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Eubg Mg Aulst = EA vpg 29
5355 2 FAs5 A 9%
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" 57
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&ubet M1 Opuntia ficus-indica) Ai7h 71912 2 cshol mlAE F
gsty] st} w322 wheroN FEHVF L UL TAHY

to

Eotg dAFE AT x3E FAAIE BAMNLE AARE 98 3
t Ae= ¢ polyphenoldl ¥EL FAdtn ok Sukgd Mo Aoy
+2E senescence-accelerated prone/8 mouse (SAM-P8) (7/l¥a)3 2 o=
T2 senescence-accelerated resistant/l mouse (SAM-R1) (77§28l A 30

194 13 375 8 F(1.2g/ke/day), 7198& Hrlst7] A % 39 Al
#e AAEAY. =Y, AW gastsE SAds] st A A,
glutathione(GSH), superoxide dismutase(SOD) @ catalase @AEE 7+ =3
AMEARE o] &3t EAset

T2 ©7] 7198 FA ARE GolEy] A4 SN AYPdME
SAM-P8:} SAM-R1¢9] 4% £% 52T dizFAA 7198 40 ma
4 A Wt veRR gkt

A zAY A} FEE YotRr] Y HAsA A #$FL 2} P



SAM-P8ol A &utd Mg A FAFdAME FiHT dxdd v {24
T FAEANE BEFIAAJLP < 005. Axe FAse #ACE AL GSHe
SAM-P8(P < 0.0001)% SAM-RI(P < 0.05)¢] &t A dof FAFo] F
Fo dzTd HlE FA4AA FrrEAA. Al @44 LEE AAsE SOD=
SAM-R13} SAM-P89] M% &% FAud dzade F4de Hge
HZHA ggtoy, FsrAE B3 AR WA Ed F8T 4SS §
T catalase® @A X SAM-RI9 MG Fojito] dizdd Hla Fo47)
F7h3t A TP < 0.01).

2 Ay A ostd, Eutg AAd doje AW st A g4 wA
s} A GSH #&%F& F7HA7I22 abst 283 d4e ddo] e Ae=R
Aztdd.

FAo ¢ k3t Eutg AR, xFB3EFI vpeA gy, FEIY, FAAHAA,

glutathion, superoxide dismutase, catalase
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I A &

39 )AL “programmed aging theory”, 444 o d(Harman, 1956;
Harman, 1984) &o] 1oy o}2l71x] As] 4z vk ek (Holliday, 1980;
Harman, 1981). &t % free radical& AA Wl diA#A Fo] LMoz YA
T RN dAAEY i, oudd g AAH Fo olgHE A
E712% EAZ 4w Aduh(Babior 9F Woodman, 1990). AAMAFEIolA A A
T free radicaldl &3t glutathione peroxidase, superoxide dismutase(SOD),
catalase 59 4zl T4E A, BAHMLE AAToEH AN JFANE &
218 4 JA DA (Kellogg ¢ Fridovich 1986). 12|y A Ae) ®i= w33 A
Fol BAHE G440 aE A3 AXE Ao 2AE4e 2= Ao
de)A 3 o, w3l ol9} L Fijol Ja MEEAC] 2HE F YT A

2 FAstx AvHA, 1992, Halliwell, 1994). webr 4 AE 2-std »
3B g4kl 98 2AEGE AD B2 A2 tede ada A
S (Ruuls &, 1995), A% 25 & sdoe] glo] =334y F d4tsA
o3 w=sAA & M= el wrb g1 @,

3% 7 vk~ (senescence-accelerated mouse : SAM)E AKRA v}9-20)
A fHild Rez FFAHA =334 E 2 senescence-accelerated resistant
mouse{SAM-R) 2} *3}7} 25 += senescence—accelerated prone
mouse(SAM-P)AZ2 F&E 3 (Takeda %, 1981). SAM-PAE= oz EE9Q
SAM-RAY] Hl& 9 @ % 8FA4 As, €2, g23d 71y 9w =23
T4 By, WA, HF 0 Frh 99 wrg Aty e 5EAL JUedg
(Hosokawa &, 1984, Takeda %, 1991, Takeshta %, 1982; Miyamoto %, 1986;
Yagi %, 1988). 53] SAM-PolX = 7vat Ao A matstxa ghske) ZFr19t
glutathione(GSH) %9 ZH4 9 SOD$} catalase B4 E7F A3 Argdor
k3ol o]E FAUEAI FaF JEE ¥ RNeF FAHIm o %,
1996; Ohta &, 1996) o] EdAFEA it Z8&& 71 7154 A FEA o
A+e BA 4.



