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Review on the Selenium, an Essential Trace Mineral
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ABSTRACT : The trace mineral, selenium (Se), is an essential
nutrient of fundamental importance to human health. It is also
very toxic and can cause Se poisoning (selenosis) in human and
animals when its intake exceeds a suitable amount. Se func-
tions within mammalian systems primarily in the form of sele-
noprotein. About 35 selenoproteins have been identified,
though many have not yet been fully elucidated. Selenoproteins
contain Se as selenocyseine (Sec) and perform variety of struc-
tural and enzymic roles; the enzymic roles are best-known as
the antioxidants for hydrogen peroxides and lipid peroxides,
and the catalysts for production of activity thyroid hormone.
Glutathione peroxidases (GPx) among the selenoproteins pre-
vent the generation of free radicals and decrease the risk of oxi-
dative damage to tissues, as does thioredoxin reductase (TR).
TR also provides reducing power for several biochemical pro-
cesses. Selenoproteins P and W are involved with oxidant
defense in plasma and muscle, respectively. A selenoprotein is
also required for sperm motility and may reduce the risk of
miscarriage. Some epidemiological studies have revealed an
inverse correlation between Se status and cardiovascular dis-
ease, and there is considerable evidence from population com-
parison data and animal studies that Se is anticarcinogenic. It
is also suggested that Se should be needed for the proper func-
tioning of the immune system, and appear to be a key nutrient
in counteracting the development of virulence and inhibiting
HIV progression to AIDS. As research continues, the role of
selenium in the etiology of chronic diseases like appropriate
medical nutrition therapy can be delivered and its effectiveness
assessed. Se status in individuals is affected by diet and the
availability of the Se. The Se content of plants is affected by the
content and availability of the element in the soil in which they
are grown, and so greatly varies from country to country, while
the Se composition of meat reflects the feeding patterns of live-
stock. This paper provides an overview on Se as an essential
trace mineral for human.
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Selenium(SeyE AtgolAl 19 Al A= 2de =
& uEd Aol o] YA H71AW peroxide radicals ¥
A7 F4keta A9l glutathione peroxidase(GPx)Q] HZ<)
AZA ek opE} ofe] 7EA] &4FsMA selenoprotein B
selenoenzyme®| B4~dF-0|THRayman, 2000; Navarro-Alarcon
et al, 2000). THFe GeEAlIA B4 o, FEY AEE
g2 didole} e EAWI Se AR 7] FHA0] A FH
™ A] 1]= National Research CouncilollME 3% Se H3%
S 2 AZRIRINA 70 ug, Q1 ARlelA 55 ugs AEsHAl
H0a, 529 German Society for Nutrition®} o]g|o}e]
National Research Councild|A %= 3% Se HFAFS 77
20~100 pg=t 50~200 pg®l BAE ARSI Ao, T4
T Se9] 31 Hh obd HHFE 400 gl 2 A3 HUoh
SR 9 o)A ZA & 2]o]A] Seo] e QTR HHEA] QA
23k ARt}

AA 0143 Sedle SHEERH
selenite)?} 7140 Se(selenomethionine} selenocysteine) B5
E3tEed|, TRFOA L5 uRdAZA Sed] ido] B
=71 AAkgk A2 1950di2 A &8 T AAlE Se
Agel tigh AFRFAZA ] Se AHgolLE oF A A EA 9
9JeFAIQl Sed] ARgo] FAS] tiide] HA Aot 2 o]
£ Seo] EAo] F2 BRI HAreel & Sies, 2001).

23 dylg 9=e A, BEYRA, & 4 A o}
2} & HolE Holx, 7 Ay Al 2ETY Sed]
FdFH ol Sed] AAo]&&ol oA FEFS Lot
(Stadlober et al,, 2001). AR oHH7HA = i1 AeF “Jel
£ sl BEshd ) nldEo] A Ed AFoR A
AR wel dagolut EH 9 AF AulE FE GPxd
o] Fx FARA A EL

F Seoll ht F8A4do] A FAHAA =2 A+ &

2714 Se(selenate,

O =
R

FE Seo] BE AFAN % - & - 4B Seo] B, Se
23} Apagle) AYzie) B 5 T At @Es) A

Y= YorkBarclay et al, 1995; Diaz-Alarcon et al, 1996;
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Farady et al, 1989; Finley et al, 1996; Hirai er al, 1996;
McNaughton et al, 2002; Murphy et al, 2001; Oster et
al, 1989; Tinggi, 2003), =T FR7A L o] Fold
&k A77F A olFolA YA EZF dAolrt. B =&olA
€ Se I7E Al=dtEle AW I7deAl A AlAls
PE AT BHog 9FdM o]Fo|X 7157 Se BHEEe]
ArAFol gk aLo] o] FojFrt,

Seleniumz} Glutathione

2k8)1E 2152 (pro-oxidants)®} 343} £ (antioxidants)?t <
e 371 1A AT T FAE Astq ddiEd
80 &4 ZAEE AYEA A A B8k
AERAEAA e E4ES A8 2AE# 2 (oxidative
stress)BF T2 ATk AkelH ZE# 2 gigh A B ¢
oFsla wlojHere o Wh(prevention), XFch(interception) B! X
BEo g vdoh o2 E8]3 Ee Aslet

o]

e A R5E 2732 A AY B Yozt
Az 917 RY2RE gy o|fA7le AelH, X &
o} Bo] ojFojd 4= JEE DNAS| 5, A& thrls:
o] Wy g gl Bajel 712 715 FPTFoRA o
o A SR A8E B A AEYAERE B
Sk Wojyoltt. olejst Akt WoslidelA & o) A
AF3} glutathione(GSH) system TJF-E Pd<pol|A] 218
A EtHArteel ef al, 2001; Fang et al, 2002).

Se& 29|dl g8tat Berzeliug7t 1817 34k AJLtel=d]
AREE E A Hud B2 B2 HXES Bske &
AolA SASNEY, YRS 34, ARF 7896024 F7]
£33 6AZ(Group VIAYZOIA &3} &F 2 (Tellurium) Alo]ol]
Qx)8lar, Al 45F7)FA BlA(Arsenic)® E-E(Bromine) A
olol YA vlEE Adolth Se Ax=Y|, AF A,
ol 23} 9 AxRIst=HAA St vl FALRE 58 &
qE At} o]E7F 8 Aol2x Sed] S 471 Y,
o) A9E vt AEgo R EXshte= A3 F Y47 acid
strength’} tf2ths & € 4 o). £, Se hydride (H2Se,
pKa=3.7% sulfur hydride(H,S, pKa=6.9)xt} & 73k AHA
£ o), ol#fdt 7k wiEel AeH pHollA Seol 7]
selenol 3= (R-SeH)Z E3l|=]o] F8.3F Zujz8-& s &
. Se2 A7 7] ABPIHIEE S 5 oM B o)
A8 22 f714 Se sHEF o4t FHIE EAlS
(Tinggi, 2003).

