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CAI Xi', SHANG Chao', MENG Lirong’
1. Department of Neurobiology, School of Life Sciences, China Medical University, Shenyang 110022, China
2. School of Health Sciences and Sports, Macao Polytechnic Institute, Macao 999078, China

Abstract: Cordycepin is one of the main active constituent of the Chinese traditional medicine Cordyceps sinensis. Multiple
biological activities of it have been found in past researches, such as anti-tumor, antiviral, and immunomodulation. In recent years,
its anti-tumor mechanism has increasingly become a research hotspot, and it has been studied in various tumors such as lung cancer,
liver cancer, and breast cancer. It was found that cordycepin inhibits tumor cell proliferation, migration and invasion through AMPK,
PI3K/Akt, NF-«B and other signal pathways, and promotes tumor cell apoptosis. The molecular mechanism of cordycepin in

different tumors, and the problems in its application and the countermeasures are reviewed, in order to provide a reference for

research and development of new anticancer drugs.
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4.0 ng/mL) M 5 Z b BAK SR BE IR 1N A549 Jiti Ji 4
L 24 h 5 R L, I TR gk R R OR A& IR B A K A
li (cysteinyl aspartate specific proteinase, caspase) -
3. caspase-8. K fift 58 # il  (LATSD . & & &
P (NOX-1) [ 3R 18 2 . 35 1y 1 0 He B 3% b 211 %)
HELZH, T 48 5 {12 3t 2[R Bel-2. Cyclin D1+ c-Myc f112
ZE{f¢ 3t H [X c-FLIP . N-cadherin. TRAF6. Vimentin []
REBREMTXEA, HRERWIEHZIRE
AH O, 758K ey, A P AR BRI X2 o 3 1t Y A i s
I H AR AS49 H, BT UK R A OC Hi 2 3k R o T Ak
DR] PR 208 40 1) 12 38 5 R0 R AR 2B L R R 3Rk . X &
N R o B 75 SR Ah R 9 AS49 4 i 1) A 7 )
BRI, B R UG E M BUT B AEH TR S
miR-126/miR-145-Bcl2 & 4& . miR-205/miR-429/
miR-499a-MMP9 & £ [ — % A6 & (NO) #H 2K & 12
K.

Wei S50 1 4 44 4b 85 % 09 N AE /N 48 1 i
J% (non-small-cell lung cancer, NSCLC) 4i JfI
% (H1975. PC9. H820. HCC827. H1650. A549.
H460. H2288.H358 . , H2122) i HL 5 & Ak ¥ 24 h,
MTT % # & Bl H1975.PC9. H820. HCC827. H1650
S E R R A K H T %K (epidermal
growth factor receptor, EGFR) ] 41 il £ X HL B 25 11
MR E . EIRER TR MR SE S —
ZR AT FT R L LR 3R RE A% 41 | X 48 NSCLC 48 Jif2 1)
AR GEBARZZE . SR T AR5 1 1 4Tk R B
R 2R 0E AMPK, AT i 5 NSCLC 48 Ha 0 - .
BEE N 2, B S ERR B R R S5 b R I
7 & (75 mgkg) HE R PrEEH 5%
JE (10 mg/kg) TE A2 . % F EGFR 5848 & & E
B Je i 24 5 AR 1 32 R DA, R R PR RS )Y
I7 25 W Bk A 4% FH AT RE 2 T 25 NSCLC A L Ath EGFR
RASTIEIRTT AL IR+ o

T ARSI AT T HU R S VR R e X
AMEEFR I NI ASA9 AL IMER . S5 RERW, 5
B R 25 AH EL 106 FH 245 R A% 1D S 410 ] el 83 4 i £
AR IR T B E SR B vk (Western
blotting) 25 H L7, 55 BAHAH LU, IER R % 33 n 44
il #% A NF-xB p65 3 1, SR 17 HL 5L 25 40 62 401 il
NF-«kB p65 (13 P , B F 24 J5 NF-kB p65 )i 1% ]
BN S 2GR L, BR S 25 AL RR S {f
R T2 85 [ Bax 1A 2 35 3 57, 11 HU i T2 8 A Bel-2
1) 2235 ) P AIG o 32 WY oo 3 2 08 ot it s 4 L A 549 5%
I R TR A 2 3 I ) NF-«B g 4%, 1 5