AFw 7138 353 Hutd XA (Opuntia ficus-indica)& &7 8H4
Opuntiagol &&= thd A A8 Wdx k% o, 2FEH R =
FzoZ4g, BAd, N18A #HY, 5949, 54 9F, B9, 8 dFdE, 232
o AP T AW FAFAR dY A& EH grh(eh, 1993). HZ &Enpd
AN oo FREN At 7HEA4 FALEC) 6020 %2M, Sutg A9
FAES BF 22 M8 FALBoItHe] F, 1997, ©f, 1997). 7184 FAL
Bold Mg A9 AR 7FE, 172 FAE A MAFE T 5
, free radical® AAsE=d BAY & Ae Aoz EeZ polyphenol Al
flavoid3t 3 E£& o Rt Aol FAstsa FHE BAAPol AL A=
Azt

B Ay e supd A Fule] A4S HoHsr] Y3t SAMA A
sutg Mg duje] FAAZR L& FFFAE F PFeH vz g Rtz
Z) A wl-&E A (thiobarbituric acid reacting substance : TBARS), GSH, SOD 1

8]

23 catalases S 4tsHA ¥ E EAE A



1. AM8F=

1) INEE L ASEA

2 A3 AH8d T8 AKRA vhf-2olA feiHo] x3te] Rl FEZA
e senescence-accelerated mouse(SAM) % TakedaZ* ¥ senescence-
accelerated prone/8 mouse(SAM-P8)# senescence-accelerated resistant/1
mouse(SAM-R1)& &% o} 33 Ad74 4% FE SFHAA SPFxyez
el E T £F, AL e FEE FH FELS 27/M¥FHo
conventional 4PHZ &2 F 5/M€Y B¢ S Al 7HYAH o]io] W
i dY BE2& FEIVYLYL HAY FEFE SAM-P8  control(SPC),
SAM-P8 treatment(SPT), SAM-RI control(SRC), 18] 12 SAM-RI treatment
(SR & 41 222 vhro] Ad3dH(Table 1). AH&S I3 edA T4 ¢
A8 A FELAA KGLP (9okF bdy B 7|F) 87 z2dsolA A}
F3Ac At kA REL AY FE 1Y ARRHSFAY AR)E LA
ZAH60 Co, 2.0 Mrad, 2R 7)o}, M&)Z FTd AFEF9 ARG &5 A
EF q#AN F A9 {5 ¥ 7](Dynamics M600, USA)E T3t AT A
A A F AR

Table 1. Classification of experimental groups.

Group Strain Opuntia treatment Animal NO.
SPC SAMP8 - 8
SPT SAMPS + 5
SRC SAMRI - 9
SRT SAMRI1 + 9




2) &ulet AAF Av} B
Sulg AR AnE B AVsE 20T FERF F 0TNA 244
2 B ARAA NEAT 2T AL

ML

2. A¥4yy

1) NYEAY 79

HFAAZF 60 kg Ao 19 Evtgh AR A FFF012 g/ ke/ day)e
1202 o 10M ¥ §H12 g/ ke/ day)& FFHFN Ho FASHAL
o, 2t Zxo) Y2FL FHFY FASHAT T AR 2 Ao A FHES
2 124 ojdd) &rFHATY

2) ¥E354d

+E3AdPe J]dAe BAsE Ao, A4 AA AL 2F 949N
2% 54 Alole]l #yEHALn, APL AN B oFA HAW. FEIAE
step-through test3 QA3 29 acquisition trial# retention test2 W¥o] 4
A8t tH(Miyamoto 5, 1986). Ab& ¥ step-through $E3HAY 7|7 F 7
Roz U¥olx glon AL Qg 3 29 F& YA we FA(18X18
x25 cm)ol™ o7le] AZdY FAL P o Aa (18xX18X25 cm)2
ojgity. ¥ ¥E R% utgo] grid2 Hol Qo™ F Az Atol9) W o}
BHo A7 4 mdE 98 740l H Y3 o] FHL A2LAFY £o=2 A
AANY 5 UEE Hol Yot uk$-2E # vy O E caged M 183 FAR
% Yo &3 Rolx (40 enY, 60 W AF) AMe] Wi 1027 HES AR
3 2298y 2& &M nt$2sh ARRo JF £& HUES A v
29 gto] O]F& FAZ BF Eojrtd AWy £ A%y 23 JLAA
A2 sozted  AY ARATAZY  180x)&  FAHI,  shock



