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Regulation of glycolytic metabolic reprogramming in hepatic stellate cells: Mechanisms and therapeutic

implications for hepatic fibrosis

Xinyue Yang, Anni Liu, Kexin Zou, Xiaoyu Cao, Yuan Liu"

College of Integrated Traditional Chinese and Western Medicine, Jining Medical University, Jining, Shandong

[ Abstract] Hepatic fibrosis (HF) represents a key pathological stage during the progression of chronic liver
diseases. Glycolytic metabolic reprogramming of hepatic stellate cells (HSCs) is closely related to the development
of HF. Under oxygen-rich conditions, activated HSCs exhibit the Warburg effect similar to tumor cells, which
preferentially obtains rapid energy supply through aerobic glycolysis to meet high energy demands for proliferation,
migration and extracellular matrix secretion. In this paper, we systematically reviewed the molecular mechanisms of
glycolytic metabolic reprogramming in HSCs and its role in HF, focused on the regulatory impacts of signaling
pathways including TGF-B/Smad, Wnt/pB-catenin and HIF-1a, as well as major glycolytic key enzymes such as
hexokinase-2, phosphofructokinase-1 and lactate dehydrogenase A on HSCs activation, and analyzed the potential
therapeutic strategies targeting glycolytic metabolism. These research advances not only deepen the understanding
of the pathogenesis of HF, but also provide a multi-target theoretical basis for the development of novel antifibrotic
drugs.
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JF4-4E1k. (Hepatic fibrosis, HF) 1E g4 T JIE BEIAAY . JTAER, KEWF IR R E Y FE7E HSCs
PR HERE AR R SCHR R BRI B, R R E AN EWH R E SRR, oo AU B AR L N
N, EEEM A B E AR R R Rt o W HSCs 18 A N R RAUMR
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JHF R A0 P 2 A A G 2 S R AE ST 2T AR V6T b (K4 T BB F 7

HHERE, DA R LI AE . IR A 43 4 i A 2
(Extracellular matrix, ECM) 25 &g & 75 oRidFE, X
P AN HF A & R . JR1f1, HSCs
7 T AR A U G 1100 R 42 X % % LI PR A A B A28 19
ATEAIER . B, ACEERGLIA HSCs BEIE
fE AR B AR 1) 2 L A HAE HF e, &
ARV VR SR . 5 518X HSCs 1E1LIN5E
Wi, JFor MR M IZACUTR AR IR YT SRS . T RR
R, R m bR AR BT HE 69T SR AR K
PE AT T5 1]
1 B4 RS ERERIR
1.1 JF4F A o i 324 1 5 iR AT 7 5
FF41 44t (Hepatic fibrosis, HF) 225 Fh EUH 43
PRI ZR 5 R AR I AR, DU N £ 425 25 2H 21
G R B . FEER S Fow G A I BETRUA
FRAE, IEW I SERRORALBN, SEBURIEZEN
ZRAL BT ARAE K Dy REREAT DRI M . B AT AN 1) HF
o R EAFE R R i (HBV) /I8 R0 8
(HCV) &%, Wl ARk B &
P PEVEIT 9 SR04« IR T, BERAH 8.4
fCNEBBAFRFEER HF, & E LURE 2%
(HBV/HCV) NEZHFEE. & HF & r] 8K
PRE, HEAS KIS, AT R O AL
i, IR AT K
12 Rt ERAZGEDHFE L
AU B g 2 TR AT e E /R ok, g
AR AU AR A2 2 40 A s A A K AL, B S BEAR
W MR DTRRAC A B R AU E AR, AN R Hs
BhZH M HRAR A TR, 8 BE T T 48 M i Thee . Jib
AN G 4 B DA K% B 2T 4 200 P 1) 38 BE AN 234032
W AR E AR
2 FFERMEN SRR S ERE
2.1 HSCs &L 894 #ushl
FF IR 40P (Hepatic stellate cells, HSCs) 53 1%
1k, 3858 2 ECM A A& HF R AR B R LIA 5B,
FEIEHF HAHZF, HSCs LLERHEARSAELET Disse [H]
Fi (Space of Disse) (i T-/H4H 5 5% P9 B2 41 g 2 []
RIXI80) 5 ZIRIBEAA 1 RGP AN 5 58 82 1) 5%
BEFO. # 5 HSCs Mt & Sl s I le e = 4
AR AN, RHAEREE R A RS E
FFAED,