Seo] EskAIZA Fido] 2] AR AL 19739
selenoprotein®| BFE A HARE o]t (Rotruck et al, 973). T&
o] o 2&of Yehbs 55 #E WAske BER! E
s} 33Ho 7 AGIThE S 2AHR 1950dH7H Seo] 2

S
o
gl
o,
O

~ —

g g Q4 E7] AAEIg oL}, GPxel Erf F4FlA
R0z LI Aol A7/ 2 AYAE 7%
of g 712FEE 233 AEHAc. 2 A=
hydroperoxide 1ol 2]gt GPxel ksl a8 Seoll <3t
AFY HER] Eo] JYH HEa32 73} Seo] it
3} 715l theh AR Se-2lFEX GPx isoforms 2734 Fol-&
iodothyronine 5'-deiodinases, &7 selenoprotein P R <%

o ‘l)

selenoprotein Wt 72 selenoenzyme} selenoprotein®] L7
o2 1 Hrt =t ol selenoprotein selenocysteine
(SeC) N2 SeE F78h=Hl, SeC2 uracil-guanine-adenine
(UGA) codon®l] w2} (RNA A3 serine®] co-translational
modification 402 Tid =93]l T A THCommans
& Bock, 1999). ¥HH) selenomethionine(Se-Met)e] Tz
WL o] Bojoz dojup SAEF Se/Se-Met HFHF
21729l F7do] Ut} radiolabeled SeS AFE-3H Al &
A7A 300452 Se FHr Tl de] ERIFAOY, °o)F T]F
o] B&X 21 AR mol) AR oF=TH(Tinggi, 2003).

ol 4 e FAY Se S 2 AEH AR
7} Se ElE JStaL, Sedt AWz AAE Ahehe =
2 ARE Q) T B vt AR R
&3 =7 Adeldt AEVE g1 FolA FErt w
£t} ol3el o] fE AFEY BFE HDAHe} ol Ik T
2E BEF Se THE TR A2H Sed] UY AT B
THI Y=, Table 1= FE F7W0A FHE Se HFHFS
ARG Zolct, iR =7 73S viselA dAske Se
JAMH el vgd widol wylFdeht F5¢] 1 Se T+
AUl A= AY 52 FAE Bk 294 A= Se
B FAHZ 25 pg/dayollA] 2~50f9l SFE= 67~110 pg/day7t
2 ZWE Se 7t R Ak Barclay et al, 1995).

GPx9] TFA192 glutathione(GSH, L-y-glutamyl-L-cysteinyl-
glycine} L-glutamate, L-cysteine B glycineS 7|12 s}
v-glutamyl-cysteine synthase?} GSH synthase &47} Hods}
© 299 A& whgg 71A A4EH. GSHMw 307)= £
F7< thiol AFsteRAWgolN Fo FES AR FEA
= JANE URE A A Bxdd. AETH J1eA
7 APE GSH WH-0.2A disulfide, thioether 2 thioester
34 Sol X3hEth GSHe AsERAY B4 2 ke
ohlzl o A E AERoA FhF R BAAA
= 7]5%E 7Ky GSH disulfide radical oA 4kAe)
F3-8 739 superoxide® AT = ok EF GSHE 4F
iAol i3 AR, Al Aade 2 weidaie] Ags)
e BRE715 % 7HItH Arteel & Sies, 2001).

TN oot K]

AELIBZE Seleniumitze| 0|
Se& Efollr A4YENS) SeS EHENM sclenide, selenite,
selenate 2 2714 Se 3}etEd] 0|27 \71A] o8] E|E &)



Table 1. Comparison of the Selenium intake for various countries

7= 024 Selenium SIEI=01 CHEH 0&t 15

Country Se intake (ug/day) Original reference
China 11~116 Yang et al., 1988
Low Se area 2~36 Luo et al., 1985
High Se area 240~6990 Yang et al., 1983
Japan 98.0~208 Hirai et al., 1996
USA 60~160 Longnecker et al., 1991
South Dakota 68~444 Swanson et al., 1990
Venezuela 200~250 Combs and Combs, 1986
Mexico 61~73 Valentine et al., 1994
Canada 98~224 Gissel-Nielsen, 1998
Finland 46 Mutanen et al., 1985
Sweden 44 Beker and Kumpulainen, 1991
Before using Se fertiliser 25 Aro et al., 1995
After using Se fertiliser 67~110 Anttolainen et al., 1996
United Kingdom 31 Barclay and MacPherson, 1992
England 12~43 Barclay er al., 1995
Scottland 30~60 MacPherson et al., 1997
Netherlands 72 Van Dokkum et al., 1989
Belgium 28~61 Robberecht et al., 1994
Germany 38~48 Oster and Prellwitz, 1989
France 48 Pelus et al., 1994
Spain 32.35 Diaz-Alarcon et al., 1996
Italy 90 Stacchini et al., 1989
Greece 110 Alfthan er al., 1992
Egypt 29 Maxia et al., 1972
Australia 57~87 Farady et al., 1989
New Zealand 19~80 Robinson and Thomson, 1987

Source: Barclay, et al.(1995); Hirai ef al.(1996); Tinggi(2003).

g Qi) wetA EYE F ZpA 7 HEEA] el
E9] Se FFAEE Wk ofUt}. 84 Seol A&
o] Se 5% O & o] = St AE] Se &
T Fg0l = A, = MAES] 85 2o
EY ol3ley 921E% 3 Az Eolof 3t} & Expd
Sed] A& o]&Ad0] pH/t HoHFE FuiEed, ol ¥
243 ESF(pH 7.5~8.5)00A sclenite?} 2 EolA 44 o] g&=
T = M selenate O 2FENR AkslE] 7] wFolt), whH
o] 2PIEYPH 4.5~6.5)014= E% iron hydroxides®} A%
A AEo] o]&8 4 gle FEE o) Ed Fusds

ZgshA o 7R A

o] A= &l 23 =%

i

]
=

T UL, AE o] i) Se Bl YEE PIRITH(Stadlober

et al., 2001).

EdF Se ww Aol et 2 ®olE Holed, A Al

Aoz ¥ o §ye) R By,
SRR} FUY, Bele) Hux, v

>

o) AzA, F3)
o B, B9 oy

7} &0l ¥ Ao EFHI At FH] TF-9 H57A

oo A EYF WY Se v

1Fo2 0125

2)~0.30 mgkg(=Ego]) HAZA wf-¢ &A ey, 35
NHE 0.22-0.35 mgkg B BIHATHOster & Prellwitz,
1989).

224 AHEFW Se FHol EYE Se TEA o8 dabH
S B A vBERE B84 AEY Se ¥HE 2F
o] HAYF Se ol It AFASE Se FHFS
Table 2o A€ Az o] T3 Aol we} Z AolE B
Ao} FFMME Se o] BlA S 22 Azt
= Aoz deized, 9ud Fako] & Wl 99 A%
Bw3 28 Se £ES AL S4B A9 olEg v
< 7S VERT FARe] S BAR, broceoli, PhE, B
2 nut 5 2 7HRAE ALBIaL Se o] okt 7pEeA
© 4% AW tg ARt HF S SsiA oA
S7tfA AJEE AlEol sodium selenite HEIZ & FHE
71E0Z 0.1~03 pg/g7tA Se& HEE - JTE LU

(o3

(<3

2 A% BB A% Se BFL A7k Wolrt Huy NF
urke the 98kE A%E NET, 149 AR 5 WA

Se =7t £& A& Bk
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Table 2. Comparison of food composition data for selenium

