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HTEE R B IR BAARIMIEI A B 24 A GSRYIESE

A#® EmWiE KEER
CHR S VU LR e e, IR BRI R R ORI, 15 A5 830046)

HE #7158 K &L HA AR (Cecropin XI)EA 5| At 7B mie A Kefe 1. AR IR RE Ce-
cropin XJR o2t A F & @ RAGSAE K& %ok, o 5 RAMTT &k, SRFEBEEH R ER. A
KoK, XS FTranswell F I B ATHEM] . 45 R &, 20~100 pg/mL&9Cecropin XJFEHS B %
IR AGStm i e 3G 78, F+ LA F Z A= AR B, F B, 20, 50, 100 pg/mL#9)Cecropin XJ4& 2 & &
BT AR E DRI AR T (35.81£13.10)%. (48.1245.68)%F=(81.46:6.21)%. AGS%m it 22 7 F) ik JZ Ce-
cropin XJ4L 3224 h/z, B F izt LA+ B fmfie B 2R T SH. 20 pg/mL Cecropin XJ 4645 2 %37
| AGS 48 2,69 i #5 #2122, 100 pg/mL Cecropin XJJU-F 7 447 H| AGSa it th i A5 ful2 2. vA £ 4
RBL, Cecropin XJAEB AT HIAGS /b K. 3974, A T e AN T JR 67 e05mBh eh 4.

KR FrmEE m Pk NS AGS; SN A0 T 40 R I R B

Inhibition of Cecropin X]J on Proliferation of Human Gastric Cancer AGS Cells

Wu Yanling, Xia Lijie, Zhang Fuchun*

(Xinjiang Key Laboratory of Biological Resources and Genetic Engineering, College of Life Science and Technology,
Xinjiang University, Urumgqi 830046, China)

Abstract Cecropin XJ, an antimicrobial peptide from Xinjiang silkworm, can inhibit tumor cells growth.
To investigate the influence of different concentrations of Cecropin XJ on the growth of human gastric cancer AGS
cells, several assays including MTT assay, soft agar colony formation assay, flow cytometry, wound-healing and
Transwell assay were conducted. The results showed that 20~100 pg/mL of Cecropin XJ could significantly inhibit
the AGS cells proliferation in a dose-dependent and time-dependent manner. After treated with 20, 50, 100 pg/mL
of Cecropin XJ, colony forming ability was decreased by (35.81£13.10)%, (48.12+£5.68)% and (81.46+6.21)%,
respectively. The apoptosis rate of AGS cells increased gradually and the cell cycle was arrested in S phase after
treated with different concentrations of Cecropin XJ for 24 h. 20 pg/mL of Cecropin XJ could decrease AGS cells
migration and invasion, while 100 pg/mL of Cecropin XJ almost completely inhibited AGS cells migration and in-
vasion. In conclusion, Cecropin XJ can significantly inhibit the growth and proliferation of AGS cells and might be
potential for the treatment of human gastric cancer.

Key words Cecropin XJ; AGS cells; proliferation inhibition; cell apoptosis; cell cycle; invasion and migration
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P 10%~20%AAT A RSN, W] 1 A= A7 30
FEARYERFAE3AN A 22451, R e ) 7 2 B0 5 v
(S R IT 29

PUH ik (antimicrobial peptides, AMPs) /& 2E 4 &
W& T I — R B A SN 7 2K,
T RAR G 2 B 1 2R 40 1Y) B A A 43T AMPs
AambrE . PARE R T RREE L S 1SR R,
TH s B R A e R A I 5 N T R
R B SOR AN N IR IE R 2 5 5 R G S5 P I 1 41
95 o H i XT3 5 K 2 BB K (Cecropin XT)— 24 4514
HI 52 & BW, Cecropin XJJ& F-Cecropin-BIE KR, 17
FIKA 22 IR, A KA 3TN AR, 4y 1
I 43.9 kDa, S5 HL 2141037, HAT PR Mo 18 E X
B, IR PR, BRI, FER RIS A — o I
RO, B SEE R B, Cecropin XIXT 22 Fif 41 i
ELAG A0 3 B A A RS, i e i A 0 I H 6
Cecropin XJHLARBUR I N B FEAGSA L. A5 H
II7E T HR 1 Cecropin XIZEARANGT N ¥ 41 L AGSIT)
ARAHEIER