NS5 T Bax M1 Bel-2 (R IESLIAT . H4h, X
HAG R 24 16 A459 4H AR (0 F 70 Rk B » bR 3% g
% W 2 D R AT, T U H-Ras M 1T 0 ¥ 40 P 9 7=
FGH A B s A

2 B

Guo ZEM LA S Huh7 £ HepG2 41 g A BT 58
TG, AN R BE I BE g AT A 3 . 5 0 RE A AH
EE, 125410 pmol/L Ht R 2% Ab 38 1 i 4 i 1T B Az
7 B8 774 S 2 A, A0 )RR IR B AR OC IR
L R AR R R . S SRR T, B S ED
T L SE I 52 % 5E B PCR (QRT-PCR) A4 8 %¢ Y6 43
BT B, UL 3R DR B AH DG 1 7 AR AIK 4 24 C-X-C
i 1k [F -7 52 f& (C-X-C chemokine receptor type 4,
CXCR4) [ % & . H B & & NF-xB #l #1 7
a (phosphorylated inhibitor a of nuclear factor kappa
B, p-IkBa) fl p-P65 (NF-xB {5 5 14 5 & 1% 1) 3 H
IO BIBEE R T dAh, RIS B S T
P65 4% 5 67 , (%] i TkBa(t-TkBa) Fli P65 (t-P65)
3R IE & A R . HE 5 NF-«B & 42 # il 7]
JSH-23 WA EEH .. #E—D kI, RE R
JT FRA 7 988 40 B 1) 326 )53 40 B fi7 2B IR 1 1 (stromal
cell-derived factor 1, SDF1) [¥]#a 1k iT # &E 71, £ H
JSH-23 097 J5 , %Ae I3 3] T R E g 5m. 28 bl
A1, R DLBH L p-TkBa 36 A4 1 5 2030 1 P65 F 1%
GiL, 5 CXCRA FRIE T 1, 33 i 5 JiF 328 40 A 11 3
R RIZ 2288 )12 451 UL S 5 SDF 1 (1 i SR 55 o

2 20 D) N I Bel-7402 40 i A B 50 4
BB RS, MTTE  RR L5 R 28/ % 505
qRT-PCR. 25 [ 4 9% BN 70 v 00 5 A S Fa b S5 R %
B, 5 ZKAE 0~80 pumol/L I X 4 B % 7 75 B (i 5
W) ; 1M £ 80~ 640 pumol/L I, 41 3% 77 Hi LR B 42
320,640 umol/L i & & BFAK . 40,80 pumol/L HLHL &
Y1 66 0 2 A0 ) 4l R R R 285 Bh . 52 A RTHIR
AL HL R, BB & 404 80 pmol/L &b FE Bel-7402 41 fifd
48 h J5 , % i & )8 & A B (MMP) -2 fil MMP-9
mRNA K8 HRIA Y N, R A A M4 5 R A
B (p-ERKO A1 i B2 A6 3% % 2B K I 7 %2 14 (p-
EGFROZEHRIAWHE T, DL Egi R, i
# i1 EGFR/ERK J# /1 3 () MMP-2 Al MMP-9 %
IR S AT R 45 4 i ) B8 AR 2255 )

Zeng SRS T HURL ZGT N-JE A A 2 (V-
nitrosodiethylamine , NDEA) 75 5 /)N B - 41 a2 11
S, X AR ENLHR AT 7R o AT TR AR B /N
BBENL > N 441 X B4 .NDEA 41 .NDEA+ H1 55 5%
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20 mg/kg 44 \NDEA+ H1 5 3 40 mg/kg H . H235)
WIAE R K R 25 F NDEA, 1 h 5 4 76 PBS FH & iR (1)
MEER g AiEL 7 d. B REW, MALREC T
WE A 3E b N R R &= & % % B (alanine
aminotransferase, ALT) fll K 4 & R & & &
I (aspartate aminotransferase , AST) 1175 1 , i B
T H 418/ 2 -6 (interleukin-6, IL-6) « [ 4 i/ % -
1B Cinterleukin-1pB, IL-1B) « i J8 3A ZE [K] ¥~ - o. (tumor
necrosis factor- a, TNF- a) « A . B (methane
dicarboxylic aldehyde , MDA) {1 /K- , 3 7E LI 1 47
il 1 8 E ALY B Ak 1§ (superoxide dehydrogenase,
SOD) . Ui B HU 3 A] LA B S 93 4% JHF I 1 0 28 4
Ao MeAh, BRI E] T N UL 3 B
fi (phosphatidylinositol 3 kinase, PI3K) , £& [ ¥ i
B(AkD , i L2040 8 1A 25 25 ¥ 15 (mammalian target
of rapamycin, mTOR) {8 FR 4 . % B 71 3R W U
BT PIBK/AkUmTOR &R AZ AL BRI 1 ] .
3 FLARE

