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[Abstract] The inability to fully eradicate cancer stem cells (CSCs) is considered to be a huge obstacle in tumor therapy. CSCs can
be defined as a subpopulation of cells within heterogeneous tumors that have the potential for self-renewal and differentiation. They

can also drive malignant behaviors, such as tumor initiation, resistance to chemotherapy and radiotherapy, and tumor relapse.
Multiple aspects of CSCs have been studied, including specific cell surface markers, self-renewal pathways and epigenetic
regulation. However, relatively little attention has yet been directed towards to the metabolism of CSCs. Based on the relevant

research we currently know, here we review the properties of the energy and substance metabolism in CSCs, and we also discuss the

role of CSCs in therapy resistance and tumor relapse from a metabolic perspective. In addition, we describe the linkage between
CSCs metabolism and epigenetic regulation. Therefore, we highlight the huge therapeutic potential of targeting CSCs metabolism in

tumor therapy.
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BRI 2T (7). MR R R A
PEATR U DR, SRR CSCs A R THIPRIIAYT
HIRCR . A WIS AR CSCs BITRYT AT B 18 21 Ik
PRZESE, TP A RIS, HEEiampm .

BT CSCs \ME N TERIRITHE AL, AXHZIT
T ARG 22 e, A4 CSCs 45 57 19 4 B 3R AT 4T
R TR A S A B DL R e UL AL g A
SR, CSCs AR FREAI ARG B B 051 CHE, 5 £
IF5E 2% 1 JiivIed 2 2 DN B %) S Jo v LA B9 s 114 R ko
i 928 2 AR B A S e . -4k CSCs AR 36 55 15
(vulnerability) Jf-LAMCHHIRR, A 20 MR sT e 4
B SR o AR SCHUONE I AR SR A G CSCs AR TR K
AR A R AR RS A TR DG 253 .

1 METFHEMEEEAUNSE

VHIE iR A E bR L (oxidative phosphorylation,
OXPHOS) J& 41 i fig s AR M ny 2 Sk F 2 ik 42 .
WARBURG "' &8, ML T IEH LR, M
Y0 B AR R A, RDEEE R AR T, RIH
T S A 0 7 SUR F R A, IXBPR O Warburg
BUR” o TEVFZ SR R, CSCs A iy B AR AR P A
X4 CSCs 1o F A WERE AR OCIR +, QI AWE; iz
AL R VRt R P T O SR A B ot
TR vy O S A T M SR DG 3 DR 1 2 AR K R U b
CSCs {8, JFMMR AR Z 8 7 BB
PEIE, g i S R R CSCs A5 HAb e 4 e 7 i
R HAFAE22 5, CSCs IR AR IR e A
A5 R A I SRS AN A 4 R X AR AR AR Ak
Bl S, 5 AN A AR JFRRAS Y I BB ARG

1.1 OXPHOS

SRR VR CSCs M E g i UhA R O 7
VF 2 WF 58 A5 BE 50, ROk B 2 Y A 58 OC 1 #
OXPHOS Xf CSCs W47 S HRAFME I B G H 2 T8
—FRINLRAARNBFEEARE SRS ST, BT
H DA A 340 Ji A5 400 1 g e 2 v — A% 5 R (reduced
nicotinamide adenine dinucleotide, NADH) ¥ if & 7Y
RS = K BR (reduced flavin adenine
dinucleotide, FADH,) 516232k 0,, [F B AE
YK h ATP (4 B

LAGADINOU % 2" % 85 4 T LSCs i /K F
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TG4 (reactive oxygen species, ROS) A AML 4 Jify
FI RIS B 40 -2 (B-cell lymphoma-2, Bcl-2)
X —HAWEELRAE T PT ToE E, # Bel-2
AE 1% BEL T 41 2 (1) OXPHOS I # R IR LSCs H ATP 1)
Fed, E5/KF ROS B9 AML 41 ifg 71 IE % () CD34" 41l ifg
A kb R T A A AR A M X RE B 9SO, 1T LSCs
[ £ B fi BE 71 (reserve glycolytic capacity) I B
WA, LSCs X — PR i B & L5 A Uy Ih
PR b #1 E BR LSCs (#8075 12 1 8 £ B 1005
(chronic myeloid leukemia, CML) ", #ff 5% % i i
A7 28 7R B R 5 AR 20 24 9 J7 BAIESE . LSCs Al L T
oAl CML 4 i T B g 208kt K 400 1 1 0 71 26 0 2 1y
SRRIGH R ] =¥y, JF = BE AR OXPHOS s 7
BTN SRR AR R A 365 BAT 300 Sk A
PEIIIRE AY U PR 28 R 2 BRI 1 70) B S5 3 e Ak 7
5 B BERS HE 135 [k CML LSCs, M1 sk 2 i o 42 %% Al
AAFPETR 25 7= 2

