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E: & T m@i(iver cancer stem cells, LCSCs)ZM /&P V& G5+ LA K% R 2H., ¥
AR RE A M, EATRAAE. B, AR, T aALERREGER . IFIEmie ey KA
Bk Bhuh — B R F R TR E . LCSCsAB L FAEAF 7% T mf LA £ 7% 69 45 B f7 A8 /) A= F B 98 1
I Hi(tumor microenvironment, TME)#9:E B 8% /1o A LA TLCSCsty 4 &, HEEMAEL AR L E
TME Y 69:& 5 HEhuh], A )6 % MILCSCs 5 3 Ah 08 77 R4 37 % 5%
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Aerobic glycolysis of hepatoma stem cells and its adaptive

mechanism in tumor microenvironment
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Abstract: Liver cancer stem cells (LCSCs) are a small number of liver cancer cells with strong self-renewal,
proliferation and differentiation ability. They play a fundamental role in the occurrence, metastasis, recurrence
and drug resistance of liver cancer, and the metabolism and survival mechanism of tumor cells have become
the focus of research in recent years. Compared with non-hepatoma stem cells, LCSCs have stronger glycolytic
ability and adaptability to tumor microenvironment (TME). This article introduces the characteristics of
LCSCs, glycolytic characteristics and the adaptive mechanism in their TME, in order to provide a new idea for
the follow-up precise treatment of LCSCs.
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JHF-9e8 A2 H AT L BB 2 — . B T
7 BEPE R, H RS T T BRA WA,
JHHE B AR R B — B R T . X EE TR A
7RI B A — AR, R Hp e e
MRNE, HEREER .. K& IR IT 5 EL
AT RERRE, (HE20005F LK, W EE A
TCRFGENIEK2% . it DA HH (World
Health Organization, WHO)Till, 20304 ¥ 4ET
NECE #1005 s RZEBIRIT 73R, SLtE AT
RS HEIR YT IB/E A . LAk, BEAE TR WG
J7 REIRITENGE, MR R M. MR T4
(cancer stem cells, CSCs), 4% a4 fg i b A
Ji IR 1A 5% (tumor microenvironment, TME)ZEH 77
FIHERITUS  ZW AR TT 4L 1 80 LK

CSCs A2 fit 6 40 i v 38 43 A S i 3 38T
KGR DA, MM, B, Bk
Mt 25t R EEEH . CSCsTEAEBEM T, K
SR R T8 I b T A %) 77 2 2 10 U 85 v ) A
B, PAEATPHIFLER . X WAITMEARRR . SREAFIE
FRERZ I E . [, CSCsTEXFIFLE T4 H
AEGFIERME. TR SE S RE 77, X
REA M B A IRIER, ZKERERR . A0
e T-4H fu(liver cancer stem cells, LCSCs) ¥
Rt . SHOCHE s EEHM SR fETMEH
3 B AT 2R IR

1 LCSCsHJ4F=

1.1 LCSCsH 3k B R 45T
CSCsfiuif i, Mg I8 Al 5 AR K2 i b g8
/DB CSCsHESN 1Y, X L4 &/ ME A T 41 i
TR A IR ER . s E R 3
JERE JIRRSE R, MR R B, Bk,
A MRAME I E RS AT — A B KT
AR IMIAR T, X MPEE 15 HNE T 40 e % D) A
Ko HHET40 e BA SR 27, & n DR
PR ORI AR 4 277 A — N T dl B A — > 40 2
RIAFIThREAIM, AAX IR R B 8 r=4E
A FE T 400, AXFRZE. XTI
TP A7 2 4 R P 40 Bl 2 = DA AR AR E 1A g
A0 M ) B A, X R A AL A T A, U
T T BUAREFR o 58 R 42 10 3k B 4 A i A 2 PR 5