1 5
1.1

PUBE TKCecropin XIA A S5 % i i FE A T RE %
BB BE(Saccharomyces cerevisiae) P AT 15534k
IE3RAS, 2iA4b )5 PR AT 180 °CA Y. N B4l &
AGSH L H A 52 8 B2 Bt 43 g S s it
1.2 KFI SR

DMEMH; 77 5. Bk £ 1 B (trypsin) &) [ Hyclone
ATl R LSS H Gibeo 2 75 IR A Sigma 2y
A A M TS AR S B DR F 4 R A
MRAFA G B BUNBERVEYIH A A A PR A ] Tran-
swell/NZ g FIBD 23 ]y HAR 138 4 (5 77 43 #r 4l

2% [H Costar 96FLA16FL4H M 15724 ; 74 [F Heraeus
COAN 5 FRA; i IE Leicafd] & W5t ; 5% [ Bio-Rad
FEARA; 55 EBDUR A MU, HALE BRERSAHA L
1.3 #ApaiEsF

N AN R AGSAN i #: F AR & A 10%)16 4
I3 52100 pg/mLE 75 %5 1100 pg/mLiT 5 % 1) XUt
DMEMIE;FE8EH, B 137 °C. 5% CO M F-AR 1T 75
1.4 MTTEAQN 4 RIS 5E

3 il 9% Cecropin XIXF N B ¥ AGS4H fd 384 55 (1)
SEMA, PR B ATS 000420 i 1) 4 sk v 4 b

T96fLMk H, K5 FR24 hE 4 NI EE R0, 20, 50,
100 pug/mL[¥]Cecropin XJAEEAGS4H 124, 48, 72, 96,
120 h, BHEXT HE 4 10 pg/mLB 25 25 (Dox) . /MOFE2:
REFRMR, FFALINA100 uL MTTHI1200 pL DMEM & 55
H, 37 °CILFH4 he BESLIMAT00 uL DMSO, gt
ARSI Dsaojoss 1B, V1540 BIGTEFNHIA . FEASSLH T
3 TS A I G B A ) (%) =[ 1Dz
=D p11)/ (Dgiga—D s 1421) X 100%
1.5 HIRREEEE R LI

H#41.5 mL 1.4%35 5 in A #]1.5 mL 2xDMEM%;
FEH T (520% FBSFI20%WLH7T), T8 5] 2% 18 US BE fin A
F160 mm¥EFRILH, RREEETE RS N 2R REH S
1 000141l s Al Cecropin XJZ ¥ J& 43 51 40, 20, 50,
100 pg/mLA) 55 72 2.2 mL &% 1.8 mL 0.7%3%:¢ I (1.4%
TR FI2xDMEMI; 77 5L S5 AR RV A5 ) TR A0, 4l T vk ]
1R ETE RS S o BT A 10 pg/mLFi 25 27,
HIWCE 30 min, 37 °C. 5% COLIEF-4 h 5 57
H T AR A LA, B TR ANIN~2 mLi) BRI
F3 ., BENLINA300 uL 5% i3 PU s (indonitro-
tetrazolium chloride, INT)%4%4, 37 °CHF & ik, H I
UK CIR=3: 118, VHEE U e ORI .
1.6 7= £ AR A #6020 A o T A0 £ B FE) HA

B 52 K AGS 41 i H JC i DMEMES 77
F[F 424 h, W EE 5351 240, 20, 50, 100 pg/mLIY)
Cecropin XJAb#24 h, X fEZH 40 H R [FIFE S A4 B A
T2 40 M. e &b 35 ZH 0T HE 2 40 i, 455 0 % P A
1x10°/mL, R £5 22 il (PBS)VE2IK, 4 15 W H 41l i
TR ST hC g, B U R G T A I

X4 1 A, WS A S T (1) 75% &
120 °ClAH E1 ho B0 37 b E W, PBSTE2IK G 1%
A0 it A SRR A U AT AR B, BiRagn i
PCHEATREI 6
1.7 ZAAEXIJR ELIE 44N Cecropin XJIXTAGSHH Al
o 2:b-A1