OXPHOS X} CSCs Y FE ZE A1 Fl /6 S A T K IH A7
o BB T4 (glioma stem cells, GSCs) 41k
1% 967 200 L B A B e 1 4 AL A R ATP K P, 4 o
OXPHOS T P k-4 K KA 43 GSCs JURE F 5 R0 A%
FAFIGAES) . GSCs ) OXPHOS 32 IR 5 ke
K A F 2 mRNA 254 % H 2 (insulin-like growth
factor 2 mRNA-binding protein 2, IMP2) K I % ,
IMP2 1 B¢ [n] 2k KL A4 iz 3% S B 0 W B A O A 4 1Y
mRNA, Jfil i flf By 0 0 B 52 5 ) i) 2H 4 ok 4
OXPHOS ™. 53 S AR R A CSCs 114 g e AR5
Rk, TEBRSM N a sk, RILLE UM U
HHE, (R BRI 40 22 1 EFT OXPHOS, FFLA
IR & AR R CSCs; X UL E AR R R AN R |
JAFIRAY CSCs KRB . G5 I BURRE J) Al e sie ki
SFFEME Y. LEESF PO 48R T/ = FAMEZLIE (triple
negative breast cancer, TNBC) 1, [t 5k K 4 i 1)
¥ 1 MY C MIPLIA -3 F MCL1 Al Bp[A] 3§ 3% CSCs
1 OXPHOS, Ji5 S 4E+F CSCs by diitk . kst
AHOCHIFSE AR T O 595 . 45 B a8 RO I AR 5 LA
S CSCs LRI ZS MUY RE AR 27

CSCs Xt OXPHOS IR 5 SR AT LA 1A L 1%
EBEEAT B IE ARG IS A, INATRTIR, PUFRER
BRI FH T #0 1) T5 BR LSCs, R H:BEAE 1 i Lok A
F1 J5 1% B 13 DA i BH 7 OXPHOS JF fiff 41 Jits 1) A& 2
10 HEEE X T EE A T /Ny T
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il 37 IACS-010759 H Hij 1IE 78 AML 1524488 i 47 1
WG RIS s 7 Z B BIFSE o A& B 55 RE RS A 4k
Ei A B i B 7 b e R e o N o 1 B
AL e FE CSCs i BERE AR, 3 T BELT 40 it 2
e NIV A NNy e <0 Fa o AR <6 i N - —
H S 1 g OXPHOS {1 il 751 137 FH - B9 S5 98 A
BRI ST SR T R . — 00 I 300G ARSI 6 Y 45 R 2 1
- HOBUNCRE % A R0 B 5988 CSCs I I 1 5 b
e Xt LA B R 300 AR T U i 3 e 301 e
JARE AT T RO I AR FRAR Y RV IR CSCs Bk
kTR B AR #S OXPHOS, {BAJ3 1H & B AE 4] 4 34 )7 wil B
ELAFAE— /N AR — FF XN CSCs WA, X 2L
Jfd 38 5 B A A ] 9 23 F 45 3 CD133"/Mito™, Bfi13
IR e ] IR A A A Y, DI A5 2 20
HBE % G 32— F SIS SR B3R T HE ) 9

1.2 fig A isE v Pk

A K CSCs FE i ge AU AT IHAF AR i
AN[F g R R CSCs I RE AR A E —E M 2 5%, H
Bt 5 5 119 2F Jo R e T AR B i S, CSCs AR
FRNEE LA oA, B B I P