Australia.  United Kingdom United Kingdom (gﬁi‘iﬁ oe  Dew Zealand (New
Food Items (McNaughton  (Holland efal,  (Barclay et al., Department of ~ Crop & Food Research
et al., 2002) 1991) 1995) °p p et
Agriculture, 1999) Limited, 2000)
Cereals Wheat / bran 16.02~0.3 15.6~45.2 2.00~8.80
Bread 9.26~12.5 35.0 3.50~9.20 28.2~36.6 3.16~5.94
Corn flake 6.29 2.00 3.0~10.5 5.10 1.77~2.00
Muesli 12.8 1.8~12.0 173 221~2.52
Oats(cooked) 11.0 Trace 2.7~3.9 8.10 2.00
Rice(white, cooked) 2.50 4.00 6.8~23 7.50
Pasta(White) 3.92 Trace~4.00 3.7~5.8 21.3~21.7 0.42~5.54
Legumes Kidney beans 0.50 6.00 1.20 0.40
Baked beans 2.00 2.00 4.70 8.40
Lentils 204 40.0 2.80 1.80
Vegetables  Peeled, raw/cooked 0.054~3.27 Trace 0.20~3.00 0.201.90 0~1.05
Canned 0.783~.11 Trace 0.50~0.70 0~0.25
Mashrooms(raw) 255 9.00 8.80 7.66
Fruit Fresh 0.07~1.42 Trace~3.00 0.40 0.20~1.10 0~3.00
Dairy Miik 2.25~2.59 1.00 1.00~1.50 2.00~2.10 0.10~1.40
‘ Cheese(cheddar) 7.00~7.89 12.0 7.40 13.9 2.30
Soy milk 2.28 2.10 1.30
Eggs Whole 19.0~41.4 9.00~12.0 22.5~30.8 15.7~16.1
Yolk 26.0 20.0 45.2 39.2
White 9.00 6.00 17.6 4.35
Fish 12.0~63.2 20.0~50.0 12.6~50.2 19.5~51.2
Meat Beef 7.20~12.1 3.00 7.60 13.4~19.0 2.23~8.30
Chicken 11.6~28.0 19.0~27.6 13.7~14.5
Lamb 13.0~22.0 1.00 3.80 26.4~27.4 3.70~5.56
Pork 9.40~20.5 14.0 14.0 14.4~45.0 1.93~15.0
Liver 30.0~37.9 7.00 18.0~135 57.0~116 8.70~42.0
TSource: McNaughton. & Marks (2002).
AB|Xet Se gHE Se ARIF A= T2 5 FHLEE FEeA] BEF A
AR P AAHOR WD SeF FRUA ek P T Ao 2EY Fvh Basith se AT %
Se Hjd o] A o JAIE olHHAA ~7}51 Se g =AE F 5 ] WRE ettt 38559 Se SHE
279 27 ETh ABY Se £EL oIS f71Eolt  swdl UE BAAE Feln e, Syl AS 2 8
selenate S+ F714 H|EE A& 2A o] HE =Y 4 /3= 0.01 mg/le]th.
T}, selenite Th= selenate’} ] AZEEH], I olf+< E
oFo 2 HE selenate®] A=A ols] 18] ¢ axHow & Selenium %2} MFjo|28
55)7] WEOIT}. selenitelz EFAIEA] 4189 olal WlokaAl  Seo) AolgFTe AEe] opy wlEd] AT wet

olgse Felz 47 AP BR=4E 107040 Ha
Mol se AL AHF] 20-30g02 Wk WITh o] F3]
£ Apes i e ﬁ%%k@l AR, 2 % e
A= FAol9) U Se p el Az dee

L U ——

£ A=t T Se ﬂ%*s %7}/‘]7]7] et nE %“”ﬁ
%@B]E@ﬂ sodium selenate® A7IBI=E AT dd F

Y=, 244, 35 TNz
HEET UtHAro et al,

ATrEolM Se AlB|A o]
1995; Stadlober et al., 2001).

AAR R & Wolg Holu, A 4L 3459 =4
3 olE AR A 28 Se g 9 AlAo]8-gof 9
3 AREY. 7407 B2 iR A7 E Se &
w7l doA FEAE AEA 44%«1 BlFo] 1:1 A=
Aog BIEF Yk 197730) 2AM AERIS] FQ Se &
FHLEXME AHF(ET%), FH7(28%), $F(9%) % FsAFE
F(3%) A= EUTHHirai er al., 1986).

2EY Se2 FE Se-Met FHIZ H3=o] Tz Met
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A2 ALYt Wb Se-Met 2EH HA Seo] 50%°]
)\L_j lx:our x:}unzl LHE Ealg: z%r:yl. =35 ] u]oks].
SeC, methyl-SeC 2 v-glutamyl-Se-methyl-Cys> EQ Se
Frot FAIG] ‘5:1*71] EASI}. Saccharomyces cerevisiaes
Se ZAA] FZ L-SeMet HEIZ 3 mg/e7tA 531 4~ ot
F5FEANAME Se-Mere] FE F GLOt SeCRE2 selenite
= 3045]' FollA FA3A AE= S (Tapiero er al., 2003).
F5o0A AHE Se-Mete AAolA] Nat-o]&4 £4 o}
U]‘_t’\]' AGAAE 453k FAnt (RNAME Met?} Se-
Met] Zolg APHslA] Zah7] wjitol] A4 BlE2] Se-Metol
AW " Met YRjol] H] FojHoz HE F =t
Meto] e 22418 HFHA] 05 22sith Se-Met FElE &
79 Seol 71548& BIE] HEiMw SeCER HSE|ojo} &}
=0, transsulfuration AZ2E Wt SeCE AFch 4w
GPx &2 =2 golA] Se-Meto! §714 Sett sodium-selenite
(NaySe0;) Btk S 2 2o R 7431 Zlo=w wf
3} % CHFairweather-tait, 1997). Se®] AA|o]&-& L FT54 Se
o] AESH E4S W= FER HEH A el AR
= Azl AEHI, Seof HAAL AU 2dL 4lge] =24
7150l Qs o]Foiith. AFH AA|o]&-EoNA AMaFe
85~100% M2 #& W) sIEe 25% 8%, SHAF
< 15% R, FUEd 29 94 3 7%, HE 2E 2%0]

2 vl Wkth(Navarro-Alarcon & Lopez-Martinez, 2000).
Se @HS
Se A¥2 ZHlAe] GSH 4 2 wH%E SUiAA 8%

U GSHx= 57]—/\]?]—“— HEHO &7 cysteine®] AEE 7FSA]
A sl 21ElS 3 GPx S A3k}t 7F glutathione-S-
transferase(GST) &% #7}§_ vebdA "ckHill er al., 1996).
w3 Se 29 EEEAKthromboxane: ST g 3
o] £34) B2o] £719} Z2AJEMAE (prostacycline: T-3-E2
_g__,,}. 6:?_:,} :@lX]—Z_]—.Q__ 3}_‘ RR=aN }\]- E;ﬂ)v] _/,: j':aH
Eﬂ—__i/\-] O}Eﬁi/ﬁ Eunﬁg} A]xloz\;é:LQ 01071 u#ogﬁg—oﬁ’
Zuntolz 2o st Ade ok} A|EAF P450 AN
isoenzymes®] 734 B! uridine diphosphate(UDP) glucuronyl
transferase S7H8 2T} Se AP /N okl gk of
AFsEE QS FAIEo] ofH °k-f] Are 548 T
7= £02 ZRgslal ofd gl & ATE &
2 28|z gt #ol= Se Aol Met] thAlel] &k
S & 7 USE IAEN K Tapiero et al., 2003).
FF Se T AUAA Hot FEA Se BTl B
F o7t d=d F57 KeshanAl® FRAA WERt Keshan
H(Cheng@} Qian, 1990)7} Kashin-Beck (Yang et al., 1993;
Peng er al, 1999), 7}l YERd ‘1”4&1:‘%-7—‘(C0ntempre
et al, 1995; Gu QP e al, 2000)°] = t)3=e! do]tTapiero
et al., 2003).

=

Keshan ¥: Keshan W& EW 29=¢} Se 5&7} ot
213231 Alge] AR Se 57t At o] WA EE Aolr).
Keshan' THER|Solxe] Se o e 3% 10ug 3=
A AeE FAYHL Yt o] WL TEA HASLFoEA ¢
ki 04”34 P o 2~108 plAN F=2 veRdr}. o] W

T84 AR AR VeRa =EAle S9AR
%@%ﬂ_i A HEFOR VERPZ|E gtk B AR
Fg, nEZsgole] W 9 5AQ v A g =
go] T3E #E&E nojErh AW Coxackie wholZae
Keshan' <] 233} 3do] .