PR PG BEVEAA . Gh A R B

-59.-

DRI R, &S HSCs #oBuE Ity A 345
PEFIUS AR PE LA 4E 40 M - HSCs Wb JG 2 F R4k
EER A R W 1. I B R AR A L A E R A
ECM Je5rB8le RN, X —id A BT AR B 15
52, (H HSCs Fraid B s == KRB IR EEH,
T HF AMFThREZHi0. tb4h, Kupffer 41 A% il
/INBR 53 FF) TGF-B+ PDGF %52 Fhii i A1, JE A 5K
Z) HSCs ¥&E {11,

2.2 AEEEREE AT OGBS AE A

HEFEE AR Al RE AR S IZ 0K, H
AU AL ) 3h A IR 2 e M 3G 58 5 Thie . 1
A TRDIRAS R, 0 W 200 TR AR A S 1) TR T TR
NGRfER, i R Sl S A1k (PDC) #1k
HNOTRAHEE A BEN IRV, B0 8 i PR FR AL il

(PC) AL NHEBE TR . HI#H I AL AR

(OXPHOS) & #2E A = W 2 i ( Adenosine
triphosphate, ATP) 1o 4% S5 W s\ bl e i /2 il 4
AT RN 2R T A, (HERFE-IRE M (Otto
Warburg) £ 20 20 5 UOWEER],  fibeg 4 i B s 72
WA TR BRI AR, I B AR IR AN
HBANFLRR SE I PR Bt RE, T AR OL S R 22 ki i
ARG A . X PSS S5 ARSI AR AR I S b
PN “HAEPEREG” B “ Warburg 287 0121,

HSCs JHft/2 HF #HfEF R EFere . RE
OXPHOS {7 #i & Bl ™~ £ 1K) ATP 240% 5 iy, (HIEAL
(1) HSCs £ 2R N AL S A S0 B f ik
HERE, X PR i R 4 L ) Warburg 208 AH
ABRUIST, B SRR o i B o7 ] 26 B = AR 1) ATP 2 25K
T OXPHOS, {HILREEREACE L HER, HEWS ST
/& HSCs 958 iE78 X ECM & SRR MR R . X
Foh ORI I e B e AR e AR AR B AR R AR 9“6
Warburg (8.7, s 4ERF HSCs 1H RS B B IR 5)
i,

BT EIRHLE, Bk 2 T 5T S5 T HSCs AR
W EMFELE HF 0 ER . 24 HSCs B30,
FLOWEIE e 1 S 1 5 —— X AP A % AR AN e JE
f CUME S 2 (Hexokinase-2, HK-2) . B8 S bl i
fi-1 (Phosphofructokinase-1, PFK-1) %5 5C B8 1 B
A P A e &, T R A S TE AIE R 7 oK
A EIEAR I E] =) J2 TGF-B+ Wt/ B-catenin.
HIF-1o %55 5l 1, som B pe SRk (R W i&
M, AR EAR A 4R AL . & T HERE AR R A 1
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JHF R A0 P 2 A A G 2 S R AE ST 2T AR V6T b (K4 T BB F 7

HSCs /& HF & & iz 0 EH, @i #0H) HK-
2 PFK-1 55 SR I A i 1) 35 28  PELST TGF-B/Smad.
Wnt/B-catenin 5 AH AT 510 B4 BLR 5 R AL 1211,
AR EH I HSCs &4k, #0 HF kg, E2E
BEEAL HSCs B SR AL, SHIRTT HF $24L%
R SR o

3 METFFRESMRIAR

3.1 5585

3.1.1 TGF-B/Smad 15 5B %

AL A K F-B (TGE-P) #& TGF-p # 5 R 5
B 5, ZEEEAFEHEER. BEESRAEEA

(BMP) . A=K AT (GDF) 5051, TGF-B £
#5 TGF-B1. TGF-B2 Al TGF-B3 =M@k, ©11%
i s 0 mA &KARE e, K
IR S B B AR R R S s B g AR el
Horp TGF-B1 RARL YA /E FH A s I . TGF-B1
FEET TGF-p %44 (TPR) #ATE ST, TR &
JN=2%: TPRI. TRRII. TPRIIL. TPRIFI TPRIIZE AL A
ghib Ja T IR VU AR, B AL 5 AF FH T B Smads
A0, Smad 2 172 TGF-B 15 530 H T 3 i 28w A
Ty HIETT LR R AR 4 A R R 08,