AS (T4, X AT REELCSCsHISRIED . IEH R
P 41 A R0 E /S 41 i wT DALE 34 )5 140 2R B
U A R, T I 8 A B R L A R
AL NLCSCso  HLUnTE Z A RT 9897 B (hepatitis B,
HBV). PRI % 9% 5 (hepatitis C virus, HCV)/EkZe
DL S AR A 5 i 105 V£ I (metabolic associated fatty
liver disease, MAFLD)% 1124 28 i K 115 3
T AR A A S A T/ AE 2 A W 2
B, Sl SRR, m AR RN T A M
(hepatocellular carcinoma, HCC)™.
1.2 LCSCsiy % E

HAT, LCSCsii AR BNR: TR AR EY,
{HH R AR £/ CD133. CD44. CDY0LA
JMEpCAM%: . X EEK 5 £ M) m R IA B~ #H CSCs
THERE, HRRE R B A BRI R AR 2%
REA, CDI33R—Fh ISR A, | ZAET
SR, . . BiE T4, B
R T AR AR &Y, DLRAEREA &8
Jo 1tk A0 R ER A ) R S A e . R TS R R,
CDI133 i Mi b CD133" B A7 B 5 1) H K #rfig
LYKV RLRE JT . IUE A CRE T A O iU I8
B0, BT 25t BAT O i 2 1
CD44&—FfEE T RET N, S4RT%. &
PRRF I 2 DA R OB B 1, S AR T AR &
MG, AT RELCSCsT M. W REH,
CD133"'CD44 " JiF-J 41 i 5 % 27~ B8 8 1) 1 41 g
itk , Sumife /1t EbCD133'CD44 4U i 5, it
g PE s, HL S8 g A O IR RE AR S R
K. CDOO A& — b i i i Ik AL 48 5 41 il =
MR A, FES 5900 DL g0 -5 5 R
FHAEH . CD90" LCSCsTE J5 A& s iR R 8L, FF
AEAE T 20 Mo i B8 m s R e 3, BRI NR
B A M vE A AR 2, AT R R R A I R, AT RE
5 e AT # R k" . EpCAME — it i 9 2
H, EpCAM™ CSCsEABGRM HILEH . 21k j&
SRR S1. 5CD90" CSCsAHLL, EpCAM™ CSCsfE
PR BRI /N BR A N OB P s, (HAR 22 AR I AE X
B gy, AR R A AN IS H IR 2% A (alpha-
fetoprotein, AFP)EIEFXK!. fESLIGHFTH, X
SR TH A B S B R % 8 LCSCs, AT
FIAKLCSCsIT1t o ZEIRPRAF 7t 5 A R i 2
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B ARG RIFEATR o

2 LCSCsytEEZfR

JH R & NARARH Aty 2R E 2 Y
Firo EA RSN, 400 3 208l 4ok 44 A A 1
FRACIRTFRE & PEBEAR AR R IR IR, N =32
BRIEHR, Z2HANHUBERML (oxidative
phosphorylation, OXPHOS) NZHMififE. TH{ETCE
FAER, A I B AR ATPAIALIR,, A
e ftae R . EEFIFKOtto Warburg KIL, i
Jo 2 M B A AE A s DL T, T AR R W T A T
AU Z 0 DAL BR &, IX P SO I i ) A
WA “TUAA&” 248 (Warburg effect), H
R E AR FE . ARATPA BN i FLR AE AP A
(B1)o CSCs AR ffy8d T4 A Eb 58 o4 i b4
W7, WA S R EE N ECSCsHE IR S
REE AR, AR, LCSCsHEmE A< BEm Lk
TR R A m I RE, HHT S
P PR B O A A — o R 5 CDI133 i
JEAMIAI L, CD133" LCSCsHl B iR 3 R (Glut ] «
HK2. PDK4MIPGAMI)F LT &, =4 s iRk
F(extracellular acidification rate, ECAR)FIHHAE AL
(G6PaseMIPEPCK)ZIEFEAIC, ATP/KFPEAL, Zekifk
PR D R, i TLCSCs R
FEAML Be A R FFAIKLCSCs TP 2aA,  H iR 4i
MR EMT IR AR = AL g > Rk, #HILCSCshl
T 4 R e R R B EEE
2.1 LCSCstEB I 2 P Ry X $2 Bl

