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1. A&

GAEAAEA QX AAEe] FA3 59 F8o gled Al FdAe e
4 Zlseol sdsed 2 A Ao FZo| xHEY. ME2 &l apoptosiset
necrosis®] F ZHAZ FEET (Wyllie, ef al, 1980). Apoptosis¥ UV, heat shock,
tumor necrosis factor, virus infection, chemotherapeutic drug% 949 A =0 9§ H
gAY MEY HF dAo2 YEdth 1 AFEA 8 W chromatin® 5%, AX A9
2, & Bt BAs apoptosis bodyd] A Fo Aol AYPRAEA AIE AAs B
AHA AT 27jaEe FegHoz FAHE EAHo] UrHThatte and Dahanukar,
1997). cadmium2 3t A X apoptosis®E FX3l4d apoptosis®] ZAW Z77F Al
Ao 2 necrosisRth A dojudM {FASAH EA2AM DNA @AME S, frame shift &
Awio], FMA ol 58 Aoty (Habeebu, et al., 1998)

Leade vh9-2 ZA A EoA & ] 420 &% #o B3 HE W n]EE=go}
cristae®] W39} A H £ 5 apoptosis FABI AAst= X W vHTE WEE o
©. 71t} (Hoffman, et al., 1972).

Aluminium& FFA74 A4 274 ®wAde dogle FFEolt} (Alfrey, et dl,
1972; Begman and Bates, 1984). ¥ 2o}l A apoptosist= neurodegenerative disease?]
AFQA  Alzheimer's disease®] %3 dopamineAdl AFAMFE Aldg WAMse
Parkinson syndrome® o2} deje) FFA%37 HYPPJA 9] Fdox A3} (Su et
al.,, 1994; Anderson et al., 1996).
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APYFEL S 10745 © v$2(CR strain)Z4 F 40vhd 2 g2 1008, A
Aol 2bz} 1098y AgA " 3FdREH 259 S8 AAYLHZ F23H9 . CdCl,
Pb(NOs)2, AlSO4 (Sigma) 05 mg/keE 242t 8H5 13 FAbstd 1, 2, 3709 Ao 24, A
Z M, HE 1g4 AHZ3 o Hematoxylin - Eosin staining©.8 =Z2<& @4 #asigct
Metallothionein®l 3} antibody (Dako)$®} secondary antibody (Pierce)Z A&3t%o.,
Western blot (Gibco/BRL)& ECL kitE AM&-3doh.
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3. A3
cadmiumg F43 17€9 AP ©
Z Bagdo. 20497 Fost

o] e A FFEHo A AR, ALAE
AL #3 Axde] FEHERE FHY ¥
o apoptosisZt dolwdrt. 3MYER FAF AL
23 5o apoptotic body7t AtAE A (Fig.l.l.
Ao A ay} AAH e FFo] AFAHJAD, FHe
= *15]9\10‘11 AERe BR3¢ vids BH oY apoplosis?t A AEATG. 2714
Fd A 9AL o] 5T AEAL IMERY o &4HAY 3449 £y
AR wAde da fEae] B &4 Y. FHLE AFA 27 FEEHJL &
|32 MExaLe g44F Bad AdE 24 594 B9 (Fig.l2. ace). aluminum$
g 1,2 37099 AR AR e AY2AH vustd AAH o2 apoptosis7t B
o] MY A &gkt (Fig.1l.2. bd,f).

cadmiume 593 1/4€9 3 22 ARG ¥ A3 AXFAL 55
71 N&sR T (Fig2.l. bdf). lead® Fois 199 X sjEE A4 ARG A
FAo] £EUA o} HPD VL HYE HA FHI| AL HAEE apoptosis7t
AYPHA} (Fig. 2.2 ace). aluminumS T 1, 2 3099 7+ 222 A X wjdol
U 12} N EAojA apoptosis?t 2B E AT} (Fig.2.2. b,d,D).