AT I AGS Al il e sk, BA1<10%mL
()3 B b T 6L, Fr 4 e A=K 22 100%I 5 )5, W
FERFE, PBSYERS1IX, HITCHI200 pLAt Sk H 3G 7Rl
JEH R — H LB RIIE . PBSH KL L HH] R i AN
REZR L, S50 2 I N 24 R0, 10, 20, 50, 100 pg/mL
[f)Cecropin XJ, XJ BEAT IS5 i () JC ML RE IR 58, B
7712, 24 hiG, T80 5 WAs T gl o s O @A
BLIFAR R . RTINS N RREY, REA3AN R AL, Sk
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3o ITFE R (Yo)=(SE K0 4 RIIR A 52 /5% R A R K
JE)x100%.
1.8 Transwell{R 2L 30 42 Cecropin XJXTAGS
AR 22 B S0

¥ KR IF 200, 20, 50, 100 pg/mL Cecropin
XIALFH24 WG IR AGSAH L BRI AL, H 58 asaeht
VRN 2K, 2 g . WO S A B A 41 M, 25
FE1x10°/mL, X100 pL A JR 8 i A7 A T 5L B
() b, BN E 2450, =M 10% 64 1.
1 FIDMEME; FR 56 73 il K5 9724 h)E, AR 2
b 1T ) Matrigel R 41 Y, 4% 22 58 F & 8] 2 10 min,
1%45 R L £6.0.5 h, 8] & B 0Es N LGN
HY PR a0 M . AR 28 (Yo)=( 52 0 2H A% 28 40 M ) 2
TN AR 22 40 i 1) £ ) < 100%
1.9 Hit=4bE

SIZIG #0535 K H GraphPad Prism S#K 448 v 4
o SE3EPE UimeantS.D.JE XK Ix, AR L
KPR % 2259 HT(One-way ANOVA), PLP<0.05.
P<0.01RRZERAGRIFE L.

2 H#R
2.1 Cecropin XJHH|AGSHAREAY A € 51858
A FIMTTL €5 V% & Wil Cecropin X% A H J#

=2

AGSHH 4T 5%, &5 3 7R, Cecropin XIXTAGS
S 0 %) 14 B A 5 4 B A ) R R AR . AR
1§ 124 hJ5, Cecropin XJfE % # HIAGS4H i 1) 1 K,
IF FLBE A 245 40 52 (%) 38 Jn, 490 1 4 FH 328 38 i, >4
Cecropin XK [ 1K £]100 pg/mLI, 2 #1HAGSHH
Jio, 1) 184 55 (P<0.01). Cecropin XIE H T-AGS4H iy
120 hJm, 20, 50, 100 pg/mL Cecropin XJX}AGS4H iy
) B8 T AT 93 391 R (63.81£9.04) % (65.13+4.17)%
PL %2 (86.55+2.53)%, 34 1 2 $ HIAGS4H o 1) 34 4
(P<0.01), 100 pg/mL Cecropin XJX} AGSHH i 184 5 [
0 HIE 510 pg/mL Dox U — B (K 1A). 1] W,
Cecropin XJF A Ji 41 i AGS4H i 14 5 2 A W 2 1)
FOAINE T, 3 5 B0 A 1) 2R 750 A4 v

I NREE VA T S50 25 L 7, AN Il Cecropin XJ
A PR ) AGS AR T B (1) B 9 KT [, AR RIS R4,
1M Cecropin XIEH 2 )5, 47 A2 KId B W oo i, 44
TR o BRI 2 A, WK AR A T T4,
ARV L % . € AN Cecropin XTI 451 4
T I 1% 1 100%, Cecropin XJALBRZH 4274 2 1% 4333
H(64.19£13.10)%. (41.88+5.68)% LA [ (18.54£6.21)%,
HA W 72 7F(P<0.01). M _Fid 25 5 n) %1, Cecropin
XTA] I AGS 21 £ 7% 11 1 Ji, 136 BH Cecropin XI5}
AGS i 5 B IS 18] (R4 B4 GE AR H (1 1B).