WNHT AT, WEREME A1 OXPHOS XF GSCs 45 Hi/E
Yyf o e A B A P02 BRI KB,
53900 LAOBE I % 50 OXPHOS & &= 2 fiE i 1R ik 42 19
GSCs A 1E [F]— ogg A ZUh B R 31, 5 35 Bl o 4ok
TRAY GSCs, v FH I W% 4000 1 551) 55 25 3R it 2ok A4 Y
GSCs LAz Re i AR, DT 14 M % ik A G A g
i kR R AL IR A R P SR, TE
O R /N BB R L B SR T 4 i (ovarian
cancer stem cells, OCSCs) FEME IR Bz 14 3 R LA
DOE X S 2R Y P REAI R, SOAT AR R AR o B T 20 ek
SRR, AT 235 W W A A R 7 sl T 3 7
FUIRIE T 4000 (breast caner stem cells, BCSCs) %
HA2FAF R M A, LA (epithelial-
like, E) BCSCs @ # ik & M Wt & W (aldehyde
dehydrogenase, ALDH) FFAbTHAFIRAS, WilA]FE
¥t (mesenchymal-like, M) BCSCs i 2 fitg J& 39 8 H
SRR AN, HEAWBRENE Y, Luo% ™ &
B E-BCSCs Fl M-BCSCs [ fQ i Rk B A ik 3% 22 57
E-BCSCs ') OXPHOS By i ik, DA M AT 45 s 14
ROS 7KF-; 1fif M-BCSCs fri BE MM I, L ROS 7K
SR, R AR O A 0 T e A A A R At
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BCSCs & 2 ] 76 JiuFE 2] I J2 #E 6 A%, DI el 25 4
Y RE AR 0 S 4 P ROS KF- . 78 AML [ 4H
KM, BT R A0 M ] ROS /K1) 22 573 5
LSCs, JCit/E#i KibJeE LHpNfl, HLSCs¥ i
BT AR XTI A ROS 7K P14 3 5 IR/ ROS X
YEFELSCs 1y THE A EEMEHA 5 Y,
b gE 7 AR EE T CSCs R 7% By RE AL R
CSCs H 3 3 19 B & X 10 3 12 % 7 2 Wl 10 1 38 2
OXPHOS 5 M2 . Mg R EE . CSCs B[R]
TR LA K A B e Ak 1) S A R IR S S5 B DI ER R

2 WETARHIREHTE

OXPHOS 1y I i #4515 ¥ I Z F iy S5 1) 5 1L 5 43
A, fOAERANE . AL S, XLy T T
e A =R WA B4 1Y v ) 7 49 107 2E B NADH 5
FADH,, > OXPHOS ffit skt . #yBifCifii > CSCs 1Y
A AR AR AL FORE,  [R] B 447 CSCs (9 A4 12
AER A

2.1 A RIS A
XoF S0 1% 34 9 P ARORE 41 5 Bty 3 ) FH AT e e CSCs
YA R RAGBE . CA IR ZS SRR, G N
H Bel-2 1l M 4E 2 FE 50 (venetoclax) Fl12 H 3EfL 24
YIBTFLAL T (azacitidine) 7FANiE &S ALTT B8 &
HAFE AML R B b 075 T H 1T 0 AG 3R 97 R
JONES %5 '3 b — 4R R T AT I R A1 FAL
il , TEH & AMLYE B, LSCs BRI & LR 1
o3 fRACHIEK 3 OXPHOS, 11 FCAlL IS # an e 2 0 . 4%
I I 58 (14 i 2K 2R X LSCs 1) OXPHOS 1 Al 4%
SO 5 ZARYT )7 S i A LSCs Xof 2 HE IR 1Y) 45 H
oK HI 555 240 i P R R AR K P, 2R T 2 OXPHOS
RN, MTIEEHE [ 5 FR LSCs B9 H Y. 5 LSCs
RIS, BE57KF ROS #Y AML 21 i T 368 s i o
fit IR IR %4k (fatty acid oxidation, FAO) L Xt
TR ER S E A REAR L Y, X — PG AE A
NHYBIESE o Al A5 B B6AIE 2V . LSCs Xt 2 B R 14 A
oK R M A R TE M (metabolic
inflexibility) o HIF 57 % BUEE HU i £ 21 T DAz AR]85 45
SRR TSI A, AR ]l RN TR 4K
SR, OCT LSCs KM AL A 2215 P B 1L it
HALA FR B . — M B2 LSCs AR T A i
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KA PARIIRE S, 01 TC I T 4 A ™= B AN 2 A 2
—B R Y (AR RS, A R 4R AR
B L X & AML 5 1 9 34 7 280 I N B
R 2 R A K LSCs M]3 it B9 FAO
K I3 X I A AT 3k 4 2 P A R R KO R T
58 K LSCs #H#EL T8 & LSCs HAT B hn 72 3% my AR 345 3
R, X 4R CSCs 1 AR I e Mk B 2 5 1 Jj8 & A= T