TR R AR S 7E A FL R MDA-MB-231 41 fid
WF T T AN AR B BB B 32 (041224 4.8 pg/mL) {1
o MTT M %245 R IR, dUR R REE LLKR FEAH K T7
215 2 i MDA-MB-23 1 41 g 34 5 ; 3t 240 B AR 45
&R, HUR ) R 3 2 3 MDA-MB-231 41 g 14
T 8 A S B vk 45 R o, U 3R DLIR B AR G
Ji 308G 53 bR e A% 40 ) AH O% & A 1 (tumor
metastasis suppressor gene-1, TMSG-DJE L. 5
X HECZH AR B, 2 pg/mL A B AT B & b i
MDAMB-231 4 fffl TMSG-1 5 FI 3Rk . M, H
B3 A % 10 MDA-MB-231 41 i (¥ 2E K 5 i 5 3
AT, AT Aeid I B TMSG-1 8t A Rk i 7 2, #ih
i yE 40 B e 7%, HAE FH 2R FEAR R .

Lee 2% A\ FL iR MCF-7 F1l Wang Z97%F A
FL R I MDA-MB-23 1 4 Jfi 1) 14 40 55 5% A1 R B 7 i
P M S 5 35 R I, T 3 o WO S D R AT i 3
iy 0 L T, AT A o LR R R . X5 AT
it et B9F 9 O FPL A A — Bt BRIz Ah, B
FRI0 LU 5 L e 4 A P T BB 1 T =X 1 0
JRUFHE TT B RO 5 B S BT 28R ) A2 385 Nrf2/
HO-1/ROS Fl ST
4 B

B FR O I PI3K/AK i 42 410 1 15 8 41 K e
(4 FAEAS [RI B 70 oh A 0B . Wang 5617 H
N B % 240 i /% MGC-803 Fl HGC-27 #EAT B 7, % I
U R R R BUE A2 K 5 CLEC2 SE B 2h

RUCH 5 177 Nasser 557 N 5 Ji 48 il & SGC-7901
D) B, H B e 15 5 1 4 (reactive oxygen
species, ROS) 1 7= A= K SE ML IX —E 1. 7 HGC-
27 U R, HURD R OB R B RE % # ERK/GSK-3B
5 5 G, T A R A B AR K SR VR T RN 41
WLIZ 5y , B 24175 5 g 40 B -0

X %% Uk W - B R 9% B (Epstein-Barr virus,
EBV) [ 14 B 8 41 A () 0F 70 R B, B R e i 5
EBV ##4k . I H t B3 AT DU 58 /)N 57 B i 25 25 6
F EBV K B8 1 F EBV BH 4 fih 78 41 it 1) % 173 g
7. W Ife 2 8 & A C (protein kinase C,
PKC) -p38 2z % J5i 1% 1k B 1 ¥ B (p38 mitogen-
activated protein kinase, p38SMAPK) 15 5 il # fii
CCAAT/HY 9% 1 45 & & H P (CCAAT/enhancer
binding protein B, C/EBPR) i B {4 5L BL 19 . Z it
FU U0 B 2 AT DR 9 AL 29T VR T EBV FH
PRI B DR, iR B 2 B e IR T S fE T o
Ti %o a1 WU 58 ) A B 42 L) (Extracts of
Cordyceps militaris , CME) /1 1] Jlit 7 1 58 15 3 EBV
H R 3208 A 2L M B0, AT A EBV AH 5K B
J& (EBV associated gastric cancer, EBVaGC)
KR
5 B