(A)
1004 g
S 901 -
S 801 g My -A- 20 pg/mL Cecropin XJ
s 704 s __FTT *____.---/',h,;'.'—'-"’"ﬁ* - 50 pg/mL Cecropin XJ
o 601 T e P - - 100 pg/mL Cecropin XJ
2 509 ,,-"t’ -~ 10 pg/mL Dox
2 404 ;. _"/
€ 300 JS
= 209 f A
O 10947
0 T T T T 1
0 24 48 72 96 120
Time (h)
(B)
Cecropin XJ Dox 120
20 50 100 10 (pg/mL) = 1004 ],
- ~\\ /7 N sodl |«
T

60
40
20

sk

Colonies (%)

sk

£k

045
0_20 50 100 Dox (10 pg/mL)
Cecropin XJ

A: MTTEINA [ £ CecropinXJ(20, 50, 100 pg/mL)F110 pg/mL Dox/4b 24, 48, 72, 96, 120 hJ5 AGSH MG AN, B: BIIGLE R TP RLE
45 W 52 Cecropin XIME I AGSAI G VR TE 45 B . #P<0.05, **P<0.0115 %} 4 4H.(0 png/mL Cecropin XA LL

A: the inhibition ratio of AGS cells after different concentrations of Cecropin XJ (20, 50, 100 pg/mL) and 10 pg/mL Dox treatment for 24, 48, 72, 96,
120 h were observed by MTT analysis; B: colony formation of AGS cells via Cecropin XJ and Dox treatments was observed by soft agar colony forma-

tion. *P<0.05, **P<0.01 compared with control group (0 pg/mL Cecropin XJ).

E1 Cecropin XJHH BfZMABAGSHIE K 5185
Fig.1 Cecropin XJ inhibited proliferation and growth of AGS cells
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2.2 Cecropin XJIRHAGSHEEYFE T

I 3 K 4 A W AS [7) ¥R B Cecropin XJ4b
PH24 h5 XPAGSH ML TR 52 . A B R Rl LA
H, B Cecropin XJ¥K B Tt =7, AGS4H o 1 7 172 %
B ETE, g S I R AR LA o R 2
(P<0.05)(F1F11K2). 4Cecropin XJik F|100 pg/mL
], SRZE )40 0 55 0 HE 4 B AT 2 25 1 22 53¢ (P<0.05) o

P AT, 175 5 R 40 i 2B 9 T n) R A2 Cecropin
XIU R FH 1 EEEEHLA, H S B2 ¥ Cecropin XT
A HE2y T B0 B AR | 40 R R BE, AH DG B A H
B2 — 25T
2.3 Cecropin XJAbI2 S EAGSZH B 244 A &) #A BE
iHTESHA

I FH A =AM SO AN ] < Cecropin XTALEE24 h

F1 FERE Cecropin XJIEAGSHHRE24 h/iE HIZHAEE T K (n=3, X+s, %)

Table 1 Cell apoptosis rates of AGS cells under different concentrations of Cecropin XJ for 24 h (n=3, x+£s, %)

BT A U IR AL SRR T A0 IG5 S0 24 HEA I
Cecropin XJ (pg/mL) PI(-)AnnexinV(-) PI(-)AnnexinV(+) PI(+)AnnexinV(+) PI(+)AnnexinV(-)
0 92.73+0.97 3.35+0.56 2.77+0.01 0.05£0.01
20 85.04+0.84* 1.4140.06 16.43+3.49* 0.45£0.1
50 73.00+2.27* 2.2740.02 22.67+1.28* 0.94+1.13
100 37.424+2.27** 15.51£2.19* 43.94+4.00** 4.46+1.18*
*P<0.05, **P<0.01, 55X 10 pg/mL)HLL
*P<0.05, **P<0.01 compared with control group (0 pg/mL).
. 0 pg/mL . 20 pg/mL . 50 pg/mL . 100 pg/mL
2 2 2 2
g & = =
A A ol _
E E = E
z 4 2 ® =
10 10" 10> 10® 10* 10° 10" 10° 10° 1O* 10° 10" 10*> 10° 10* 10° 10" 10*> 10° 10*
Annexin V-FITC Annexin V-FITC Annexin V-FITC Annexin V-FITC

E2 4R AR A AN [E 3R E Cecropin XJI ¥+ AGSHH A T 89 8201

Fig.2 Effect of Cecropin XJ with different concentrations on apoptosis of AGS cells by flow cytometric analysis

0 pg/mL 20 pg/mL 50 pg/mL 100 pg/mL
10004 1000 800 400 4
B 800 B 800 600 3 300 1
2600 2600 5 z
E g £400 £200 1
Z 400 Z 400 z z
100 4
200 4 200 200 ' [ g
\ y W\
30 60 90 120 150 0 20 40 60 80 100 120 0 20 40 60 80 100 120 30 60 90 120
DNA Content DNA Content DNA Content DNA Content
80
704 3 Opg/mL
3 20 ug/mL
3 604 * E3 50 ug/mL
< ] B 100 pg/mL
5 50
2 — 4k
5 40 ok
= 304
[
|} 20
10 [T
0 i i == 1
G,/G, S G,/M

*P<0.05, **P<0.01, 55X 410 pg/mL)AH L.
*P<0.05, **P<0.01 compared with control group (0 pg/mL).