CSCsHIBERF MR R b, A DY b Bt B 3k il 111
Z 5, W5 O VEENE2(hexokinase 2, HK2). R
L VE BN (phosphofructokinase, PFK). A R FR
(pyruvate kinase, PK). FLM& i &l (lactate
dehydrogenase, LDH). X4EEGAEACEH 5 e dt 1
LCSCsHIBERE AR, BRI = /7 LCSCsHIT
PERAY, WAFLCSCsH B 5 itk
2.1.1 HK2

HK2J& T COWE N X0, A2 08 I Ao 7 v 1)
PR, R LA AR 2B A D 2 B -6 1
% (glucose-6-phosphate, G-6-P). HK2AH & F T
FENVA A BT A b 208, IR Rk .
{HTE e R AT, AR IHK2 R IE K L. A

FORIL, HK2/ECSCsH R IEM I w! . Li
NS Py 4 3 K 41 CRISPR/Cas9HEAT i, %5 5E
674N Bom ACH AR G R, HEAT X H R IHK 2
RERE— DAL HELCSCs I 4EFF A H F BT . FoxA22
ERG A& R R, sERN 5 Rtk i e
MDNA% &, Z 54 R WK EREEGE, R d
S AERF I IE RS I BB ok 1 AT dE
I Fox A2 ) 2 3k W] LK 5 i I ot AL 1 3 - J3l iy
(phosphatidylin-ositol-3-kinase, PI3K)i& {4 AH ¢ 3
KI5, JFlR T AKEER 1L, FRIKHK21 K
i, PRRLCSCsHIA SWEREME, MHILCSCsHYbH S
g frg A K
2.1.2 PFK

PFK e i B Ak 1 262 PR Bl , 2 SR SR B -
6-T# % (fructose-6-phosphate, F-6-P)F& 4k Ay B -
1,6- WM. HHI, X T PFKIEME A0 7T
b, FE At g RE G Ml e 40 ML T 4 e A
FUMR e 40 ML R T B 4 B R A R B AT R
%, I HAUNAEPFKAE Jy i 240 P 1% i 1) — 20
Fabr o XinZEUOURIL, /N B Y B IR R B
(phosphofructokinase-platelet, PFKP)f BT &&= ht
P 2 B R B B L R TR Y L RE T DA v B T B RE
71, His A s2iGuE ], 6 PFKPA B FAR
LCSCsK bR EXI(ALDH1. CD44. CDI133. Sox-
)MFIL. TSR EPYR L, I PFKFB3 %A
AL g g 5 . IR B ANIE e . 1K L
WEFEARI, ANHIPFKA BT~ ] e 40 0 1 A=
178 KA+ 1k, 8 HAH 5 0 7 HL A OR
B o
2.1.3 PK

PK AE M A B IR I T R 2 = AR DI R, AL
PKR. PKL. PKMIMIPKM2 44NEHY, 35HPKM
FPKLEER ifd . Horfr, PKMILE % 40 &
&, MPKM2EHCCH m &k, 5 B3 10 L 7>
P WmR IS R RN B TR 2RSS A — 52
e R IR PRI, L D R T st Sl U3
lif4(pyruvate dehydrogenase kinase 4, PDK4)ff]J3K ik
MY BE FEARLRLAR R B A7 LA L ATP 7 5, I8 RE F I
0 e B DA ORI R R ) RS, A
Y B 5O P 4 T ) AR R A B, R I A BT
LCSCsEK MR EMHIFRIE, IR & X7 245
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(RO 245 P48 B . MiR24-2 4 A A —F B AT 20
IHREMI I/ NRNA . ZELCSCsH, miR-24-2f84E i3
PKM15 ALCSCsH Bg 2 IR & M W i P I8 5 [
(sarcoma gene, Src))aBh T XRS5 E, 9 T Src
IL, ik T LCSCsIH s LA Som >, et
K FGATAGTE Z M iE A F ¥ RIE, 55
HCCHM B4 . AR, GATA6HES5PKM
R A 3T X 85 & HH B IKPKM2 i 5%, [F ) i
GLUTIAHK 2R IA, i FF- 968 4 A 110 4 1% i 7K
S, AR A HC C At R A7 8 17 A A U I 42 3 B0
P BRI F ARG S,
2.1.4 LDH

