLIR 7] TME R T8, 38 s b i
S g TS, X BB N T R R T LRI A AR 1k
AR BB IR T SRS P4 T BB -
3.2 FiEtRED

CHENG % "Vt 5 i i £ W15 15 2% 50 H 3K Y
T HCC L5 AH 5% (1) FLER 1L R JF LA A 2 7 2
I HCCHI TG AR , F A I XU VP20 1 f 0K %2
HHE ) 2P AN G BT IR IR TT RN B B, TR e AU
PE I S5 0K 2 Bk T 25 DA R R B AR J BE A
I, R B FLIR A AH Ok RS IC AT A A HCCIIG IR A 2%
BIT AR Y. WURIPA PO N6 1. OSB2Ai
UNIIBS HCCHITIG « SBEIRIT FIALIT i 2540 5%
PEIRN61. OSB2FIUNIIBW] g HCCHHT HIMFIL I IT
LiCpes

4 WitSREZ

Wt of T AL R PR RN AC , FLIR I AE
E SR AE AR S b (1 S ZE R W . 2R, 5K
T AL ERAAB AL T op ) AR FA LA B T i ke 20
Bric. SRR OF e 3R, EHE R R

WEAAIAER AR XL AR B, AR
15 AL RS (0 LB L. F 3SR 2 11
FEAEFH MASH . Rk, ARG T HHC
WAL, R T FLIR M FLRR A AR 76 8 R VB ZE AL
il B LI PR N T 5o FLER AR 57 78 FF 9 Hh 1AL
HIRT 2 2 FLER BRI B BE F (A & A /3E
R A T g ) AU L T FLRR A S 16 B F AR R 2%
(WA . MCTsksia. FFOhReRw ). R RIWE R
AT PAE VR T I RO AL/ T 29 s AR ) 77, )
FLIER ARG 8 B B OCHE, DAL B TS . FIRT,
A I VR IT T B (i L oA BSR4 ) LA s 4t
iR 8 SR e JIR i 245 P4 A — MEAF IR AN TR 2 (1) 40
o BbAk, ALERRAABIRRRE S AT AEAE N AT L
W AN O ZE kR B . IS B T B AL 4R
I FEA I FLERA K, 1T LA I PR B AL 357 1 0
BT H AT $ i 2= 7 [ B A R AN Fii i ] R
P

BE & K 1 B 22 R &, BEXT AL A A8 1 1 A
AR T SR W R B A Sk I i 7 B 1Y) B 2 R
Iy. GEERERNAE, RIFHSEER, RIEEHET
B AR LR AR ) e MEIBIT TR, AT
Pe IR IT A SR A D EREIER. B2,
LR A B 1 E 88 9 PP 32 20 e 300 I 38 PR I R
B RRMIREA E R EE LG R
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