Yang 25256 N 5 9 Caki-1 40 i (A 55 R B, it
FLR AT 5T Caki-1 40 M 08 T2 Mk 40 f i #2 . Bl
FH U RKIR LI IN(0.10.20.30.40.50 pg/mL) ,
AR 2R 55 . qRT-PCR 45 5 A1 85 (3 A S B
TEVE A T 2R B, U SR FE A DG H PRI T Caki-1 44
Jf o microRNA-21 f) 238 Ml Akt B R AL 7K~ , 5
T B MR R ER B AL T (PTEND B IR B /K °F o %%
4% microRNA-21 1 {1l #) 5 PTEN siRNA & [ I
Caki-1 4 g A ) B3R 5 3 ) microRNA-21 /b 5y
PTEN 14 1, AT S 25 930 55 He 5 38 95 5 ) 4 i A6 T
KT A IE RS A EIAE o 2R b, B g nrad g i
2 microRNA-21 F1 PTEN % ¥ i 175 5 ' & 41t 11
T, $ b B e 40 e R

Hwang 2525 A 5 e TK-10 20 B #F 58 & 8L, B
B @ PH 1E NF-«B #I4% 3 61, i GADDA45B Al
A ER I T i S 4R % ] 1 e-FLIPL, bR
MKK7 AU A INK . b Ab, 55 B fs Y He 5 25 A1
b, 76 BB 3R AL 2 4 b, siRNA /i 3 1
GADDA45B [ I 2 & 35 il 7 MKK7. siRNA /i %
1) c-FLIPL [ s f% B 1l 7 TNF-a 5 5 ) INK 2R3
1M c-FLIPL i b ] 1 S 23 B INK 3
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. INK #1011 571 SP600125 51 Z1 #1 #1| Bax ik . 7E
PRER S g, He 8 30 B 35 PRI T MRk AR . L B
S5 F ], B F 0 ] R PR SE R T - o (TNF-00 /i
5 /¥I NF-xB/GADD45B 15 5 1% F , i@ i il c-FLIPL
IR WE MKK7-INK 15 518 3842, Wi F TK-
10 40 T,

x| % B %R 32 CCK-8. i R 48 i A .
BATMAN-TCM T = A1 [ G B 56 7 160 N
' Ji ACHN 20l 2E 47 I 92, & L L 5 300 ACHN 4]
JfL 14 FE A B 2 R VE A Be 0% H A5 S ACHN I
T, 2O R A OG . 7 AR B (0,0.07,
0.14.0.28.0.56.1.12 umol/mL) Ht % 25 4b # 24 h id
R, RGBT AW S . RER/EA 24 h
() 2 B ) Kk B (1C,,) 24 0.32 pmol/mL . [AII, B &
oL E B B, ACHN 40 g AKT 38 5% 5 1k
3 2 A, Ui B R EK W] R O R AKT B R
0, FH) At 3 % 1R v P 119 5 =X 0 ) 4 e 3 B L O
HEHAET.
6 BRRE

Hueng 257 b A % B 8 40 g & USTMG #I
LN229 fBiF 78 R B0, BB 2 7 7% A 4918 2 e
e R 4 R AT A RIS T BBl VB
# P ¥ B (focal adhesion kinase, FAK) . p-FAK.
paxillin Fl p-paxillin [ & 1£ . 7 B 44 $01 1] 771) NH4CI
BEL BT 1 ER 3% 00 1) 66 5 B 2R 1 R 08 R 22 I 5 R
O ML B 1 RE 1. S Ah, B W R B D D A
calyculin A F1 [] HH 2 BH Wr | 22/ 5 (1) p-Akt.p-
FAK FUIE 2 B8/ o 25 ACKS 1B 21 % /N B e P A%
T ) e 5, 32 B, e 2 2 m) DAY /D Ak P i Jd ) oK
/N o TR R, H R BT S R T A O A AN 2R
Tt T Tt 9 L R A 1) N I 5 4 o g 4 i )T A

Baik & HF 72 & I B 2R 08 1 S p38 MAPK
A Akt 42 fh & 7 USTMG 40 IR T Al
S0V T2 AR I A UST 40 i 1) 38 B AR 2%, HL
YE F HL#1I 7T BE 55 K i cyclin D1, Bel-2. MMP-2,
MMP-9. ezrin R IE A O, 11 H T A A/E & 230 H
71 B2 RIS ) AF 2 o

o B A B ZL I % (temozolomide , TMZ) T 1 1
% J¥ 1 5 B: 41 B 9 (glioblastoma multiforme , GBM)
(BT 0 R B, EE R 2 T 0 o) A 0 IR I R 4 L R 11 4
P 38 5 3T R AR 28, 15 5 A AR 0RO R A i A
5o [, d 5 2R T™MZ 196 FH AT s ] 490 1) 400 i A=
K, S R0 I8 5 2, I 15 5 A0 B 0RO R A A
{2l X LT ARV I B AMPK {5 5 18 B B0