LDH /& Wl B fife o 12 b 1 B s — A PRSI, fh
A TR R A B FLIR o v R 4 R e 1 A A P o
A, FLBR I HEAR A% Jl 1 R 1 A B2 e A R T i
A AK. LDHA3INTEA(LDHA. LDHBAI
LDHC), LDHAF FIT A B iR 7% 1k N LI, 1M
LDHBWA ] T FLIR AN IR EE ,  DAAERR 40 L
RS T 7 o 2 iE R AR, I b ST 18T ) PR BE
FIM . WGPRWEFER B, T B8 38 ) I SR A 2 21

Lactate

Lactate
F-1,6-BP

Pyruvate

Rely more on glycolysis
for energy

e =

LDH/K i, SEFHHGE REFEMC, Mg+
LDH/K 5 s 1 B FRE e AR, LDHS &
FH LD HAZE [K 9 i (1) 44 0 SR AT 4l ,  7E BRAR 261
N BRI A P A R A R FLIR DA S A AT, H
5CD44" CSCsHEAH — @ MK % . LDHS 1R Iis ]
DU #ECSCsH 7Y . LDH ik iR AL AE(E
BELCSCsHI 5. i, EReIRMEFLIR AL Ak, oo
TMEH HJpHE , M35 8 H] T LCSCsH A 1K,
FEIE PR A 5 i 3 I TS 2 R AR %
2.2 LCSCstE PR X B IZER

JIev g S T T At 1 G B R 1L 4 ) B i
# M (glucose transporter, GLUT)FIHER IRz E
1 (monocarboxy late transporter proteins, MCTSs).
GLUTAH. T AR THT, 2 i 20 0% M40 i &1 2 A\ 4
W E B IE A, W2 1 I 20 M v e
FERHRE Ao LR A 41 B W I M 7 A= e = 00 4 22 7=
Yy, MCTsEEXG 4N M LR LR R4 ok, b
Mg, BRALTME(E ).
2.2.1 GLUT

GLUTHISLC2RE R 4wh5, = B 45 5 4

Competing with other
cells for nutrients

P <

Glucose === Glutamine s===== Fatty acid

a -
= >
z =
[\} m‘
~
/ Yy

~ OXPHOS-

/

Ell LCSCs5“R{At8" MK F
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B RBEAIARES. Har, ARDKIGLUTE
WAL 140 B (GLUT1~14), Hoor A BoA 404
Sk, Hor, GLUT1. GLUT2 5 HFHI% R %
PP, FERR 4, GLUTI 35 M0 B,
HHEmRNARIE A RIAKF5 @R KN
HAOH. RS U BB, T
T G FE R L R BRI R R ). AR
T, BRI . UPEE . TR0 AR A CSCsiE
T B A TR A MR P OR A R LT A0 iR
AP, MHIGLUTL 3R IE W] FRAR CSCs 1474 4 i 4%
B, [EIRH0H|CSCsHpiEkEE 71 CD133 113 1A LA
S HARAR A I RRERRE 1. GLUT 1% CSCs %]
MR FEERVER, LA A& CSCs ey i ) B T