R, Z SR E I HIE TGF-
B1/Smad3 1554 %, BT HSCs &4k 3k /> ECM ¥t
L, NI 3 2B 2% HF HEREN, =BT R1 AR E
it TGF-B1/Smad3 B KIEPLLF4EMAER, H
2 L0 =T ) 2 0 DR 1R ORI S8 B
Fj[zo]o

3.1.2 Wnt/ B-catenin 15 5 I8 4%

Wnt/B-catenin &£ M1 BEOR TS 5B . Y4
Wat fitf& (41 Wntl. Wnt3a) 5 FZD 524k K352 4k
LRP5/6 454 )5, Al B-catenin 132 RALFEME,
HAEMREARERRIFER EZMMBZ, dHins
TCF/LEF ¥ H ¥ 454,
Cyclin D1) 3R, ZIBEAEMR R E . T4
HIRF B MA L BE T RIEEZERH, ANtz
SRR, WERE R RS AT AL

MR, 2 Wnt (55 77% SRR A

(LDH-A) H#EAHFHT-1a (HIF-1a) B %
SEY), Yo% HSCs MBEREM AR, MM Bz HSCs
TEAA RN, e nfE HF221, CD73 /B y—Fl
MAMZE TR, T @IS Wnt/B-catenin 18 B 12
HSCs iG L FI3E5, 530 ECM i YT a-SMA %

-60 -

Vs NI R (U e-Myce.

ik B, ATINEEARSTE HE 2. 3Tk, )
CD73 A REFHBriZ % H 75 5 HSCs AT, NPier4
IR YT UL FE R A1230,

3.1.3 HIF-1lo {5 518 %

BEES T 1 (HIF-1) & HIF-1o 1 HIF-
1B 2R ) S 08— B AR S R 7  AEAR AR SR 1, HIF-
Lo [RIFR AL B HIR, AT SR 34E N 40 Hi% 5 HIF-1PB
ZRATE R HIF1 8 30 45 & 6 U OB o (HRE)D
HEAT BR324,

HIF-1a 7E HF & J#A1 HSCs 354k o Kk 4% B EAE
Mo fEEREETE S M) HF Bi8d, HIF-1a A% EE
Tre, BIbEiEE S HE ™ &R B IE AR,
FEARAEIRE T RE % HSCs J&, &I HSCs H a-SMA
(AT, JEAEA HIF-1a AU P AR KR T3
ST TR RS i 2T 4 (v AR 1200,

3.1.4 Notch 15 5 i@

Notch {5 5% & = BRSNS IR 5 R4, &
L3 5o 4 ) L M S P A 5 R R e R 4
&, tmiAEARaIE. AR E KA N E R
5, HAG T SRR K2 Akt B SRR D) E G R
TR I P 5 R 3 52 k27, AR Noteh 15 584
Notchl-4 PUFhaZ4k LK Jaggedl 7E N HITLAPECAE,
H. i Notchl. Jaggedl AT 7E s AR KI5 .
Notchl M H#EIELN Hesl £ ERIETHHEIRESH
HSCs, 1fj Notchl A Bt& TGF-B/BMP 15 518 i 4%
Hesl 1A, 55 HSCs iiftk; ItAh, Jaggedl ik I
WA 25 TGF-B1 %53 (40 i b - 18] J5 5 AL 3 FE s8I,
HF 5.3, Notch {55 @BHEE T LB TN
Fe e (LSECs) , A% [m] A0 I B A R AL 4k
b HF JNE, Notch {75 @ i G nE
LSECs DjREfRAS 5 4 212,

TR, PIMRER niE Rt R Hesl ERIE, #1
il Notchl 5 Jagged1 FIiE Ak, AT BHBT 4T 4 48 i
PIOE . MR R AE N R ) — EEE sy, MR
mAgE S EMAER, i@ Notchl |
Jaggedl KIK, W/DIIR G R, FHAMH] AR 440 1
B iERE, TR ECM i FEUTRAR,

3.1.5 Hippo/YAP {55 51 %

Hippo 15 582 5 HF HUIHKHNE 584,
HA RN yes-MH R HE H YAP S H L0 N
PDZ 45435 7 (TAZ) & 1 %18 B 1) 32 BN 7B,
IEH U Hippo 1B, T4 ste20 FEEEE 1/2
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JHF R A0 P 2 A A G 2 S R AE ST 2T AR V6T b (K4 T BB F 7