generator-scrambler transfer (Bio medica LTD.)E& A&3to 05 mA9] %
15 B &9 A7 AFE FAG A7) AFE EE vb2F Ao g
cagedl A 187 F2& Al F A#: cagedll wol FUA vhF27F olF 2
oz Fol7kM A7) shockg & WZAAE acquisition trialo)et sta1, 24
AzE F 7179 Ade oA nle-2E WolA FAR Sorte AE BFY
(AEAIZE 180%), Al dol A= Ae] drpy H=A dFsH=d oA S
retention testz} At

3) 37 A3

TES etherZ2 vlIHAIZ| BZE AN #d® F & dojiio] 30
mM HEPES buffer(pH 7.4, 150 mM KCD %o 93 §% 4&AZ F -70C
o Bt

4) Zt A¥XA A Fv|

2E 3L A4y ice-bathg Ar&3d Aot wts2 g HE
3o} 108} -9} (weight : volume)2) 30 mM HEPES buffer (pH 7.4)& 7}3t4
7 A 3H(CON-TOQUE. ERIE PA. USA) & ¥ 700 X golA 10&87F 944
(HERMLE. German)dts] 45 98-& A3 At ol& thA] 10000 X gollA 1283k
a4 94 E(HERMLE. German) & ¥ 45 d3 FA&E s 45
e zund AARZ)(HERMLE. German)E ©] &3t 105000 X goliA 14]
B9 23% 94 BYste A9 A9 M EAd(cytoso) SR -70C

3
AL

5) M¥xAAqe] d¥A §#F

g9 338 Bio Rad Protein assay kit(BIO-RAD Laboratories)Z ©]-&3&
o EAag o FFAEE bovine serum albumin(BSA, Sigma, USA)& A&
3} 3t (Bradford, 1976).



3. dsigty 4

1) #3429 AF

4842 A 0] A% thiobarbituric acid(TBA)S W& A AMzAY 9
TBARSZ& %3t A% ¥4 3 tH(Uchiyvama $ Mihara, 1978). ¥+ 4 o] =
A& 20 % acetic acid 05 m, 8.1 % sodium dodecyl sulfate(SDS) 0.075 m, &
F4 0025 m, AEAY 0067 molh «7]dl 1.2 % TBA 0333 ®E 7t i
vortex2 ¥t & RelTE2 AERS T3 30¥3T WAHA 600 x gl
1087 94 2ase A5Ae Ao 532 molA FFE(DU®60, Beckman,
USA)E A&

2) GSH A%

GSH* non protein-bound -SHE& 243t (Sedlak ¥ Lindsay, 1968). Al
TAN W) wuAL A7) 98] 50 % trichloroacetic acid 200 uf, X
Aol 250 ul, ZFF 1550 S EFET F A4 16587 WAL F 3000
X golld 1587 94 Hgstd 45d 1| g HHA 479 04 M tris
buffer(0.02 M EDTA ; pH 89 2 m¢st 0.01 M 55'-dithio-bis(2-nitrobenzoic
acid) 005 meE 7hste] ALolA 1582 WA F 412 mo)X FFE(DU°
650, Beckman, USA)® &A33t. F3E 4 F GSH AZF9 AdNE &
7 #o.

(GSH content) = O . D / 13100 (m / £)

3) SOD &4 &3

ubgolo] A& buffer(50 mM potassium phosphate ; 0.1 mM EDTA ; pH
79 2.1 m¢ , 05 mM xanthine 0.3 ™, %< 0. m¢, xanthine oxidase 20 u£°|
t} 7)o MEAS 10 x£Z 7}8 F spectrophotometer2 550 mmoll A FF:E
(DU®650, Beckman, USA)Y w#W3& SAsted SODEAPE EHsAH
(Fridovich, 1974). SOD ¥4 9 A4 e &3 24,



Log (control absorption rate) - Log (sample absorption rate)

Log2 X mg protein

4) Catalase &4 =3

Hlgole] 2L ¢33 89130 mM phosphate buffer ; pH 7.0) 0.5

n, &5
2 066 ml, 15 mM FAstEa 18 miol orjol MEAN 40 wE ¢ F
240 ol EY FFEo WHLS A8 catalase S AU

(Britton  Meahly, 1955). catalase &419] A4t ofzfo} )

O.D X 50 x (cytosol dilution factor)

0.04 X mg protein

4. FAAS

sz 3 v)Ade ZFA A= Fisher's exact test & o] &3t nlL3tP e
o, Aslstd Ayge &ug M9F Au) FA7Hd FHS HETE Student’s
t-test & o] &3 B AAH.