GLUT2 - SAE4E T 40 Fl ik S pai i, 5
PR & VR P . R R WA VI % . Kim
2 BULE M Jeg i 35 PR 21 &I (the cancer genome atlas,
TCGA)RAF I EHE 4 B vh &3, GLUT24E LR
R BYIF RAR G s P REE S, ATHT
TR P FR s SAE MR A AE 3R . 2-1 SF- it B2 7 A (2-
[18F]fluoro-2-deoxyglucose, 18FDG)&—Fh#i#i18
FRIC R & M, EERIGLUT1AIGLUT3
Hiz 2N, TTHTHHEMEZE 2 E . Kim
LCLRR I, FHEMT GLUT? mRNAKEE S
18FDGHZE 2 IEAH ¢, H & TGLUTIFMGLUTS,
HorFHLHIE FedE— PR ER . STAT3 & —MAEAE T
Z R AL R RIEAE T, S5
Ak R, BRBARE. AR, AT
[ 40 1 () STAT3 V&AL AT AR i GLUT2 I 335 |
W, BN TR RE T AR A LR I AE R, R A AT B
[ 4 A B M AL B T S SR M e 2
Ab, GLUT23E ] 1 i) T 51 44 40 i/ 519 152 400 P %
e A VT A M 1 — AN AR A, (H I THL
TR . H AT GLUTZ RAELCSCs H (1) AH
KA FeAL A, HAE FH AL FE R R A Rt — B4R
%, BABAFEE AT,
2.22 MCT

MCT/ VZAFTELN ML, 7E I A Bl pHoIR A
T, ARAREAHIEHAE, FEMCTS 5
. SGLUTHKEIML, MCTHIEFIFEA 144 1 5
(MCT1~14), T 7L304 J R PR A 1 A0 LR A 1 7 2

WA LDHIE T.H(LDHAMILDHB), LA K 4Fh ARz
IR (MCT1~MCT4), 7£ i 6 28 i e =2 QU &
TME 5 i R £ EEAE . MCT1AIMCT4 3 B 47 57
B AR s R A sh, B gl R B,
A I R 46 7 TME, 0 R0 2% B8 T Bl i) OF 5 4
FRL, 0 R O 4 R RN G B A S, R fFHCC R AR
e kiR R D wRECYRIL, oS
MCT 11 1A T4 i e A 55 LR 1)
I, 53 TregsH b, IRAEMIRE KB Skt . B
FRH, BROWHEERTS5CD14744, M
HIMCTIFIMCTARIZRIE, PRI 5T BF 20 i J8g 14
i 1G5, HAEIECSCs i CSCsiE Ak it f b,
MCTI 2 RmBIRRED . AR LAR TN
WM AR A E R . A R s I
AR S SLRAKTCATEIR, AR AT /A
TCATEIHF [ 4ACY . AW RE, MHEMCT1H
FIE | CSCsE PRI ThEE , MMl CSCs )
wmE M ey T, LB R E, MCTH#is &
HXTCSCsHIIE I . #is AITMEZS b B A5 & 24
H, 1B HRTXTLCSCsH IIMC T iz 8 [ 10T FL 48
b AR BRI HAELCSCsH AR F HLA o

3 CSCs&ETMER BAEIFRIEN 1

GRAE . BRE IR TR AL MR BT Ak A 5 )
ik, RPN, MEMM RN TERIEF, @
i A B AR T R A, R B A
M e S AT B TR, RAEFFH SR
JE o FEIXLCRIR AN e, CSCsX PR 55 11 18 5 A
ENRE TR, REAERERE. Bk, W2
PEL kiR S . TS ROSRAE Y K
[ TME BE# /& CSCs P 34 5l 0 A= P fig s A1 A= &
TR EH AR, AERRE IS LDHA
AL RLRR , — 7 R 7O R R N S
(oxoglutarate dehydrogenase complex, OGDC)FJH]
fil, F20E 7 A 15 S F-1a(hypoxia inducible
factor-lo, HIF-1a)[I3IA, 18 55 I JRg 4 i %o Sk 4
(PRI L, ) B A4 A P L R VA B 3 m, BEBTE
7 /K -#KiE 85 A (von Hippel-Lindau, VHL), /b
HIF-1o ) FEfR, SCRETS S M Je 40 i A 200 % A 11
RAEPY, H—J5H, ARBIMCTER 241
Gb, BIJEE G 1 MR AR b, [RIIN PR B
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(OpHAR , & Bl Fr 325 5 40 Mt 0 9 728 400 i 26 K75 31
O, R A A E A SR I AR A S R R A
B, RIS A5 3 g R A S s 1k i
3.1 BLEAME THILCSCs