(MST1/2) - KR $il K 1/2 (LATS1/2) LR
RS MR AL, Y AP, A5 FLViT B £ 20 B ot P9 R i s
JREDIRA T YAP/TAZ 7% %k, 0% HSCs R {E
HEAL WU A 420, K253 E 3 a-SMA
FIE, I ECM JiFBRA,

W7 B, it & T 7 miRNA-204 K1
7 Hippo/YAP {5 Zili#%, {f MST1/2. LATS1/2 &
EACPEE T, YAP SRIA/KFB R, i
il HSCs 3848 W&k, {2 HSCs A1, HGE/NE
HFB3,

3.1.6 SphK1/S1P 15 5 i# %

SHE BEI N (sphingosine kinase, SphK) 21k
HHZRE S 1-IE R %R (sphingosine-1-phosphate,
SIP) %0 PR AEEB4 . SphK 7E A\ Ak rh &k i b
B: SphK1 ik Tl MR AFAEZHZ, w4 4
PRV, SEK ARG R SphK2 MIZERFAE. O
i E S, HARMCAER. 7€ HF #f29, SphK1
Al 2O (S 5 iEfh, @it s TGF-B1 @Rk
S ST 4 B TR 1 EESR, 4 e 4t
YU AL B A#, INEE HFBS), S1P J2& i SphK {1k
A RETERE IR A =, VBN R B S 5545y
WHE R ILEENE, 5 SIP %24k (SIPR) 454l it
— 35 R BT £ Ak g AR e,

BRI, W40 SphK1/S1P 13 Sl ik
WAk, TR PR R R 4eib R 7RIk, W
HEFRE S0, %ELE HF HEfE, BEEATIhAEDT.,

3.1.7 JAK2/STAT3 15 5B #%

Janus Bl (JAKO /A5 5 7% F A0S 3% (STAT)
EREp il o Y i g I aR B AR (Y e O N =R g
BAE. JAK J& T HE2 IR B BRI BE i, TR A
TH5ZREGE RS S5HBE, Hd JAK2 BN F
YA K SAETE, CRONPUA4EI TG YT [ OB A5
STAT3 /2@ NIRRT, &6 6 N1
RETR P45 M, e SRC [FIYEME 2 4538 5 B R AL %
RIRFET 456 Ja RIEAZOFE S IhREDS.

IL-6 fE AR A4 RE T, 5 gpl30 TERE
HVEHRIRIL T JAK, FTr=2E 1B RR s B ik 5t
A5 STAT3 F{fd Ik A R A IR 2 1k s STAT3 1
TR AT R AE, I Z A% A R 45
A B 1 DNA N, i SRR 4L LA
%i—[”]o

WEFCUER, A e n] @it #] a-SMA. TGF-
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BImMRNA J% JAK2. STAT3 & KL o3/
HBV P HF %175 K 1 HE, [F] B85 A wa ki FE 3
FLHDH HF (150 5 K140,

3.2 Khtbe

3.2.1 CFEMEE-2 (HK-2)

CUpi -2 (Hexokinase-2, HK-2) J& CUHH I
FRMI A, Z 5 H HK-1. HK-2. HK-3.
%) HE RS (GCK, XK HK-4) Ml HKDC1 FLFf g%
SR, o HK2 A A BRI A I L a6 g, 7
HEB N 35l C 3 & A — NS A IR, 12
MBI h R R R DI REY . 502500
T RAHLN HK-1 AR[F, HK-2 T8 mEmERIETHEH
2 HEN O R E T ORI &S T, B
ARA T HSCs b T EARFS, HK-2 RIEAKTEAL;
M FAE SZ BI3R A6 , HSCs BB0E F -4 L oAU AT 4k
YHMIFEANAL, LA HK-2 3208 03 Ty, Homid ik
HIETERERR AL AR o-BERR I ATHE, At it E
RS, A HSCs [F3GHE . iR M ECM & ldefit
7o R RE R SYIR BRI, AL, FRIAN HK-2 AT 5
LR PR LR AR PE B B ilIE (VDAC) 4546, il
LR R R AR 3R C, M BE TR U245 S I B4,