cadmiumg 54 1, 2, 3Ly ¥ AL 7‘“‘17“3} HlasjE of 3 AEF9
apoptosis”t B =HATL (Fig.3.1 bdf). leaddE T 2, 37/M¥e = 22L& AP ¢
do] My @A 2&3 Mol EyH:= apoptotic cell death7t dolwtt (Fig.3.2
ace). aluminume %93 2, 379y o ZzE& #deo Byl MxXAo] SFEFUA
apoptotic body & YEMSt} (Fig.3.2 b,d,f).

cadmium& FF 2, 3/M€9 #H 22 o] Bol —?5‘7, FHE AXAd: F
o] apoptotic body7} &&=t (Fig. 4.1 bdf). lead& 1,2 37099 H =3
el W ARG MEdd ddol AVIHEA Iy f‘ﬂ£’§°] % B 7€ apoptotic
cells7} Beol BHHUY (Fig. 42 ace). aluminumS T3 1, 2, 3199 #H 23L&
M AEHo] BF 5, By=o dH3E apoptosis?t doixttt. (Fig. 4.2 bdDn.

ZF2L chelatingAl 71 = @93 ¢l metallothionein® W3l apoptosis7} 3 E AL
of w& 2z} Z3 oA metallothionein®] ©¥Ae] W3 G4 2 A A Cdoll o
apoptosis®] HAE7F #Hi, AAqHezE & Aol7t AU (Fig. 5).
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Apoptosisi= £l e 9js) DNA dYg TWgt AXe &8 Fgolxur A
Aol AojME FAF Aol necrotic cell® AEXFLE =AY TR, granula EE
vasculated cell®] §&& Holgd AX &4 F Axe 377 AANEA d¥8A% =
dz 443 e E 71X A £33 cadmium#d F 5 54 FFE 237 apoptotic cell
death®] S7F2 <3| apoptosis FAo] AAHOZ A &S uwf 7He] 7504l
hepatic damage®t A& oA polycystic kidney 59 Z&A&Ao] vebdoh(Thatte, 1997).
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B A7 A e apoptosis7t 7HE @ol dojue AL A AFolAn, FEFEY =4
E#+= cadmiumol 7FE 33, lead, alummum—v— ot @M =4 FEE
apoptosis = Aol AEA 4L FA BeHolet= HI metallothioneino] 2
T FEE 54 o3 Fege 23 & L% 11v0}7] A7 71z A&7 E 5 Ao 47
gkt

5 89

AEELGSZ YEIYE necrosis®t 3 AEde &3 A¥e Rur ZAidHE
apoptosis HF L 3714 FF49 54 AL AdFEE ol 1, 2 3MEE ATho] At
F2 vle-x9 7+ ANA N, #H E2AA cell death BE7} ’35}]"]‘4 =g 49
1,2 3 MEs BArizAdA EN4F9 & d3 MEAY 53 ¢4 am B
apoptotic bodies”t & F¢of AtAsHA XMIX—M apoptosis7t WAHUTDG. E& F
At A 1REANM e AA &AM Zz7] apoptosis EAte] #AFHWUA 2 3 /Mg 3
Sgtel wet 3 M xAo] it FAl apoptosisZt FHBEHUCE 53] k3 Ao A
necrosis?7t AAH o2 ¥ HoMe FEHZ FAHJYY. LFrEE FA4F% B¢
2, 3 MY ¥ =AM apptosis7t AFHAA necrosis®E AstA VElgd. ag8n
apoptosis7t & EHo 7tHAN zF AN YEIUE S5 2% B9 AL metallothionein®)
W3l GAe BAE Ax 7 2AA Fl=Ho] 93t apoptosisd FE AEJ o, o
& zAdANE & W3 gt o9 Zol =g, ¥F dRuEL 7 A% H, ¥
Z A A apoptosisE FEBIHL, AlZte] BHAEFE necrosist HEIUYE Aoz iy
Att.
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