B3 A [EKE Cecropin XJXTAGSZH A E B B9 221

Fig.3 Effect of Cecropin XJ with different concentrations

on cell cycle of AGS cells by flow cytometric analysis
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(A)

Oh

12h

24h

—_
(=3
(=}

Cell migration (% control)

(B)

[ Opg/mL

20 50 100
Cecropin XJ (ug/mL)

Cell invasion (% control)

A A0 SE KA A1 BT AL B 975 B: Transwel 525G A0 A0 AR 2868 F1 . *P<0.05, **P<0.01, 5%} 41(0 pg/mL)# Lt

A: cell migaration was detected by wound-healing assay; B: cell invasion was detected by Transwell assay. *P<0.05, **P<0.01 compared with control

group (0 ug/mL).

[El4 Cecropin XJATAGSA AT B FRERE N RIS
Fig.4 Effects of Cecropin XJ on migration and invasion of AGS cells by wound-healing assay and Transwell assay

J (T AGSAH WL E AT 4t i JA S ) Al o 45 Cecropin
XIHR & (138 I, G4 B osi/b, SHI4n i N, GyM
140 o B A 5081100 pg/mL Cecropin XIWEE K %
40, W Cecropin XJnJ BHF AGSHN MU ZES I M Tl
HIAGS AN M 35 (K13).
2.4 Cecropin XJPEIRAGSHRERIRZE 51T 5 8¢E
MRIR SR ER, Ki9% AGSANH 12 hfl 24 h)s,
AGSZH 153 BT T (39.14+0.85)%H1(80.84+5.52)%
(Kl4A). TIN50 pg/mLFT100 pg/mL Cecropin
XIEH 12 h)m, 41 MRIT R A0 (13.61+4.81)% Al
(9.48+5.78)%, LA fie 11 W Bk F5 . 410 pg/mLAN
20 pg/mL Cecropin XJ4H 124 hitf, 41 fliT #2212 5%
FIHI(P<0.05), W Cecropin XI%F AGSHH AT # 1311
] S5 A FEE TR T 40 1 7 5

28 AN 7] ¥ [ Cecropin XJ4b BEAGS4H HU24 hji,
5 Ak BE2H IR 1< 10* 40 i i3E 4T Transwell 55 56 . 5K
525 IR, 20 pg/mL Cecropin XIXFAGSHI1E 7868
J3A7 83 A A F (P<0.05), JF HLIXFh 4 Y £ 9K
JEAK A (4B). 24 Cecropin XJ¥K 53X 3100 pg/mL
I, AGSHH M (1917 22 AN 16.2%. ik &5 R,
Cecropin Xl AGS 4 it 1) 4= 28 11 H Bl e 52 184 o
.

3 it

GO IT 25 205 9 40 PR £ I B 4k Tl 1
HONL, BRI, o7 5 R (R BRIV A AR
fire T FREP . WAy WaisT i
Zi), MRS FTFUR) 2 SRR, ST
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I T A G b ds 20 Rl B, 1T ELR iR 4 i B AT R
SR B FEAE o PR IR AT SR 2 P b e 0 1k,
A 3 I R B AT A i O T N REL A A R B A
e 240 L PR HE TR, RS Y AR AT T S B 24540