LSCs % f 1 i 1) /N 52 306 1k g 6 g7 #2416 1T
FE T, PEBEPEEL X CSCs (1A 1155 A5 T 30 fe 3 ik
Xof H At 1 B 20 A 405 3 A B N B B R VA YT RO
FEAR IR 2 R %

2.2 IRERANEACH
ke R 22 A A A B, CSCs i BR 1 BE A QX
£ CSCs AW A HRERA EEAEH] . =W IR ER Y
NE TR DA Sk A it CSCs JRARHI Y W E 1, 20
rh OC B Y PR G 2 TR S B A R TL BB (acetyl-CoA
carboxylase, ACC) #1JIg I B8 & m¥ W (fatty acid
synthase, FASN), DI M & %1 ¥ % [H ¥ (sterol
regulatory element-binding proteins, SREBPs) 7E
CSCs H BEFeak o 25 il FASN K fifi GSCs %k
ETFFRRR, BT GSCs IR K 51728 7,
R Wi 12 09 AS 160 F1 A6 7E CSCs H I 2 3 . A
g3 Y R B, BREE L h L R R A R R R Y
CSCs Xf /A 1o F1 fig B BR  (unsaturated fatty acids,
UFAs) HABCRITR, HAENRIEANE A 10 b 1
(stearoyl-CoA desaturase 1, SCD1) fEiX2£CSCsH1 77
TET RN IS . UFAs ZBEAS . — 1k vk 0[] st
BAENRBUIL A IR G UK ,  REGS 4ERE 20 MRS i i 3
PE. ZHANG %5 ™ 1B ST P R B, m ik
SCD1 figfig finid CSCs P Jg I IR AN Afb i 2, JF
SR N BT XN, DATTT R I H X CSCs B PRI VE T,
HETTAR R 0 K e 55 R% . IBLI kA, SCD1
38 Ik 4 0 4 LY UFAs 19 & & B0TE % I «B
(nuclear factor-xB, NF-kB) 4S5 5, %H
I R AR MOt R AR DG A ) SRk ik — 2D Al i
NEWTIR 23X — B 15 PR AN TR A Ak 1Y) 1 B 5t i 48 ik
TEXTAERE CSCs By TR HA EZAEH, AW AR
69T CSCs AT RCHL 5 100 3% IR A A 361 1 5 ot J2
CSCs REACIH Y — A o PRG54 i I 200 i o 2
T2 MR E RS AN MRS, R, E AR R R A
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R BRSNS UM 5 5 R R
TR AIE BN, BRI Sk A B 7 Hp ) e
fiti /£ BCSCs i B 3R ik , RAEAS 19 ZL I 9 755 151 BA 51
WEgT a5 0 PR, ST BRAY AR [ IS AR i S
TNBC A R AU MHC, “FfRAM7T (simvastatin) Fl
/N RNA 2638 5 BELWT CSCs Fil fIF [ B4 B 41 il firk
AR . BEA, A IR R AR A B S
[X-f- SREBP2 Re % {1 i Fif 41 it Ji& CSCs 134 58 , 11 %k
KL ER SREBP2 W) 0 25 H 55 T CSCs 1) 5 F % A L8
fig s

3 METFARKHSHENATHE
RER

CSCs 55 HoAh iy 240 M7 g 12 Ay A Q45 T 1
FEAE 255, XME T g N = 5 PE (intra-tumor
heterogeneity) MY, HH—/ N BA H IR EH A1
fLRETIRY CSCsilelf, FFATA IR FI 1A, ad
it AL R IR TR B8 55 22 R i SR [ T 447
g A kR, TR AR B 29 (hierarchy) 45
g 50 Rl A e R 1 o R PR N S R A AN
HHE, JFAT I MR RRIT P S E R

3.1 e ARG Y s s i A d g R

B R 50 K AML FEAS 11 4 5 PR A Bt R 3 T
gEIL DO R, MR R &5 LSCs mUIMI O, o
LSCs fEXIIZH BI T AETE, XS HAAIRYTHiM A LSCs
S v P AR IR YT R L R BRI A R . WRT AT IR,
JUERA N 4 23T se MBI S AML B3R5
KT A, AADAETERR o XETA RN & 9 B 4252 14
7 I e Bk BIG R B g v, X i
HE— 23R R IR AR BT 1] CSCs ARHHA T ML A8 75