At AE 8 B I s 1 I 20 N v P A DU I O°-
2k 15 I % DNA 3 8% #% [ (O°-methylguanine
DNA methyltransferase , MGMT) 4 F ™,

7 B

] 2 5 5007 F MITT 925 0 82 AS ] k5 110 ol o
ZVAEW (041,24 mg/mL) X} HeLa 41 At 84 5 ft) $1 i1
EH . AN MMP-9/%& it 43 J& 25 [ g 41711 771 - 1 (tissue
inhibitor of metalloproteinase-1, TIMP-1)ELISA 5
&5 I qRT-PCR 7 A Wl 28 A [ 94 55 H B 2RV 0
1.2.4 mg/mL) &b 2 J5 A [7] 5] [7] £ (12.24.48 h)
HeLa 41l fft MMP-9/TIMP-1 & TIMP-1 mRNA & I& )
SN o R R B2 DA B AH OC 7 XA 1) HeLa 2
A Ko AN R P HR 2R A FE AN R] B[R] ) HeLa 20 2
73 MMP-9 5 42 BEIR FEAH &4 77 20 (H AR Wt 1k
2. L TIMP-1 2 H mRNA 1) 35 ) 2 B &
MR EEM ¢, Geit % 22 5 B 3%, JUHAE 24 h, TIMP-1
mRNA [¥) 35 J B A 5 Wik s v W o I 138 B d
ZiE it Eif TIMP-1 32 H: mRNA (1) 35 K 35 1 75 (1)
Pt Ji g 4 o i i e A AR A, BT AR B Bk R
FHXK.

Tania 267178 , UEL K AT 4540 A SiHa fll HeLa
2R 20 M B AR A, 3G 0 FE R T I T 4
W, CHAEK S, qRT-PCR 45 B0, i@ id di s &
b B, 4 i W & B CDK-2. CYCLIN-A2 A
CYCLIN-E1 £ mRNA 7K~ T , H A& 8 T 5t 1=
EER WA . BB AL PR O 4 B Y ROS
KPR N, IX R B ROS W AEE S T4 T2,
1 G0 5 B IRV 4y BT IE S U RE 3R W] IR 3 PR AR Cdk-2
215 , 8 P& (K Cyclin-E1 A1 Cyclin-A2 [H ik,
TXRT R A R A R R . R AR
B B X Cdk-2 B m4 GoRM 1. 7 13 1%
B — P AIE S T BB 3R -Cdk-2 5 & W) I 0 #5 4%
WAL SR T 10 ns. ML, ME R T
Cdk-2 1™ 4= ROS 177 2075 3 i es 40 i ) 1 o

R R T B B AR S0 A HROE
£ A ME180 41l is f1 HeLa 40 i vf , M KB L 15 5
p53 A5 1 3 TR T 40 B R AR A A TR R
35, DT 8 e ek 88 44 e 9% TBCS R 1
8 FTEMNRE

I St R 2R PR AT AT A AN W R T XS
HERPLTE AN BEEEFIEN T — A E B
Fong 25738 i 41 i 5 P£ MTT 2 M7 5 B T B 43 A
AL A0 AR S 7V UL SEAS [R) R B2 1 LR 3R (12,5
25.50.100 pug/mL), 41(0.5.1.24 pg/mL) FH #
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I FH A 0 5 9% 16 1 5 P9 S Ishikawa 24 0 12
2 B B U A 0 S e, R B B 5 R R A
Ishikawa ZH FL 34 58 . 3F— DA 70 R B4 2l ik
75T Gy/G, HAZH M 453 5 5 e 20 B ook sl iy, B
LA ) PR R A B AR G o T R 2R I I P
il Ishikawa 2| Jid 384 %8 (11 /F FH 56 5% , 5 ¥ F 4 pg/mL
JIF 51.6% B30 il A0 LE L 12.5 ng/mL 5 & 2 A
4 pug/mL JIEHIEE A B4 6 2252 T2 1 76.8%.