Kashin-Beck ¥: o] ¥ 7184 #8Fo2M FEA 2

HolH jodinet Seo] FA|ol AP X0l =ghEo] vEphdtt
Kashin-Beck ®ell 2 A2 g 4141 thyroxine>’} triiodothyronine
Fe7t vl By bR e s 3N 5L E
& Bt} thyrotropin®] &3 @ SIS jodine?] =
7} @2 Hol o] We] Y oltt. =F jodine-Se FE7F
o]%ah= AW H] WA Ho Mo AtgollAl veh s 1.8 ug/
diell B18l Kashin-Beck 8AoAIME 1.2 ug/dI2 23k}, T3k
o] WS 7} FRISAM = U Se =2 GSH-Px
5 woked], @AW Se Hets =7t Kashin-Beck o
A —71‘”‘1]% Aol A= 11 pg/mlell ZHA] b= whdo) of
7159 Age] fle XY FHAAAE 60~105 pg/ml F=
?l Ao BIHAUCK(Yang et al, 1999). o] e 54L&
el Ade] 1oz Jehted a7 AR Eet U
six el WE w7kx] A&ETh 22X k] e
W A7) Rt AFFHoRE g FA7F T FHolo
o|& A FatelE wElel ot HAkRAY AAe} AFYH
Aol o] A} dkE #AA|Ho] IAEE FeE WA
ok SEAIHONA Se T AYRtoZ= BHIH S SR
oo}, Fo] A= 4RI EXB A fulvic acid) 2393}
AZHA Se Ago] WAAE 739 HAHYEHY Y v FAE
EO]—‘:— ZAoF HUFEACE FHARS o] ska X)$ke] 9)
= WATYE 7k o)A wheT] EUFEAHEA S4EY]
il §U 2 A BaEEE 8 g ke, ol RS W
Hz]Go| A HT} Kashin-Beck THIAIS Q] ¢-EEA 1 &7
A&H Ak Peng et al., 1999; Yang 5 1993).

WA 822 White muscle disease, muscular dystrophy): %
ofA], ™Y, ojdE § o 2AFES Ae ddw ol
0.02ppm ©l3kRl ALEE AL HFHAT 73% dlg AR
WA ESS Jo £ Ut o)A AY At VHES
2 A 58 fddith oRge] At 2 W =
Sl 77 ddel o wize ey ofczA] YERY

o g A wert B
Fo] whe 0131"&"“ 53] W gol Erh BE ojdgoit B
oA KB} Fofr|o|A] AFHFol o] YA HAAH oF
Aol AgAolnh. FolAeh oAbYE A e 25 F

E nz rlo

jin

—

lr
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Aol AR WElehE Aozt vehdet MalagSe X3
o2 3F, Ay A=, olgiel, Y, wAAE, =29
o], 2FEME, ofz|7} FF, 29, vl=, AW 2 {aE
o} BA AN BuH3 et o] A AE 3% #HAME
2 50%° ©sh Ha 15%°01 AFEE A & 7k
749 HAREo] 80%° ©lET} 19874 "= FDAYAE &,
ek, #A, 71 AKE 0.3 ppme] AElES FrlskEE EWF
St ek,

Se &858

Sed] AA FFES &F 50ug Aol 350~700 ug £F
o] HH B4 HolA drh 7714 Se 319=E9] 7<= 5 ppm
ojglllNE 717 BRA| FEF AR Tl 548 4o
A 7188 2AAZ 4 ot Se B4 ol BEEIA thiol
A E3siy AHsk W78 7153A A superoxide
Ae Z7MRFIA Aok WA Seol EAFETA] =EEHH
A ZU GSHe| A7st A& Z $Hl(Tapiero et al., 2003).

Seo] U MHFHzko] ¢lAUlM WIEE & Y= FHL
A AT S A= met o4, AL BE, 2
ARA Y] bzt 3 gv1Re] A=, el e F44 Bt
3 FollA €] dimethyl selenide”l] ]H 54221 vlEdAy,
B, 59 718, &% a4, Rt &4, a5
LAl HEZE Yepdti(Aneel & Sies, 2001; Yang %5
1983). 7IEollXe 5~50 mgkg TEZ R HFHA| Az
o] W& W53} go] WAl ‘alkali disease’$F 1,000 mg/kge)
FETEA SeE AT £ e A8 AT AFHA AsEY,
A, Bedz MREIZPAA B S8 ECE VERE blind
stagger’ FF7°] 22 o7} JtH(McNaughton & Marks,
2002; Tinggi, 2003).

J
L

L]

=
w
= 3

I )

e
LA /o1

F2 7|5M Seleninum EetE

Selenoprotein 2194 opP|i=Ato 2 & A H= SeCE &
fret AR A o]F d¥E F83 84F J5s 7RItk

selencenzyme YHHE O 2 AR )0l SeCE TF7-317] W&
Se oJEAE HolH, Se& Alsigh] FAHE 283} (Bock
et al., 1991). SeC= UGA Al 9719 A8l °J3l encode¥l=
olu|Ako 24 F F& o] (RNA[Ser]SeCo 2]3l] selenoprotein
Y2 YA o5 E o SeCE A= F99%
selenoprotein mRNAs “JollA gt UGA codonsS ¢14]5}
= WA adaptor molecule) EF AU JAvHCommans
& Bock, 1999). 1A xEollA d2A] U= selenoprotein>
SeC 91X} 715488 vlge®E 2537t 7Fs3sitt. group 1
(GPx groupye 71¢ Bo| EAlshe 25224 80~2504971<]
ofpAt 7|2 AR HlwE &2 71599< N-terminal
Fell SeCe] $1xs) At o] A 22}z 0l= arhelix$}
B-sheet =5 EA3H= A2 UEPA o] groups] vl Aol

2

SeCe FuubE4% selenic acid® AFS}= 7L} selenosulfide
3IRE-S A3 €} group I(thioredoxin reductase(TR)
groupy= C-terminal®l] SeC2 FHidsh= 54 HITh o] ¥
Folle I0Y 245 TR Drosophila®] G-rich @¥d0] 2
SETh group M= Se-R, Se-N 2 SPS22 744 37)1¢9)
deiodinase isoenzyme3} 15kDa selenoprotein®] ZE-E T}
(Tapiero et al., 2003).

Glutathione peroxidase(GPx) group: ©] ZEo|& GPx
isozymes, Se-W, Se-P, Se-Pb, Se-T, Se-T2 % Drosophila
BthD7} 23Tl GPx isozymess MX @ ZZo] g5 7}
& 4= 3= ZEE hydroperoxide®l] tlsle] GSH-9]EA Ea)|wt
ol doJUrsE Fnjzg-g st} GPxe T83 484 o
2 A EJ hydrogen peroxideS 43| e FF0 2 F
AR 2 SR ZA8E radical®) ZAA £49F
< Eole 7%s Zed EXAEY @4 JSEHE Itk
)AL Alxuy} g2 MNEFLZRE S9AE T de P
1A hydroperoxidel] s A 29] wold &S g}
GPx+= pentose phosphate shuntf}ol}4] glutathione reductase
9} flavin adenine dehydrogenaseS 73-f-511 7HEetA|9l &
© 2 hydrogen peroxdideZ &= #3)A|71tH(Brigelius-Flohe,
1999; Reilly, 1998).