TR, S B 4+ HK-
2 EREAFRIA, POHIREREAR, ok 2 B FE S FLIR AR
B, BEIRAHM ATP &5, AT S| A 40 i a2 AR
WS, B siRNA T8 HK-2 J5, B FRXF
Jer 20 W B AR RIS IS 2K, (BT A I LAt 4 410
filge =AU HAELTH AL T, HX HK-2 @
o 200 P 1) R R T A F 9 kel

3.2.2 BEIRAENEREE-1 (PFK-1)

T PR BB - 1 (Phosphofructokinase-1, PFK-1)
e WA IS AR PR O PR IE G, ARIE 2R R SR
IEZESE, W4 AR (M-PFK) « iFERY (L-PFK)
A /R 2 (P-PFKD = [F] T-H§471, Bl 1 SR A
-O-TH IR A -1, 6- IR, LU I vk A A
B HE N WE AR A2 W IR AR R 42 (PPP) o FE R 1,
FEF A PFKP 52 Snail 36401, i RE S
R A RS ) PPP 22 B NADPH, 3858 i3 4 ffa £
BRI IG5 EE )T . WUk PFKP AI K& Snail
M RAC U R . A, NRX A BLf%E454 PFKI 4k
FRHOEME 5 IEH F Rk, NRX k£ F4MK PFK1 %
P, 1850 PPP SKJRM NADPH 540 H ik, $27H40
HPT AL B RE 1481,
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JHF R A0 P 2 A A G 2 S R AE ST 2T AR V6T b (K4 T BB F 7

WA R, CMBL f2& p53 (4 #E3E A, /£ DNA
P RO N # pS3 3RS, CMBL AJ 5 E3 2%
BN TRIM25 N WERE iR BB B PFKP 454,
1438 TRIM25 415 PFKP 72 RALFEAR, BET0H]
R T A 491

3.2.3 AMRBEM A (LDHA)

LDHA CALERILENE A) AR AR 2 A D I
() O S PR SR T, TR TN P RO S A FLIER SR
NAD* F- A= DL YER7 0% 1 Al 17 2L b AT, 72 I 48
Warburg 300 A% 04T . LDHA FZDLPYE A
TEARAEAE, FEIE HaIEH N mRIL, HRIEAZ
HIF-1a. c-Myc S5 5 R+ B2 B, 152 fie L
p53 Hfil. fERFAIAE T, LDHA it (et 2R 4K 5
S, AR AT AR R T A R
ik, JFRTRBRREEEE (MCT) LA HA
FLIR ZEARDY ., B 5 121072 LDHA ¥ 1t 1) = 24
T, SR BERRAL Sz B AL I AT AR AR E
SEEETE: ANP32A g 455 LDHA JH| iz
FALRRAR, AE KR 2 22, TR SR R
LDHA M2, 5] i AL BRI AR UK B 24 R
HFLRAE M, DARIEHME 7 N R R R IE, &
5 200E  HF 40 s (HCO) g s,

R (Oxamate ) A2 28 HL 1) A B R 45 #4204,
AR R SE A AR B 445 & LDHA [iE A7 A5,
LA AR 5 NADH 256 H48, FHAG P8 BR R [ 7L
fRiAk, MIIFHET LDHA fIfELIhRE, FRARALER A
B FF 0 Warburg 22,

3.3 ABEX fiF B30 ) 7

3.3.1 CFEBEE-2 (HK-2) 7]

HK-2 /& FERE R EC LR S BER , S5 28Rk VDAC(H
JE A s 4 BH B8 ¥l i, Voltage-Dependent Anion
ChanneD) &G RMiT 2, RFARE S, HomARR
P 2 — 2 3-R AR (3-BP, 3-
Bromopyruvate) . AL, 3-BP il hidtft HK-2
TSI g, R DL 400 (URiE MK B 46
Uk BRI 41 i , Diffuse Large B-Cell Lymphoma Cells)
H HK-2 K T GAPDH CH- s -3-Ti & fii S0
Glyceraldehyde-3-Phosphate Dehydrogenase) -~ LDH

(FLER M E M, Lactate Dehydrogenase) 25 HE M

HEFLIL, WK HK-2-VDAC E&Y), 1 HK-2 54
JEFR: 8T GLUT-1 (& %128 1, Glucose

Transporter 1) « MCT-1 (HRRFizEH 1,
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Monocarboxylate Transporter 1) % HIF-1o (%155
[A-f-1a, Hypoxia-Inducible Factor-1a) , MBS
IAEE, D FHWTHE R, [HA3F N2, 3-BP
FEAE IR BEREIE L AR A P 3 R S5 kR, TR A4,