SR iR T A PR 1) g R EERRAE AR 4H
Ji 7E AR 85 R W] LLE IE PI3K/Akt. ¢-MYC.
ERK/MAPKZE 5 iEEE, 5 FHIFFIRIE, BiEH
Z B, SN EE MR FIR, B
WA R TRIIECSCsRA I RIE . BAM KK
“F(hypoxia-associated factor, HAF)s& —FE3Z &
RN, {EBLEI B TP HAF R £iXJF S HIF-1a45
HIRZ EM, FHIF-10P%f#, [FIRHAFHE 2 S5HIF-
20454, WORHIF-20, 4% 40 B Y 64U S N HIF -
1o 4 AR A T HIF-20 (0 %5 5%, A 40 i A 5% 5
K (MMP-9F1Oct-3/4)IZEIER ™ . Oct-3/4 1118
IR mT DA A A A0 i 2 a4k, 1) 22 e A i
AW XY, HIF-1a. HIF-20f8 115 SDF-
1. VEGFRik, k7l i LA K B g if A 1) A=
B, R AR AECSCs R R RIA ™, 7E B IR
Eivt, HIF-10fTHIF-2a C 7 UESE7E £ FCSCs 1 3R
ik, TEBVEOREE N 4 RECSCs i 3 R AN A5
M A e L EAEH .

ELCSCs/rii, MBI R, B nr b
JH L AKT/HIF-10/PDGF-BB H 43 ¥ JR 35 18 533 6} 1T-Je
1 Pt A IR T AL P PO 26 1. Jung 2T N
JiFF 75 0K P B2 41 B (human - umbilical vein endothelial
cells, HUVEC)5Huh7ERRILEEF%, #{R4FHCC
B, MBS FREZ (I TME, AU BER {4
ORI B HIF-1am ik, N2 7 CD133,
CD24. EpCAMMIB-IEM 1 & T AR W R IE
VL VEGF ) 215 . ELK3A] LAE 3t i & A= i
M4 . PFREY, ELK3# i HTTHIF- 105k
fE#ECD1337/CD44" LCSCsH [IMMP-2 fIVEGF ]
W, (R E. AR SE
i, CSCsUAHIF-1aMHIF-20 #7724 5 4
:F‘Alﬁi[%]o
3.2 BB IR E THYLCSCs