7t AYPFe AMFE SPCTe] 345 + 16 g, SPT#ol 334 + 21 g, SRCE
o) 375 * 19 g, a1 SRT#o] 363 * 14 goe2 Jebgrh(Fig. 1. 4¥7]
Eete) B2 MFo] Fo A By FasE FFE BAW

2. ¥53INLH

22304y AAG ZBH} SPCFY acquisition trial BFAIZHE 061 *
0.17%, retention test BTFAIZL 502 + 1082z ZHAHAUY. SPTT
acquisition trial FFAIZHE 085 * 048%, retention test FTAIL 294 +
006202 &ARA5Yct SRCF2) acquisition trial FHFAIZFE 312 £ 069%,
retention test HFAIZHE 536 £ 065F 2 FASHAPSH, SRTT acquisition
trial TFAIZto] 323 + 056%, retention test BFARL 273 £ 0HUTLE
= A5 (Fig. 2, Fig. 3).

1) #asxAde) ust
it A e] A% A3, SPCE F TS 00079 + 0.0017 AOD / mg protein,



SPT#& 0.0052 * 0.0014 AOD / mg protein® 2 £ute M dufg Fo3
2 Fe FHF NERTA vl& FALAA AARIE Fol FHUE AAME
FAFYHP<0.05 t = 2.872). SRCE HFL 00057 = 00010 AOD / mg
protein, SRT® F T 0.0055 + 00074 AOD / mg protein® 2 F 9 {9
Ae dale #2HA FucHFig. 4).

2) GSHe] W3}

GSH &% =34 23, SPCH* H#L 35 + 03 md / g, SPT¥E 142 +
14 mo / g2 2 Fa dzol v& v HQA dv) T GSH @
ZFx 7 A QA FRXTHP<0.0001, t = 9.274). SRCT HEL 7.0 = 1.0 fmd /
g, SRTZ& 106 * 09 md / g2 FAQUA &Suted MU dvf T2 )
GSH &3] &2 Aoz FFHAJHPL0.05 t = 2.726)(Fig. 5.

olN

3) SOD<} W3t

SOD ¥4 274 ZAn SPCHE BT 0.047 = 0.016 unit / mg protein, SPTZ
0057 + 0018 unit / mg protein® 2 &upet MG duf FoAFo] FFF dx
ol ¥s SODEAC) Fou FAH FiFe #FHA ¥gkth SRCE T2
0.012+ 0.015 unit / mg protein, SRT®2 0.026 + 0014 unit / mg protein® =
SAMP89] 4@} it 2 Eulgd AQF Ao FoAZAN FHRF 2T
HE & AL HYoy FAHoE fo4e BFHA YtH(Fig. 6).

4) Catalase9] W3}
Catalase &4 2R A7 SPCE TS 3454 = 806 unit / mg protein, SPT
& 3166 * 1143 unit / mg protein® 2 &wpegt AAA Gv) FALH FHT
W2T Atolo) FoAde FAHA k. SRCE HT L 2950 * 765 unit /
mg protein, SRTZ & 4129 * 647 unit / mg protein® & &uldt MAP dnf &
Aol 2FF gz v FYAYUA catalase Aol FAHUAS S BF3}
AP < 001, t = 3.532)(Fig. 7).



Iv. 1 &

® Q3= auwd MAA(Opuntia ficus-indica) dWHE ARZ =3F2 v}
o o] 9lo}A TBARS, GSH, SOD, catalase 59 @43t 24 A¥& @3
2 A REAT BAZA Sutg Mg #BF AFALL AAIY dE
Ao Fa Ae g ARAE AAsE RAew(, 199%; ), 1997), B E
o B AFE ARAN AdHA e& 9 Aol A% Afol AAT 2L
= oz AT Yrhel 1993). B 7154 AEEL FEALHAM 548
o we} S YERATH(E F, 1989), £utg AR dvie B¢ AR
19 2gaug 10w BeRog 1/jY @7 FAF Z9 SAMAME AHF
Wil 5 =4S Yehix g8 Aoz AAddn.