2 & LSCs H ik 3 198 1) FAO nI BB Ak 41 i 4R K
F 2 SE AR B T B 7 BE AN AL BR T
STEVENS % 7 7R 5Ll |- F— 24858 1 LSCs i
BRACE AL . AR 1 5 & R AN R IRY T Uk
PER AR AR R W25 5, SRl B R 107 R e
B ALRR N A (ZBERBRSE ), EHRA
IBITBUMERY LSCs B E Gy i — 2B i [ 0 FHOR
ERSCIRAESE BRI R L 181X — PR 15 7E LSCs # ik &
eyt A FEAE . SEit, AFFEE BT T G
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MREGBIGIT T 5, Toi e ] CD36 1 i SSO 41
] 200 FE T Bl U T P AR B T, S 3 o R R ke 2
Yy ool Py o mR mE e B (carnitine palmitoyl
transferase, CPT) fBHIKTR U IR i A Zehifk =7, 3
BEAERY IE W S M T 40 (hematopoietic stem cells,
HSCs) JIREMIHTHE T, PRIZ LSCs W BK&1LIT I 1
B . 522 UMY E, FAO 78 FLARYE B X HE 7 TR
JImf, X BCSCs 4E4F F 3 85 M5 AL it BAT
A FURIEITHEUR IR R (leptin)  AEHS
i i Janus 3B/ 5 T 5 B SO T3 (Janus
kinase/signal transduction and transcriptional activator 3,
JAK/STAT3) {5 it i {2 i CPT1B F) 3 15 1 111 3% 56
BCSCs H1 1 FAO. 15 FL g 19 /N BRUBE AL e, 410 7]
leptin-JAK/STAT3-CPT1B i i %% 1%k & BCSCs 1 1k J7
U, 3 ) 0 PR PR Y

Y TR MEIR B A 19 h CSCs AR R 1k,
SR A 4 B ST 2238 s BEL T CSCs Ay i
XPB ST i A AR A g A A B IS
fi. JONES % ™ Bff 58 & B, %% LSCs A i i 3 5
0 B 1 1 5 75 40 P9 NAD+ 9 7K -, 208 1 42 2
NAD-+/ 5 (1 4l i h 22 SE B FAR W IR A, TSR 3
JEZERR 20 i ) OXPHOS 5 411 ] A7 94X, 8 3 2 v o 2
i B T T B R A% M % 75 B8 (nicotinamide
phosphoribo-syltransferase, NAMPT) #E % {3 [ AIC
S AL RS IR F 4 iR 97 AT LS Cs B RSEE

3.2 MRS ER B i 5 m CSCs AU MY s iR T DL
HARE RIS, BR TIRYT R ) B3 S 3 CSCs 1R
WA A AR, IR TR B 3 1o 5 CSCs ELAE 52 M AR
WHERAL, HEY R CSCs MRYTHRILARE /] . 7 CML 3]y
Prwe A v, B 5% K IR S PR R A D7 41 21 (gonadal
adipose tissue, GAT) J& LSCs [k Il #% B~ 2 A9 i
& W (reservoir), GAT ") LSCs HA W @ (Y fie & 3
R, BRI S 2R E R IR e,
o R o an B B [ an P SR BE I F -« (tumor
TNF- ) . 140 il /v £ -la
(interleukin-lee, IL-la) . IL-1B8. 4 7% Ml 3 B + 2
(colony stimulating factor 2, CSF2) | EA{E# GAT
g8 03 5 50 g 0AE T, GAT W IR fg /6 SUn] it
SRR T CD36° LSCs i FAO, MMl GAT Hi
LSCs #K 15 M- 86 LSCs Bt K pia btk ' %t F
WS 15 9 L g ZH 2 e Y RD A B A L e 3 A R

necrosis factor- o,
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B Ak A K I F-B1 (transforming growth factor-B1,
TGF-B1) 5 K 4% 9F % i3 RNA (long non-coding
RNA, IncRNA) MACCI-ASI {43k, i Ifi 3 4% m
FAO /- /9 CSCs F T H SRy HikHT . Besh,
Ji9EE CSCs X 75 P A V5 1) AR A5 M i 245 £ 5 Ay 16 S Jige i
FHRYT R R B — N EORREAG . AF 98 & BB AR AR
il 8 H A B (protein kinase B, AKT) /Notchl 41
A5 5 PR SN FE— 20 1 5 JB R 98 CSCs 1R ST7 3t
P AR NRURE A b P A R R T GRS A
# 1 (sterol regulatory element binding protein-1,
SREBP1) {14 122 B RE A% 16 ik 1 ) 5 A2 52 325 V4
b5 e R 88 CSCs (AI TR 4