GPxZoll= A ) F+490) BraAlh. ©|F GPxe
cellular E+= classical GPxZ% E2]=H hydrogen peroxide
9} organic hydroperoxideZ Zt7} 3 482 AR o]
AL BE Axor BEEe AEdY oM GPxE 7HF
wol EAs, o 882 Se Aduiol wlE} 7lA ARG
GPx,= GPx,¢F 7} 233 s5Aolu AsPlgola F2
A, A4%¥ A2 hydroperoxide 549] 5SS it}
GPx;= F7UollA] Se-P Ul 2 Wil Alge] HoMx 7
250 GPx, e AYgHor FEEY. oL AR
proximal tubular cell2FE] ¥¥ER FHulZ EV|=H GPx°]
U GPx9} mIRVIA 2 22kDa 2719 ploypeptide® 74 ¥
homotetrameric®|tF. GPx= AA| A3} ester A2 )& AW
2F hydroperoxide®tS o] o2 ZAAT]7] wEd] A
hydroperoxide glutathione peroxidase2= ¥-2]&d], HlE8s}
LDLe| F22HE FH S ol2E9] hydroperoxide's. 2
AANE Tl Atk O isoformIe HRAH R oA
theF 20kDa 719 monomeric polypeptide®]HA] M2
I v EF=gol RTolA] BEETh

Selenoprotein P: sclenoprotein P(Se-Py= F9} Alghe] &
& SeT 50%°VdE A 8] Wil o1& F f7IAM &F
Aoz 7V 231 selenoprotein®]th. Se-P= ©lA71A] &<l
H 67 SestdEF Se shEol 7P wre AHdM 554
S Rt g2 selenoprotein® A= 1 subunit & 1772
SeCPHe AUt vkl Se-PE 171 polypeptided 1070 (A1,
7 59 SeP) & 1271 (FIA] SeP)o] SeC residues T

12 rlo et
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8t} Se-PiollA SeC residues2] HR= F7H g HE
AE BAth Al -9 polypeptide®] N-Zells 1719]
SeC residue¥HS EAlsl=d) &l UmA] o7l SeCe C-ET
Z 173 2900 A8 Ut Se-Plle F&34 A% 752 2
A 815 histidine, cysteine % selenocysteine®] FF-3}},
Se-P W71 vl Fobd GPxs] A% 12A17He Hol=t|
Hls] 3~4x|7H0 AUA] =t Se-Pe AlXHo) Falmlo] &
Ay e WmAl e}t 7 AT WoAE 5 45 =
oA SAFT}. Se-Pe= heparin(7FgStollx] Hole] &8
Hx)sHs E4) AP d 2 heparin sulfate proteoglycans}
Agtsle] AlXo Hztg sloz oAZTE Se-P-mRNAZL A}
o] 7k A E 2FolA HEHASL, EANEIANE S B
324 E (astrocytes), -84 E(myocetes), 7 X (hepatocytes)
gl 73] Leydig 27} Se-PE WA Ao WA
olzkel # Aok M oA AZE selenoproteino] HEE
vl e, o] @lAL 57kDa subunit® 7’3 homodimer
24 SeC FHS SeE FTH3tTE SHAITE o] wheide
glycosyl group®] ZAeHo] Utz HoA thE Se-pPet
% Atk Deagen et al, 1993; Gladyshev & Hatfield, 1999;
Moarwer, 2000).

Se-P2] 7|50 24 AL 7+ (extracellular space)ollA 23}
b A2 A8 Bk opdg} 7Ha e REHOE Sed
dgshe d¥g= gt 7

g 71 B 25 @Y o
o) WhlEslA AT SeP £ES HAT WE o]
A SeP FH7IEC] £4E B ASOlE e WY Seb B

L= BolA HohHill er al., 1996).

Selenoprotein W9} R: selenoprotein W(Se-W)= 8771 <]
olE|4te 2 P AEALEF selenoprotein® EA4] 17]¢] SeC
£ TR, 2 99X wet R f3ol SRl 7
isoformr SeC 9IR]oll GSHE F-ABIAL oA Aslnt-g-
1% FHE AR FHEL Utk Se-We Z Folrl=
it FAF ARelAIA FWA FEE 34, 432 Z
ool 53] Wol Ex3ct. A%t AAIFolME Se-Wrt 3
s BHEE HES oft)h Se-We 259 7158 ¥
8] Qa3 sclenoproein®ZA] o]Ao} APA] FAF ¥l
A9 Ao A2 4332 WAE8F(white muscle
diseaseyS 281994, AlEOAIAE Keshan o] AlAFa gt
o] AT R HX|Fo AAEHL Se sl o|g
P WA F3dth Se LAL Se-W mRNAY ¥IR1E ©
2XZ71tHGu et al., 2000). Se-R< C-terminal ¥ SeCE
Tt oA 7] LdEid ofu e guAR: AEAol gl
oA EAMAE L 7)Fo] &A% a4 A Xt
(Tapiero et al., 2003).

Thioredoxin Reductase(TR) group: TR NADPH %
thioredoxin(Trx)Z 3] Trx systems A} E8-5F2] TR
£ lipoamide dehydrogenaset} GSH reductase®} w742

pyridine-nucleotide-disulfide oxidoreductase®] 74 dimeric
flavoenzymes©]th. ©]A-2 F 7l9] subunit® *4E 116,000
Ex12ke]l homodimeric selenocysteine(SeC) T Tl 24
NADPH-9|&A ghinhgollA Sujatg-2 s, &+ 982
DNA 3dellA nucleotide®] $Hlx} &HAksl A|2elo] A4y, A
E AEY 248 93 Axy A3s ao0x2d ¢
transcription factors®} DNAZF ZAgtollA Absighedntg 23S
B3 34 2de) ™o} TRoA SeCe -t 2kalsh
Au-g101 Gly-Cys-SeC-Glyoll 91215 a4 435
2 ol I isoforme] WEHHEH, olF TR
F TR isozymeZ 71 BL AXZA gholF, TR AL
AlzollA FolH o2 A WHHM ARE7] o&EHH, TR,
= HEZEo} § o ME7HAM HEE olF TR
C-terminal TR domain®} N-termianl glutaredoxin domain®]
3 EAL Hol=d|, o33k 24 EAJol Trx reduction
o] thet HojA-s #X3HHA GSHY #7152 zH sF
t}h. Se A¥A] TR E¥0] controlol] V&l 7k} 417golA zHzt
45%% 11% 7S ot FHMeE &S w4 Furh
sodium selenite FEZ Sec] 1uM EAA] TR EFo| MCF-1
S AIE, HT29 tigHIE 2 AS49 A el 7z}
3740, 1981 8 7EA] SHEATE 2 2744 TR mRNA
FEE 2507k Z7heRar, TR ¥2717F Se AAl 104
74l Aol vla] 214)7ke2 HojHo g M7 #H]
3] F7IEA) olgke WIERFOE Trx mRNASH Trx 7%
2 Trx mRNA SHE= Seoll o 3 oA LUt ©f
23 TR &=o tjgt Seo| FolF 3L o] TAUYRI]
Se FHI7H 93 Yehtbe AoE AAX K Tapiero ef al.,
2003).

Trxe 22 dithiol DA EA g 7H¢] S-S bridge, 7 71
SH group ¥ 3+ 719] conserved active site(Trp-Cys-Gly-Pro-
Cys)yg 7K™ 104719] opv|=Aite g FAdw o] Qlrt, oA
da] B¥shs child =z AX Qhia] 29 Aksiglkeiuks 9
&9 sehbg-g 2dsla A RS 5 S 2 T4
2 E335l= 2 E dtHArteel & Sies, 2001). Trx= thiol
AbEtEke] A Wk o g §49) transcription factorE 43}
£H, DNA oA 5712 #ASNA  ribonucleotide
reductasel| 7l A5 Heshe Qe Asishavhga) AdsiA
Ut disulfide reductase -8 =33+, selenite, selenoglutathione
(Gs-Se-Gs) ¥ SeCt Trxoll o8] A o=R =, 23
NADPHY ¥-87F¢] TRo 2sir = e th(Tapiero er al.,
2003).