B Ao AN FEuages Sutgd MAAd du) FALH FFT
gz vaE 332 A ANE FAL @ FAFLE fo4] U=
Aoz WAL} retention testl A vt MU dvf FA2 Q@ PFIH
Aol Wat= glon, ol AYPEAL Foj7|to] BotA A A2 Az%E
th.

A A e At B¥s Atz B4 Aa0L whgsd dAHE 8
Az gAutg 220 &AL FEFE R A YtH(Montine T 199%).
B A7 &utg M Qo) o F vt oA dojue A7 el
FAA A §FE BN FAE 27 SAM-PRY &upgt HAR ) FAL
o] 254 Yz ¥ FAFAA FFo] FAFUA AAIAEE VY
& gew ol &utgt MR Au) AH=2 A& % x2HY E4& AAR
Aolgl AZEt. ¥ A7 @y A¥dA A HuRAA FFe FAEU=
Aozt BAEHA ggkout olE Fo7|ztel wE ol FAHAW BT Fo
A ¥ Z2AAME vj&d A7 Ug THe AL AR & At

GSHE #Ast54s B2 §4A47 @442 o3 Axs 2iste 34
gEA2 nAaLA a8 A2 olN F AYE FFHT AL T,
1994). SAM®] loIM s} 7o) GSHE Aol F7ighel met FAdotn &

_10_



Qow (¥ 3, 199 Liugt Mor, 1993), & QoAM= &utg A Evf F
7o) 7+ A A GSHE Z7/F iz b8 9oz F7pg v &8
HAA duje] HHE w8 NYPA FASE GSHY AW #F & FrHA7E &
£& 3gn & & YA o] uieh NQA dujel T2 A MU 84
Ax AAZ © Bol olFold £ Y RE guFddh 2y 2 WdA
GSHS 5% x3l9 AFZ 44 & Rolgdhs H I (Naryshikin 5, 19817t U
=7} 8d 27 U GSHY FE & AExsle] A2 wBrlde FHsvhe 44
= Q1= uHOwens, 1965) °l9) #ZL YsiM = GSHY Mg diApAl g
Bge Q77 9o
SOD:= & A7 &4bst A]A® Z superoxide aniong BatstyAZ WA
o98e gath(longo 5, 1996). Nomura $(1989)2 12/H1¥% © SAMY
74l SAMP8°] SAMRI®| Hl3) @& F£F9 SODEA L yUehd& R
3, A(1992) SAM-R13 SAM-P2E o] &3 AFA 127843 9] SAM-R1°]
oMY vl ¥e& SODEAL vetdida stk 22y Liust Mori(1993)
= SAM-P89] TtelA Ao Fristel we SOD&A4 el F7tee Eastith
2 A7 SODE &utet M gl FdFe) FHFF FATA vl& St
Qo F 2§ FAA FoHe #FHA duH

SAMOIA catalased B SAM-P ¢ SAM-RAle}d] Abo]7h it ®n
g 5, 1996). & A@olAE SAM-PolA &utg Mg duf FoFo
catalase @40l o Zvlst= Age 2oy FAAHLZ #9942 §lo] SOD
o) Axgt fApAT ey iz %<9 SAM-R19 &uwtd A3 AW F
A2 E ZFS5 d2F ¥E B catalase@Aol #BEEH SAM-PY 7
SE AYEE £5 AL BV FAA M= A4St Zjddnh

ol4e] A7%E F¥s £ W £ ATFAAME polyphenold SH{EL UF
438 cupg M duje 823 2o FAstAA A4 oAl R GSH
o) Z7t2 AA 9 Az s AHHF FHo] Y Aoz A

[+

rlr
b

rir

_11_



v. 8 &

Polyphenoll $¥E & ©aF /& &vts Mo1ar dujzt gt wE 2
e B3y Ystd x=HEFA vh2d Eupgt AR do) B2 g/ ke/
day)& 3097 A% FEIAT A gAasls S ARG

s2e @y sd”d FA ERE FotrY g8 FEANAYAM =
SAM-P8% SAM-R1¢] €uig A< &4 Eqzs Z25F ERIAA 719
o gate] mE HYAYE Wk dEhbA g

7+ zAe) A ALE Fotryl st gagAd gFe FAY AH
SAM-P8ell A &upet Mol g FATAME z85 gzdd & A4
= ARE BRHFAHP < 0.05).