B I = 2 MR AE RO B s ) S — I
Bi, FEARKIULE— J7 T Mo PO KK, FB4 fiosg
TS A, W RS R RN R s
i, M Z BT S EE A4, R g

2Z 18] VA e Jiv 98 5 At 4 P 2 [R) 27 R,
S FBEERE . AERENEERZ., F1X
Fhse 4, CSCsHaF A . A AR
B, CD133" LCSCsn]i# it IL-6-STAT3/5 5 i it
B FIGLUTIMGLUT3 %k, 48 Mg r 1%
R ECE A RET . fEIXFIVMAEE R, HCCHI K3
7 E L FEFE B 1 (fucosyltransferase 1, FUT1)#%
5, A A/EH TCD147. ICAM-1. EGFRA
EPHA2Z R, #i5 Akt/mTOR/4EBP1{E 514 5
PABR B RE T . BRib 2z Ah, &R MR AN
BRAE R LCSCs 5 ) FE 40 i 5% 4+ 1) 5 350 SR W)
(K1), ERARERAW I, AR L, Moy
CSCsH A FI I HEREfR 1 6E 11, 2 MO & HE R AR
WA R E, MMM E T R R BRI, XL
Srem i B FIRE RS fO s A AaE T, #ELCSCs
o, REE A BT 4R L TR R
AU 77T, CSCSTETIFR T Hh i 38 i 59 n % i 197 IR
B LAERE A B TP, NANOGHR T-41 i 1 F&
BB 2 REPE4EFE I B 7. fELCSCsH, 11
NANOG ) Z 1k v i) G bR AL B IR AL, PR
FEIC) (R EF 3G 04 e f i D ER AR, DAk & T
P DL R it 245 12 fERAR I S T, BRI,
CSCsH k&' tbArCSCs%, H 5 4m M TPEras
a4, HAETIR R L2 2 MG )7 8 tets
CSCs B Fa 245 kA i I 4l iR o7 Y 7Rk
A BREFEROREE T, LCSCsRILH #Ur iw] 98
PR, TR IE R S AR A GRS SR B T, X
R (AR R Kt 2t AR, B AT
LCSCsIW R BHMLEIA Bh T3 — 20 T HAETME
) S
3.3 B AEME FHYLCSCs

AR, AT CSCs5 iR B S A 15 ) 2%
R Z , TR MO 5 5 CSCs I 28 R AL
B NRIEHE AL pHIELET.35~7.452 18], 1fi
AHOCHRIE it P R R R R B I p HAR N
6.7~7. 155 BRIE AR 85 3 B 5 R R AR LR
AEAR = EICO, A%, SAKMET, COLilE
I TCATEI B BE B BR = A, 72 Bk IR IS 9 1 1
NERH,CO;, AEMEEKHCO; MH", Ff1E
H-ATPR§. Na'/H ¥k I FIMCT4% 12k 15
5, H iz 2 g, HTMERL . 78k
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AP R ME A B R 0 1 HIF-1af1HIF-20,
FEHmiR-21FImiR-10bJ8 3 F X454, Rl T
AN HAAmMIR-21 FImiR-10b[IFRIA , 7EAKR N AR MR
BEME T MR E. ERAREN . R
PEFRIREE N, 88 40 B 1) B BR E ) L KX CSCs )T+
YR, RS WA R G RK
L, FLEG AT DLE I 4 8 1 FL IR A R T B I A A
TCATEIA AR G HE R Rk, SRAR 12F Jifv 3 41 i 1)
AR, PanZE RN, FLERAEIEEHIA R (AR
eIk, G RO EE TLSCsIK8 A, 8 4R E 7
212 R R % (demethylzeylasteral, DML)FERF
R4 FLIR KT, #IHIZHE FI FLIR Ik, fFLCSCs
FMERE ARl . T YRR B AR S5 B %
IS, JRAER A S50 A H0 I 7 #R BB T R AR AR
K, BRAH THCCHAK . MW ER#F AT A
H, ERERA ST A U S HIFIRIE, NSRS
B SR SECPR AT, T AR ST ) S e e 40 o Ao
AR, BRALTME, [MLCSCsYE MR R I R 51
HR B B A AT Y G AR O B
AN m A ST ER R . RS, A
A FLER A2 T AR SR W U AR A, TR R I
FHOC G AN ia R A I R R R0k, X CSCs 4t g
WERE i B L N, HH X 7 e R,
HAT FE w50 m 5

4 NEERE

CSCsTEMBE KA ke HR. MRS
WAMEVER, Hrsxtcscsiyayr i, &
RCSCsARM T, AHE R CSCsARM 2 AL HT B %
HIEWAT . “FLAARE” RUSLEE H I e A b
fife 10 AR ABE 20— A 30 SR B JRg AR F AT 1 AR
&, TIREE TR, RILCSCsth [F AR A7 7EIX
PRI 20, B 2 0 FL AR AR B bl AR IR - 41 Al
B e . LCSCsHIA FNER RIS AR o 1) SR AN s
FEEAAMUXTLCSCsIHIEEE . 1278 L X TME IR Bk
BABEZEM, M H X T 40 B B L R
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