Thyroxin $4J3} Selenoprotein: 7S F 71X £2.38
SRS Pk, 7 AR 2 A APES As)
Mo 2 &2 A tri-iodothyronine(T3) ZPdAolx gt =+
gheiiM AR AR o EE B8-S W thyroxine(T4)°)
olEolt}, T4o] 43S QsiAl= selencenzyme?l Type I3

o
Jo o

>
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Type I iodothyronine 5'-deiodinase®] ZEL.$d|, Type I
iodothyronine 5-deiodinase(DI-lye LZZA o)A T4dA <=8k
4 T3 AgEE & 20 WS &8, type I 5-
deiodinase(DI-Ilj= T4ZFE SH40 2 AME T3Z AEA|
7le g 89& wh&el Zmjodhs dthArturu & Beckett,
1999). Fds 2 AHe T3 &% jodine ©]-&4dol Bt
S8k HErAA FHEHE I ASEERY BAE
H=t}.

eelnophosphate synthetase, SPS 2: ©}u|i=At SeCE
selenoproteinl 2 AEA7]7] HsliMe 58 44 YRt
selenophosphast synthetase(SPS)E ¥33F 2 714 3l3HES
a7 §t} SPSIF SPS2 7 EAV} ARelAIA ERIEe
L} o]% SPS2%to] slelenoprotein©|th. SPS2E Ay E8HE whg-
o4 Se 715} monoselenium phosphaseS A Sh= wh
£ &R3HDavid er al., 1999).

Sperm mitochondrial capsule selenoprotein: g A= X
FollA 7P asme] Ses TITH H HAe] AR R
E] Se ¥ polypeptide?! mitochondrial capsule®] 19782
g A=, o] @iEL Fzp FHE-9o AX]SHHA
A} ma) o] AR 54 ZE e A% o] EXIEIA, 3
7He] SeC 271E TR A2 Ueith 24 Se
A AA2] mitochondrial capsule $4d¢] A&lE W, A
2254 AR Bogo] oRH @zt g4 dd®), 3
AT S48 = Ao 2 A HET) sperm mitochondrial
capsule selenoprotein AFSHA &40 2 HE u|Ads YA
£ B33 UFde Ass Azl ) 52 98
ST7HE FRUNAR FHEE, ARoE AgEHe 3
oA Gzt -9 ALY Se o] F7iEE wbHo) ¥H
% Se §FS Uik 20FE BAuFItt Seot HEIR! EE

T BYUEAIAN B, AEY 2 Fevt sl
E Ao2 BuHckDavid et al., 1999).

[e}(e4

oo

ol

Se Sig@el H7i53t

Se 3FES] AHAA AT FTEAFNA selenite B
selenateo] X7 ZUM T tisl 7Hgk A gz de=
Roez WaF) AR 0|59 {7182 D). selenite
= AIEY] s-phasec]] FH o] o|HA|A v|7tAA1 A
£ BQl ¥bhHY| selenate= G20 & o] Yojutar A EAA )
e 537t 7o g Jeldthi(Thompson e al, 1994).
Se-Met= HAKd HE715& 7MY, FHollA UV-light-induced
&GS Beske A3 e, 2 83 ol 9
Hol} 24718 gk Sold2 it slsidez

ofst D R-EFe =7t T= TFW GPx €83 Fo| 4
HAIE RAHTapiero et al., 2003). Sed] F7F AR o

Foll Xz detee] A A=A, AH 2494 &
oF4g3} selenodiglutathione(GS-Se-SGY A XU &4 57|}
glutathione selenol®} hydrogen selenide(H,Se)Z 3| 7}
Ao}, GS-Se-SG= E22 GPx isoforms®ll t3F mRNAsE
Atslar, Trxoll thalixe AR 7|osle W2 o= 1
M| AZ2] initiation facor 22 A3lsl] th A TS Zctel=
Zoz BEArh 3§ GS-Se-SGE trascription factor AP-12]
DNAS] A, ribonucleotide reductase A& 2 cell HAS
AABtAL MEL] AAAE S F7MIAE olEs 442 HSe
o 2ksd tAHEZ AIEE superoxide anion(O;) B
H,0,9 #HEE Ao ® el th(Vadhanavikit er al.,
1993; Wn et al, 1995). broccolidll €2l FE3N= Se-methyl
selenocysteine> Se-methyl group®] ZTHEIHA] methyl selenol
2 AgEE], o] Sed| 38HE e vhedlld dAEE A
I FAE 7, o598 5540 & JAaHE Ui A
o7 AR QY (Davis et al., 2002).

W FAECNA AR o fxu Wojapgol Sext ofH
A#gol UE ALE VERGTHContempre ef al., 1995; Fang
et al., 2002; Glattre et al, 1989; Ip, 1998; Navarro-Alarcon,
2000; Rayman, 2000; Willett, 1983). Y3 SAIRIAE 7}
A JEE ez e P ke AAFolr] Az
o] Aol vl & XA FH Se 0] HAB| A
VRS, g, T, A5, o, W & da, A7 3,
2, Z21Z (melanoma), A HA (prostate) 2 Tl oy} At
3% 21987 Se staws®] o2} vyl o] Jdao]
2] Act. A case control AFolM & AFE SeZ 717
AR oF 2 o] AXE AT RO, Se A3}
yeast®: I EEE AlEOAME o B ApdEC] A 50%
A ZHAE 90Tk S Sed HIV/AIDSS} H#siA] w4
o s FE ZoF YEPdtHAukmust ef al., 1995). 5%
AlFollA Se AE-S phagocytic neutrophils 583 thaM X
o 39 FHAFHE SHAIFA, CD4 HESF 9 CD4/CD8
vl g3 G Se szt Aol Aol YR in virro
AlollA] Se2 AHWRF o|EWA O R interleukin-2 A4S I
A)F1ZL, TNF receptorsE A SIAIA FIEX|ZYS EE3
Fo] =84 TNF] JaHE Aleke 222 velsth o
A HIV-19] 298 Aol AlM 248 Se stamsE FAA
71e o] B2A WogS F7MA olF AR ANkA A
TN =8 E Ao R A= K Tapiero er al., 2003).

3} JAEH: ol7t EWA £8A Se TR o "ol
AAY Hgto] gle whde 2] X e #iskE Bt o
Z71ere] HFH2) Se FE7) 11~1541914 0.76 pg/geld A
o] 60~71MoNM= 055 ng/ge 2 #AEAT, =38 Ao
M AR E4o] FAEISH, A8l 2EYAE v
‘3ol carbonyl moiety 4% |2 Fisiikg-S Aot
(Alvright & Alvright, 1998). x=3l€ Yu}7ES A=A &

rr

O

kd




71sA nj2kda Selenium BEI=0] chet DE 21

3la mEExglole} 8] DNAVF B5 48 Wit v EE
ot wslel AEE Edo] FHEE U] B SANAF
& %E3A =, GPx 2 7]E} selenoprotein®] FA)E 7
$ AEZEAT =g s =5 93 T F s Aotk
Abeke] A9 SIEAAAIN e Se statuse tyroxine T EE
A5AA tyroxinedll THEE tri-iodothyrinine ¥]-&-& ®ojg ).
vl Se B3-S &3 thyroxine F55 A THOlivier
et al., 1995). vlX|ete2 HA#e)] w2} peripheral leukocytes
(LW telomere Zol7t HAHQEH, AH8LE AEH)
27} EAE A5 AFoM E(fibroblasi oM e 2 74t 7F
2385tk (Serra et al., 2000). d-Frob A telomere T3
3} carbonyl F4&E= GPx 83} Fof AtaAZE ek
(Navarro-Alarcon & Lopez-Martinez, 2000).