A8} A1Q1 GSHE SAM-P8(P < 0.0001)¢} SAM-RI(P < 0059 &utg A
A% duj EGFAN Aze) FFF A2 A a4 UA FAEAAT A
W $AAAE AASE SODg HstriE 23} A4AZ BEAIIEH T
Q88 o= catalased TAYEE SAM-P8Y sutgt AR @u FATH F
22 gz F4de Wwste dFHA ok skch.

o)abe) Aoz Hop Hutdh AAF dHW= A asAd A4 BA s
37 GSH ¥%g Z7HA7122 st 28 e wdol Y Ao AY
ath

_12_



Body weight change
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Fig 1. The body weight of SAM with administration of Opuntia

ficus-indica fruit and distilled water.
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Passive Avoidance Test of SAMP8
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Passive avoidance test of SAVR1
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Effects of Opuntia ficus-indica Fruit on the
Passive Avoidance and Anti-oxidation in the

Senescence—Accelerated Mouse
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Abstract

To investigate the effect of Opuntia ficus-indica fruit(Opunita) on the
aging process of senescence-accelerated mouse(SAM), we examined the
passive avoidance and antioxidant system including thiobarbituric acid
reacting substance(TBARS), glutathione(GSH), superoxide dismutase(SOD)
and catalase in SAM (7 months-old) after oral administration of Opuntia (1.2
g/ kg/ day) for 30 days.

In passive avoidance test for behavioral study, there were no differences
between Opuntia-treated groups and their control groups in both
senescence-accelerated prone/8 mouse(SAM-P8) and senescence-accelerated

resistant/l mouse(SAM-R1). In biochemical analysis, TBARS was markedly

A Thesis Submitted in Partial Fulfillment of the Requirements for the Degree
of Master of Veterinary Medicine.



decreased in Opuntia-treated group compared with that of control group in
SAM-P8(P < 005). GSH content was significantly increased in Opuntia-
treated group compared to that of control group in SAM-P8(P < 0.0001). The
activity of SOD and catalase was not changed in both Opuntia-treated and
control groups.

These findings suggest that Opuntia has a functional role to Increase
antioxidant system in the SAM, and thus uptake of Opuntia may delay aging

process through antioxidation.

Keywords : aging, Opuntia ficus-indica, learning, senescence-accelerated
mouse (SAM), Passive avoidance, lipid peroxidation, glutathione,

catalase, superoxide dismutase.
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QL0 AA Y7/AMKN & FNtE Dol QAARL, ol AVI& A B
FHBL AR gLItt.

BYEe N30z o200 BER XUZ2 RHE FNG odltd - ofbid, '3
2 A9 AW OABNE Lid-oid -0 - AW, HRU NABE
Aol E 49 -NE-HE. .o bEE A7 80 d=22 d Yo Hof
FHEUL

H& odZABND 288 CASZME oAg iy, ot dBE KIAN
KA SN A2AH KA OFA - Q7 A4, RZ AN FNI K
ofB B2AD FAH BA AV - QVTF AW, LRANM NES HF
M OMED - oM R4lY, AAN BAHS AZN FOHT AN AL,
J211 HNE oTol KA NERAWA AN Btg 200, H2Ad A3
A FNT TD - FAE- ALY MM, bEEG NAA o NIYD
KA -EQ o7 TH NI - 2-K8..0 49 BL NIE. BNAU
Ot

B Nuol NSE AHT MQIR ol B39 MZM BA MUK D¢
aF MO NRBEA dM Ut

RAVNAUTA FRMME HUFFHOIN F2 NEERQ FIAH BN
o4 - UAY - QAA - EF KNG, Qold ¥7F CARNI NEH
BN HAME - S4F 4N J203 FRUUUTL FRNME DE LGN
gNESUT.

o RO HERE EMN Holdl FNI, NolAl F2 FHolN A7
4 QU ADF FMOD. HEK IR FoNE FIAMENI NEA KA
PRABQUTA FRNMME BNN SNGEA FHO2Z BND ¢ 23U
.

MY QR RY EAdE & ANE 244 A4HA B LA N
B% ol J2yUnt. 8l (%0 QY mAaH Dt xga X IHoe L
LM oo Lt AeUTH ZANME ded HRLE 8 AaUTE.
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