3.3.2 AR B HEE-1 (PFK-1) #3157

O- T R R -2 - S il SR -2, 6- — Bk IR (PFKFB)
#& PFK-1 [ B3 B A2 K 7, PFKFB 1E N6
ity , 383 LB (o-BEIR SR BE-2- ) A RN
-2, 6-WFR (Fru-2, 6-P2) , ifid Hu RS 1 CR
WE-2, 6-_WEIREE) F&fR Fru-2, 6-P2; ifi Fru-2, 6-
P2 /& PFK-1 W58 A0 7], HLI s v i i %
PFKFB R IRAS M Fru-2, 6-P2 /KF, i
5 PFK-1 ¥ M) fE/NHffu i (SCLC) i Firh,
PFK 158 {24 PFKFB3 14 5 PRI 7], Je 2L e B A
FIHIEF o & e DA S A T 1A 48 fe b & PFKFB3
J Ak, PFKFB3 (p-PFKFB3 S461) HIEHAEIA,
D WERE AR S Fru-2, 6-P2 2B, R4 H
W, PR AR, FLRAE R A ATP & kil
H AT, PFK158 © 58 8% TG RS CH T g va 7)),
HuyatoBayEbRit. ARTHREZLAE HF F
PREITVER, PEAEASEGTIE PFK158 X HF F2EE. i
Thae BRI AR bR S 520 .

3.3.3 FLELEEE A (LDHA) #0il7)

ML R JE B T R AR N TGF-B1 y& kA
FFEVIR4H D LX2 7 LDHA [f%E 15 mRNA £iX,
[ By BT A A MV AR S el FLIR AR A, 3 11 55 0
T f i . bR JEEAX LDHA H40I4E F B B 1
R E A, BEZWIKRE TR, LDHA Rik/KF
SRR TR, i PHTA SRR, HH LX2
Y1 B F 388 5 T B T R D . LR T I 3 e 4 )
LDHA /- FPER R E AR, PR o-FIF VSN
F (a-SMA) FITAJK R (COLIAD) KIRIE, HIFY
LX2 iSRS, s 4 AR R o G R
U, 78 CCLEFM KR HF B8, mtdke
Fr T AT 525 AT 2L LDHA M ARIE, [
AT GLUT1. HK2. PKM2 Z5KE B4 fiR it /r 17K
S, BEARAN ) T R AR S VAL . MR JE e i
#[a) LDHA M08 PR B AR 10, DR AT A i i ik 5
SR HEDTRR, BRARHPATAERE, o3 AT 550 52
e,

4 BEMRE

HF 1E 18 1 e 0t J 1A% O B, LR AR
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JFF EE DR 4 L % A O S 2 R AE I 2T AR 97 Th PR Y LR 5

WL B2 22 Pt 2 284 15 05 50l 2% (1 2 20 A HAE A
HSCs AR FEgRFEAEIX — b R 3R iZ QR 3L
TEAOIRES 58 B e AU S 2 ) AR TR S e A 414
PitFE. AFRET, B HSCs il FEalH
YRR IR A SRR RS, MIERBEIBCT, s fe
BEAC U O RE , L PO I A 420 1 18 5 9 4 A o
VAR X ECM & it 7 R R B Rr 5 A&
R . ITAE SRR HSCs AU 4w AL W Fe R
TE2ARBET A, 8% TGF-B/Smad. Wnt/B-
catenin. HIF-lo 255 5@ HAER, PLAERM
IRAEAS T HE B ARG R IA RS T TS, XS R BN
PUA A IR T IR AL TR BB AE L .

T, HSCs AR EYmFE N HF Bhvaseft 787
], ABATYAEAE AU T EL A R 28 AN B . 38 2 401 7]
BRPE KSR ) o AR 5 — D AT A TR R N HSCs
RBFFE R 22 57, IR AL, AT 15k
WS, a3 o A )k A 2 R L PR 2 UK
HVRITs R IERIGPRIL A, R WE AR AH OG22 W
HAR, RRFHENEI HSCs ARM “ LHEgpFE”
MU, BhJy HF SR “n4%” 2 “nfifs” R
W, NEE WKL, XTI RR AR R AL
HGHESH I T A B (A R0 0T, S AT RE AR 4R AL AR
TR RIS 16 TR A8 B A%

SRk
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