4 METHRRHYSRRNEERE

CSCs ARy b5 & e $2 1L T WA 55 Y R it R A= )
GBI BT, AHOCACE i T B S SR
WL 358 12 18 425 52 e 40 B 1) 45 5 5 S R DR R R S5 e 7
25 PR IR B A= W R AE

ZI BRI IT 7 KL LR (branched-
chain amino acid, BCAA) fRillf & & %1k i BCAA #%
2 WF 1 (branched chain amino acid transaminase 1,
BCAT1) 5 i 0 W VAT R % YD AH ¢ o i B v (1)
BCAT1 43 BCAA F#Y o-Z B H4 2 o I — R 3L
(a-ketoglutarate, oKG), M A AR A9 P24
1M BCAT1 /24l i N 4k £F oKG RS 10 8 B H 1
oKG Fr T1E R =BG Fry = ) 2 5 40 i e
A AR, A T B ALREG TET 305 1Y 5224
7 1 78 AML H1, BCATI (1755 21k KT 5 %
5 3 AR ) A A B ) B UDAE 0GR R R B h
BCAT1 1y i 5 THiR , i %1k BCAT1 nl i i [
YR PN oK G 7K P11 55 2 H S TET HY 2 i s g
XUN4F 2 (tet methylcytosine dioxygenase 2, TET2)
(T, BATAT 3 B LSCs H DNA i F IR A, JFBH.
THEA R Bl sl 22 o itk — P UESE T BCAT1 X
Y Fy LSCs THERYVER . 3l BRI 40 N oK G 1Y
ik, BCATLH BCAA R 5 20 i 1) 0L 38t 4% 18
B, I BCAA-BCAT1-aKG fill 45 2 4 iR
SR R HE A

DNA = H AR S R REAEAE T 4545 A il 47
2 I AU (isocitrate dehydrogenase, IDH) 3[R %
AR AMLYG b 70 B AR R IDH AR = R R A o
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o2 0 A A AL S AT I R 5 O oKG, SRR Y
IDH 7] i — 2544 oK G i J5 Ay 9 A ) 2- 72 2 1 — iR
(2-hydroxyglutarate, 2-HG), 2-HG & 5Pl aKG
RS Y 2 B SLAL G TET2, PR IDH 23 28 44 18] 2 15 A%
SN DNA = HEARIR A, AT BELAS 20 L o4k, 42
E Pl R A RS 7T 15%~20% 19 AML 5 (51 #4575
F IDH B R, HAZGEARTE e & A HL 01 RIAT £
TE, FERPSEAE bl 5 B 1 K R 7 4 i o 5 AR
IDH1 M IDH2 (/N3 73 i 57 AR Je A (ivosidenib)
FEL PG Hb~F- (enasidenib) 7F 2 Wi 5% C 8% E S5 AT
38 2 AR A0 M P 2-HG 19 7 & 22 /% DNA =5 H 3 fefk
&, WA S AR g 7

TESCAARTEE 9T, CSCs AR Wit 1% 4% 1
TR HIRAEAE . WANG % 77 % BRI B 2 R 176 27
FEAE/INA M i CSCs h 5 F 06 BK, o FH 2440 Jo 8
I35 FR AL 2 TR A0 A e A Tl P A 2R A T e S Tl
2A (methionine adenosyltransferaes 2A, MAT2A) KfI
AL BN By S- MR H WY B % B2 (S-adenosyl
methionine, SAM) JLP-584iese, M0 &R
A H AR, IF ™ E G CSCs 1 IR 4G T fE .
X RN, R AR A A T e A Ak
F14) 38 WL 35 A2 ] 42 % JIn g8 ) A 0 2 R AT 7 A il 2 5
PRI, i — 20 AR 3 CSCs AR 5 Mgt 1% 45 1 Bk 5=
A B R R TR Y R

5 HESRE

H B RAE A 1 e i & B CSCs f&, i1 304F
K AATXT T CSCs M FTHAS T 2 Mk b Je . Fl
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