9 #5iEF

R AR SR M RS IR R A B A B
WA ANWFTT T T 56 UL 7 T, DA R A% 1 R
I R PIN s FE R EK A O AR K= N
FASRARE 7 AR B . HR 2R o S o 00 ) e 20 e 2R
e L 438 e 988 ok PR 5 2 A O T S BT R AR . (D
i) e e 2 A < LR 5 S e R 4 LR T i A
S S A2 S B 1) T 00998 T 41 Y Ccancer stem cells,
CSCs) %5 s (2) VA2 R Tl A B - J ikl IR 4= 2%, BEL YT
i 9Rg % B8 4 . axX L g 2 98 K B AMPK ., PI3K/Akt.
NF-kB.MAPK.MMP Fll caspase 2515 5 i %",
HHRFEZ MR 2 BO0REMHEG. H4h, R
25 i NF-xB. caspase 2515 5 1f 4% & ¥ Hi/E F HY
BU] 72 Jif 38  JFFe 15 8 5 A 5] Jir 789 48 Bl v 8 K
Do 3K A0y B2 A R Hp A AL A A
S T J7 1M .

HERMPIMRE AR EL 2 XE 7. 24T
AT 52 TP Jieb 96 200 o AR e 7= A= i 24 P o TRt PR
RPN —FRA W S I RE VR IT R 2494 A
T HURE 2R R Y AR L A M 22, R PR L N 1
PN B . AT R B R 0 24 3 AR A
BZE, EAE SR N 2 4 IR E B 2§ (adenosine
deaminase , ADA) PR35 [ fi A o i 1 46 & 9 3'- it
FNVE . St 7t 3R W R A R AR N ) 3
WA 1.6 min“,

9.1 EKHEREFAAIERE

N TR R A AR P R T A R 1 1) R T
FEN A EE T 2 F T BUE K B R AR RN AR
JFH B TA), A0 45 LA 34N 5T -

CUEF R B 38 78 A4 P9 4 0 2 2R V% 1) 1) A, 44
MR M RERATEY . Pedro B 7T B BABE 7T
T 31 P A3R BN 7, & I H B R AT A ) MRS5698
WS 770 R A R R B P I 4 B (Ishikawa Al
HEC-1A), H MRS5698 % HEC-1A 4 ffd (1) #1145
ECBEH B 527, MRS5698 %F ADA )55 K, 3¢
HAIE 2 0 29 s A R RO o A AR T HE

F#EEPE. MRS5698 Xt A3R A e & 0 B8 1k o o oAl
JI 52 AR 7 Chn A2 A2a A A2b13) B A 1K 35 A
77, mE B, R AEHEK. (A dT Hal
MRS5698 4% & 5t , %of Fe itk AT 4 [ I sh ik 5 —
JE U HE , TR AR B IR 2 R AR T R R 2 i R
REPE .

(2) 5 ADA ##I F7 BRH - ADA 4101 il 751 §E % 70
) O e ) P S AT B v R R TR A Y A
BT A] . A 09T R B BL 5 5 ADA #7186 A
A —EEIER % AE R B AT R R A G
PERS 3K g HURE ZR I PR B FH AR AL T BB AR

(3) FI) F A4 8 4 5 1) 3 iy 1) B AL, 40 i T A
B . (EPUNTE 25 3T 7, AH L s Al B R
K, 2R TS i H R 2R A B e R 40 A B v
TR TS SEI R I, B 5 A4S i 1 HLU 28 06
/INERCH22 i A K I HE B R s A A A T AR
FH HURE 30 iR A KA R B I R
AW IR R Bk R AR IR I I AR T A A R
BOAOR HURE 2R %k 2 e A . U B XA )
VP98 00 8 TR R T A A B RE A, RE S AT R
BE LT M R PR AE
9.2 XTHERKFRMTHEIY

EF NN, AR T B R W& T L
N2ANTTI

(D aE— 25 537K B fff e 8 2= 0 i 988 2 2
AR5 = I i S S5 Il R 2 R R HR R, B ot
R ZAE AN R i 8 4 B 2 P R L 0 B AR, O
B Z IR T N R AE G B 24 WF R 41 B O 4 4 AN
BF A A A A

(2)iz H 2 Fhoy 3 K da 55 04 A7 B
6], 42 FHHAE AR . IFAE IR RIS T 4R 58 H
T SLBRIETT I 4h 25 75 20, N R vE T SR AR i el 4T
F%.

AR HAGEAFARFER YR

SEHE
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