WFFCUE B, K & Pt K (Cecropin XD AN A 4L
AKAHTR, VT2 IR A i B 2 AT FHAE FH « Moore
SEMRT ORI, Cecropin B IR L 24 ) Ji I3 41 i 2.
HPUMR I YE, et F0E AR g
S, I S I [A) A BEARCHSE (DG S i 1 IR v
WFFOGRAR D, H TR 22 BHS S B 0] W 1R e A 3 ok
T ¥ CecropinZ AL HEAT X H i ) B o g 4 FH R BT
FM, ARG DA OR & 2R)E W, Cecropin XJ
18— 8 A FHH B0 [ P9 o) 1E B 1 B2 41 g R GES-1
{10 384 B LT B A 52 W, i xS R 40 i RBGC823.
SGC7901. AGS¥IAT W3 M5l 14 58 AF H (P<0.05),
Hidr, AGSHI i X Cecropin XJf ABUR . R, Ak
96 38 I MTTSE 5645 Il Cecropin XIXf BB MK N B
YL AGSH KIEFE (1) 52 &5 L 7R, Cecropin XJ
TEAR AN RE Sk 2 H0 B AGS 48 Jf (1) A=A G 5, 1 HLax
PRI Y E A o B R (AR o [R) I, SR IR
ETE I I S I0 1) 25 B R, Cecropin XIM# HAE K T
) BE 7 1 35 BRI, 7~ Cecropin XTHE % K 3140751
AGSH A 45 A A

K2 H0 B g 25 9) 25 & 8 ik (1 0 40 M 9 73k
FPTINIR I T, Cecropinsi) 22 Fi 8 41 i 2 A7 55
SHTVER, U685 340 B8 172 0] g 4 Cecropindl)
20 Mg AL 2 — . SERTBIRF T HGE TR
FIPTR IR 2T i s N Ca*' s H H 3 HlIcaspase-3
(A5 = a0 % (e HEK S624H B I¥T I T2, 1 v ¥R B (R 0 B
JUR T ok AR At PR LR A 40 PR st T AR S S s
it 2 40 A s A B 9 T, &5 R WK, Cecropin X
7620 pg/mLiFAGS4N A I 1T % m & 18 #116%, 1
100 pg/mLIN A2V 14 41 10 &k 25 59 I, 3 AR B2 1
Cecropin XJ{¢ dF B 5 40 B 19 8 12, 76 =il R T
FEA MBI T . WangZESIRHE ST K B, P b Ik
temporin-1CEaft iy ¥ & T ] FL 5 2 i 3L g 4 Jif
(R 20 LSS, 200 L S e A I 2 S50 9 19t 22 22 (phoos-
phatidylserine, PS)4MH LL & 4 i ) 4 )5t 1) 0 TS gk
M FEANIET . X 1] fEtH /& Cecropin XTI
Bz —, (H 7 S — B RE

24 i J) 303 ik £ S 0 U ] 4 HEDNLA £ B 32 4161
BUDNA 7 AT FIME S A5 40 LA g 2E AT 73 2407,

AT 25 B R B, Cecropin XI¥ & 4K 4 A AGS 2
JH R S i AE S I, DRIERELAS T 4 e gk N> 248, &
FHIFFERE, Pre Ik nr Lo i 5 40 e DNAAH 45 5
B HIDNAZE & B 1 375 P M 490461 48 U DNA &
BN AR, BE 2 R SCHRIRE T P R IS S 40
S 3PV s 0 G/S P2, ERAR A5 iy () 40 M S AE AN (]
i), {HCecropin XIHKAR 7 1 5 Z4 (1) 100 ) 14 5 A
H. XK B Cecropin XJ ] e ik BH 41 Ho i B e 2k
MR T PRI B R B, BAREE K B B AH G A
Al 738 R

i e A0 M R AR 22 e RS A R R R AR AT
h ) 2 EEREAE, A e iR X v R 5 | A i e i
TBIT RMCEE R AT B R 22—, Tian%5P1)
WFFUR I, PUBE IKRP39 ] 101 L g 40 1) 422 28 0
¥ o 16 RE 3 (Melittin) 1] LLIE I HHHIMMP-9 () %1%
AMEAK FR T R AL 40 1 7L i i MDA-MB-23 1 HIMCF-7
RS AR5, AN [FHE I Cecropin XIAb#H
AGSHN 124 g, nI A R0 I AGS A o (1 1T Fn
R 280E S, HAXFME 2K RO 77 =X

MR FIMTTIE A G X 40 A S5 = BeAsl 1
Cecropin XX A 1 % 4 Hs AGSHE 5 (1 F IV FH K 15
SPTAER . 25 % 0, Cecropin XIHIHIAGS 41 AT
ARG B, B 7 40 1 300 P R OO gk A i 1
FREAC 4 Mo 42 22 M 7% 1 6 ), U6 W] Cecropin XTREMS
BN A b 2 AGS A B I A=K, 1X T & Cecropin
XISA U 2552 i T FRR BEAT AN S 56 AKHE o
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