% g

Se2 F7I8H 6AF A 4770 &ole YAPIS 34, AR}
F 78962 HlES damA I} v)9- FARE 38 BA49E
AHA] & o] B §714 selenium IFES FAlsAY
oh|ieAt Fe R EAsiH AelF pHAlA selenol 3}5HE(R-
SeH)® #all=lo] Fa3 71548 H3dtt Se & &
Folt 25 vehte 57 BAS Bxsket] ¥R ES
ZEHEo] ke e 2R 19503 E 2 Y
AA=Jort, 1973 GPxe} Fvll FARA BFHog
Ag3Ths Zlo] BEAHAMEE st EA Y ide] A
=AU #27kA] 3570 H=9] selenoproein A7) B H O
u, 7o) gR1E AL 2 Auke] AR gett 71eA
selenoprotei 21HA op|=ito 2 A HIL e SeCS &
fal=tl, SeC RNA 23} serine?] co-translational modification
W02 UGA codondl] &J3] whie] B4 9= s €t

A7 A o 2unt 715e] ¥ selenoprotein® &
© GPx(4 isoform), Se-P, Se-W$} R, TR(3 isoform), thyroxin
&7d 3} selenoprotein, SPS 2, sperm mitochondrial capsule
selenoprotein 5-¢] UTF. ©1E selenoprotein®] A2 &=
£ GPx} 7o) #ikal4=49b #)& hydroperoxide ZVz; &
I LER BEANZORAM MY s ZE# 26
membrane £/ o], ¥ olElEA Eok FAMdol
olgk A oA, e =EES] T4 BAEE 3 o
ARE £31, A2 258 AEY S, W, T, Ak,
#, HEle} 5 a7, A, 9, SAE, g 2 odl
o] ot Aol tigh o, AIDSEARe] WY
A @3}, mselA] 59 71%e] e AR JEhdth vy
2 Se A2 7HlAe] GSH 34 2 &v)=F Soieh 4
GSH 37F8 #8224 GSH thAlll d3e wxA =
GPx A5} 7t glutathione-S-transferase 85712 2o
719, EEEAF B29] E7Het ZAEREFAY A, WA

P

off, Fhlinteleize) thek AatE ok}, AR Al|ESE P-450
isoenzymes®] 7r4 2 UDP glucuronyl transferase 7F, &
4& F7F 5o FRES AL, i ool g thAlks
g3 Metd] Al Y & 7 US YAEAH Se §
Z7F AUAIA e 910 ugd olshelle ARl 2% F
B4l Ax2 Keshan®?} Kashin-Beck, 7152] 74-¢- Wi
SZo] vEhd 4 Utk 3HH Seo] F4o] 350~700 ug
o2 ToAA HE A4S Holed, AR A% AR
et 4], AAL, B, o3t HE, AKX ¥t 357134
3 o

A=, 7ol e] F54 B 353 golre 5 v
WA, R B0 J]d, SukEe] &l vajgler &4,
Rzl Do Was doy|al, 7o As alkali W

oo

Bzl we LE do] #x]= ¥)3 blind stagger(Zl
T, A, Rz WA 9 3o 2 e

= H) F2AE BY £ 9l

A8 AF Sed EYS Se ol s dxEoz o
e oL}, EgkolAe] Seo| Yt 24, EY pH, MAE
Jel, &= 5 LRl SEiM R JES Wt dnkHe
2 A ETE 224 EY selenite U= selenate FE|7E
A EoA o]8Ao] & ZAoE Yt E3 AEA AFE
o] Se TS AEQ] Fol wME FFL Tt FFIA
= Se F<eo] d At} o] Aol e AoE dHA
=), @l gheko] AdlFoR w& Wo| S5t HHETh

o .

NHAE AYBIL Se To] Witk BE
4 AE Se $HH= 159 HAYZT Se gl o3 -
=L}, 71EllM = ALEO) sodium selenite(0.1~0.3 pg/g)e] U
A BEFog A7 Wolrt AEA AFHE= 9391, 7
3 A 5 AR Se TR ¥ 5AE AU AE
W Se 752 Se AFHT 7180 selenate $- F-71E 1]

£ A80E o= AL PPN & U=, seleniteRTH=
selenate®] 21 EAoNA ¥ {218 Aoz Vet RN Se
ARIA A E 2 5 FELEE FEA s AEF
59 AAAM zhEg Fort dast Zlos AAEHI Ut

Se2] Alo]F e A1F9] tield ufitol Ayl wet
AMAR oz & WHolE Holu, A Se AT 2E9
23 o|F Ptk MY 28 Se I E Ao E&
of oJs] e Wweth S B UlRE MXF70
M Se 3 thet 7 zolM SEAT 2184 2]3E9 6]
ol 111 A= ZeR waEHed, sikE QHv)Ee] =2
L& gl AHAFGT%), F728%), F7HO%) B =5
AEFFG3%) THZ =4t AEAY Se2 F2 Se-Met FHZ
Agk=lo] Thill Y methionine X2 YA EfFoll
MFHE Se-Met2 2ol Na'-l&4 F4 oAt HEA|
AL At 49t T8 Se-Met WE| @ W3} wlzbrh
2|2 (RNAMeo]] ojz] A Th e v] Bojdoz A=A
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v} 7154 selenoproteing 7/33}7] ¢8| tanssulfuration 73
2E g} SeCE AZHACE AFE Se Aol S8 AaF
4 85~100% HEIE =& NhHe drbEdlA 25% Fx,
SRAFNAM 15% A=, P  A9F Har HollA 7%, HY
BoflA 2%0]stE vl WU,

olife] aMEUTol Seol FoAJo] FztEAEA HE o=
o] A Se BFARA HEFGow AHHE AE7A 7iEH
o FWl7Al FE=HI d= AFol, FEHHAIE =] 4
T oHHLE EYT Se FFe Exe =80l Fz 97
Y= AR 2EF Se Tkl dist AAx Aol Axg A
glojct. meta 98] FAHEe] EE Se Tl oigh P
W33 7F A Se Aol e daa F3o] QA o
W g2 AR nRRE 3R] BRA AEAL 9
A 2 = 1207 LY Se AHFH ) Uik A o] AlF3)

o]0} o} & o},

o=
k=il

Albright J. W,, and J. F. Albright. 1998. Impaired natural killer cell
function as a consequence of aging. Exp Gerontol. 33 : 13-25.

Aro A., G. Alfthan, and P. Varo. 1995. Effects of supplementation of
fertilizers on human selenium status in Finland. Analyst 120 : 841-
843.

Arteel, G, E., and H. Sies. 2001. The biochemistry of selenium and the
glutathione system. Environmental Toxicology and Pharmacology
10 : 153-159.

Arthur J. R, and G. J. Beckett. 1999. Thyroid function: review. Br.
Med. Bull. 55 : 658-568.

Aukrust P, A. M. Svardal, F. Muller, B. Lunden, ez al. 1995. Increased
levels of oxidized glutathione in CD4+lymphocytes associated
with disturbed intracellular redox balance in human immunodefi-
ciency virus type | infection. Blood 86 : 258-267.

Barclay M. N. L., A. MacPherson, and J. Dixon. 1995. Selenium con-
tent of a range of UK. foods. J. Food Comp. Anal. 8 : 307-318.
Bock A., K. Forchhammer, H. Heider, W. Leinfelder, G. Sawers, B.
Voprek, and F. Zinoni. 1991. Selenocystein: the 21st amino acid.

Mol. Microbiol. 5 : 515-520.

Brigelius-Flohe R. 1999. Review: tissue-specific functions of individ-
ual glutathione peroxidases. Free Radic. Biol. Med. 27 : 951-965.

Cheng Y. Y, and P. C. Qian. 1990. The effect of selenium-fortified
table salt in the prevention of Keshan disease on a population of
1.05 million. Biomed. Environ. Sci. 3 : 422-428.

Contempr B., J. E. Dumont, J.-F. Denef, and M.-C. Many. 1995.
Effects of selenium deficiency on thyroid necrosis, fibrosis and
proliferation: a possible role in Myxoedematous cretinism. J. Eur.
Endocrinol. 133 : 99-109.

Davis C. D., H. Zeng, and J. W. Finley. 2002. Selenium enriched broc-
coli decreases intestinal tumorigenesis in multiple intestinal neo-
plasia mice. J. Nutr: 132 : 307-309.

Deagen J. T., J. A. Butler, and B. A. Zachara. 1993. Whanger PD.
Determination of the distribution of Se between glutathione perox-
idase, selenoprotein P and albumin in plasma. 4nal. Biochem. 208 :
176-184.

Diaz-Alarcon J. P., M. Navarro-Alarcon, ef al. 1996. Determination of
selenium in cereals, legumes and dry fruits from southeastern
Spain for calculation of daily dietary intake. The Sci. of The Total
Environment 184 : 183-189.

Fairweather-tait S. J. 1997. Bioavailability of selenium. Eur. J. Clin.
Nutr. 51 : S20-23.

Fang Y.-Z., S. Yang, and G. Wu. 2002, Free radicals, antioxidants, and
Nutrition. Nutrition 18 : 872-879.

Farady, J. J., C. D. McOriist, and Y. J. Farrar. 1989. The determination
of selenium in the Australian diet using neutron activation analy-
sis. J. Radioanal. Nucl. Chem. A. 133 : 391-396.

Finley J., L. Matthys, T. Shuler, and E. Korynta. 1996. Selenium con-
tent of foods purchased in North Dakota. Nutr. Res. 16 : 723-728.

Gladyshev V. N., D. L. Hatfield. 1999. Review : selenocysteine-con-
taining proteins in mammals. J. Biomed. Sci. 6 : 151-160.

Glattre E., Y. Thomassen, S. O. Thoresen, T. Haldorsen, et al. 1989.
Prediagnostic serum selenium in a case-control study of thyroid
cancer. Int. J. Epidemiol. 18 : 45-49.

Gu Q-P, Y. Sun, L. W. Ream, and P. D. Whanger. 2000. Se-W accu-
mulates primarily in primate skeletal muscle, heart, brain and
tongue. Mol. Cell Biochem. 204 : 49-56.

HillK. E., Y. Xia, B. Akesson, et al. 1996. Se-P conc. in plasma as an
index of Se status in Se deficient and Se supplemented Chinese
subjects. J. Nutr: 126 : 138-145.

Hirai K., K. Noda, and H. Danbara. 1996. Selenium intake based on
representative diets in Japan, 1957 to 1989. Nutrition Research 16:
1471-1477.

Ip C., 1998. Lessons from basic research in selenium and cancer pre-
vention. J. Nutr: 128 : 1845-1854.

McNaughton S. A., and G. C. Marks. 2002. Selenium Content of Aus-
tralian Foods: a review of literature values. J. Food Composition
and Analysis 15 : 169-182.

Mostert V. 2000. Selenoprotein P: properties, functions, and regula-
tion. Arch. of Biochem. and Biophy. 376 : 433-438.

Murphy J., and K. D. Cashman. 2001. Selenium content of a range of
Irish foods. Food Chemistry 74 : 493-498.

Navarro-Alarcon M., and M. C. Lopez-Martinez. 2000. Essentiality of
selenium in the human body : relationship with different diseases.
Sci. of Tot. Environ. 249 : 347-371.

Olivieri O., D. Girelli, M. Azzini, A. M. Stanzial, ef al. 1995. Low
selenium status in the elderly influences thyroid hormones. Clin.
Sci.(Lond). 89 : 637-642.

Oster, O., and W. Prellwitz. 1989. The daily dietary selenium intake of
West German adults. Bio Trace Element Research. 29 : 1-14.

Peng A., W. H. Wang, et al. 1999. The role of humic substances in
drinking water in Kashin-Beck disease in China. Environ. Health
Perspect. 107 : 293-296.

Rayman M. P. 2000. The importance of selenium to human health.
The Lancet 356 : 233-241.

Reilly C. 1998. Selenium: A new entrant into the fuctional food arena.
Trends in Food Sci. & Technol. 9 : 114-118.

Rotruck J. T,, A. L. Pope, H. E. Ganther, et al. 1973. Selenium: bio-
chemical role as a component of glutathione peroxidase. Science
179 : 588-590.

Serra V., T. Grune, N. Sitte, G. Saretzki, and T. von Zglinicki. 2000.
Telomere length as a marker of oxidative stress in primary human
fibroblast cultures. Ann. N.Y. Acad. Sci. 908 : 327-330.

Stadlober, M., M. Sager, and K. J. Irgolic. 2001. Effects of selenate



7154 D2kl Selenium SHEE0 CiSH nEt 23

supplemented fertilisation on the selenium level of cereals - identi-
fication and quantification of selenium compounds by HPLC-ICP-
MS. Food Chem. 73 : 357-366.

Commans S., and A. Bock. 1999. Selenocysteine inserting tRNA: an
overview. REMS Microbiol. Reviews 23 : 335-351.

Tapiero H., D. M. Townsend, and K. D. Tew. 2003. The antioxidant
role of selenium and seleno-compounds. Biomedicine & Pharma-
cotherapy 57 : 134-144.

Thompson H. J., A, Wilson, J. Lu, et al. 1994. Comparison of the
effects of an organic and an inorganic form of selenium on a mam-
mary carcinoma cell line. Carcinogenesis 15 : 183-186.

Tinggi U. 2003. Essentiality and toxicity of selenium and its status in
Australia. Toxicology Letters 137 : 103-110.

Vadhanavikit S., C. Ip, and H. Ganther. 1993. Metabolites of sodium
selenite and methylated selenium compounds administered at can-
cer chemoprevention levels in the rat. Xenobiotica 23 : 731-745.

Willett W. C., B. F. Polk, and J. S. Morris. 1983. Stampfer M. J, Pres-
sel S, Rosner B, et al. Prediagnostic serum selenium and risk of
cancer. Lancet. 2 : 130-134,

Whn L., J. Lanfear, and P. R. Harrison. 1995. The Se metabolite Se-
diglutathione induces cell death by a mechanism distinct from
H,0, toxicity. Carcinogenesis 16 : 1579-1584.

Wyatt C. J,, J. M. Melendez, N. Acuna, and A. Rascon. 1996. Sele-
nium (Se) in foods in northern Mexico, their contribution to the
daily Se intake and ther relationship of Se plasma levels and glu-
tathione peroxidase activity. Nutrition Reseach 16 : 949-960.

Yang C, C. Niu, M. Bodo, et al. 1993. Fulvic acid supplementation
and selenium deficiency disturb the structural integrity of mouse
skeletal tissue. An animal model to study the molecular defects of
Kashin-Beck discase. Biochem. J. 289 : 829-835.

Yang, G., S. Wang, R. Zhou, and S. Sun. 1983. Endemic selenium
intoxication of humans in China. Am. J. Clin. Nutr: 37 : 872-881.



