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Advance in the in vivo metabolism and the biological effects of selenium
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Abstract: Selenium (molecular weight 78.96), is a necessary non-metallic trace elements. In recent years,
more and more studies have found that selenium is closely related to human disease and could not be ignored.
In this paper, we elucidate the in vivo absorption and metabolism of selenium; the active substance —selenoprotein
P and so on; the correlation between selenium and pathogenesis of various diseases such as cardiovascular
disease, AD/PD neurodegenerative diseases and cancer, efc. The aim is to achieve a more comprehensive
understanding of selenium, and to research the in vivo process and the biological effects of selenium. At the
same time, selenoproteins and related mechanisms might also be a new target for drug research and discovery.
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1 WER SEOR I BE R IE, HLAE AR A - R i i b i A B

Al ARG 25 1 PR T SAE AR WA 9 O 75 B I AR )

iR, WPUEMN. PURTE (R E BUY R R
RSP, BAT, C2A 25 Pl A S 3E R A
R SN O R S SRR A7) R T B S
I J5 T R FE DR i dE 2R Mot Rl DA R T LM R SR AR () G 2R
Fo BT AR A #E A WACE R (selenocysteine,
SeCys) W PEH G AR 2 IR 4 N\ T Bl 2 1 11
o P A R 4 T I mRNA [ UGA 651k 5E .
FEACHG 260 T, — S (Blan, 20 H kol 1k
VI, GPx4) HI& ARG T b & A, P24 0
HIHfi 2 )2 2% (selenoprotein hierarchy) .
1.1 AREREELDE o5 H kA iE
(glutathione peroxidases, GPxs) % i & 1k M K %,
GPx1-4 /& LAIAR 2R (SeCys) AL HR Oy H il
T o ABATT R 32 EE Ty 8 S HhORT 20 I P R 2 i A ) AR
WA NS A A, s S5 AP A AR
. A1 5443 E WhIRME R R 4008, &% H,0,
B HL I S A AR 2R DT A £ A4 i S 1) 45 82 56
PE o BT B I S N B R B, PR, G ) R
Z 5RO .

GPx-1 fAAE T A ma b, ORI 40 i 5 52 AL NI,
Hih= 2 SB0AUED; GPx-2 ZAF/ET B a4l
G BT YR R B e B GPx-3 fEE T
Mg, g S T B R, 52 A,
AR HyO, M2 A, TS 20 MDY GPx-4 5
R oe, 7ES it iR A B2, Nk Tin
NAAETE T LT, BRUEIE A6, ek iRy 4t
R 32 1 SE A B (FE R AT AR ) .

12 MURRIERMME WU TR R
(iodothyronine deiodinases, DIOs) #& 3 /MR — FK i &5
FIFIALEOEE™, BT A () DIOs #5842 LA AR 2 bk 22 iR %
FEAE A e O B AR SR, R B A A AR
EAEVER HOR B T3 A1 rT3P), X sk HUIR
RS MU AR, wlg PR, IR, T4
FHUAREL AT D, DIO1 FERETH. B, H
RER AR, F T8 ORI R L R A 24 T3;
DIO2 fE/0fIE AR RS0 i 2 A4 R B % L A A
%, EHIESN A A ST ™ 42 T3; 11 DIO3 M 3= E A7 AE
TR 2 . Bas. @R et T REE
rT3 FIs b G LI i 2 5 T T3,

1.3 SelP SelP ZAHEAMERH, T 1993 H4ENK
AR I, &I i S A, AR A

HIMER « A UEHE SZFE SelP 7 Se i ffa S 24 &
#EIRe, 18 SelP MR/ R AW 2 HRAfEILH
Se WIMRFZARHEARL, I o1k &A™ A )™ 5 (15 2
A E U, AR T SelP SRR AE fA N B AT iz
DIReEEE .
14 MELERZLERE GALEDLER (thio-
redoxin reductase, TrxRs) J& T MLIE 2 B R ALY 4
038 5 I 1) 3 B R R, HAE A ALE N B
NADPH i id 4l i FAD ¥ %2 5| TrxR ) B AL P35 1
B R, SR 5 M5 aa 2800 B 1 IR R A A1 R O 1 Bt I LAk
EFUIRAS, M BRI (R B, TrxR1 B
IR R R, LT AR A AR N, B
il S DA 1 iE 2 A BG B . A A O T DL R d i BRI
RIB KPRy i au M AR K E A o« BRLE TrxR A%
9 BT R IR VR IT B AT VA U E AL, TrxR 5
YA RSO R 2 7, CHE BEEREE
p53 MR A EI R -, s> Trx 540 M T %
Y. IR =%k i (arsenic trioxide,
ATO) 677 S VE 54k 41 B (1 i s A B i 05 BR 1
Trx 2GS M T TexR2 A7 T 2ekiia b, 5
O UL B J B VIR R
1.5 HlER Bk LAE O sMEE A & E,
WHEEE S (selenoprotein S, SEPSIH!L &A1 T
B b, BAHIRAE, i A R T i S
T RA R ER, IS EEH AR, bR
AT PEPCK I 5 AR 5% (R & R HT; iR K
(selenoprotein K, SelK) 5 4 Jii A ICHL, FRfRiT S
BRI AR PR UL R 2 S AR R A e Th R F
wA, HikiEMD.
2 AT
2.1 WRUEFRE A DA AL 2L [ AR A R
(SeMet) iR ER (SeCys)] LML X (T
Tl 1% 35 Bl R 26 ) A P Bl g £ kb 7 7 o A AR TR
W o G B A PR R B TR A 2 T 2K, I s e
FEAR N )70 A

Al A R = AR AR Bl M E . fEIE R A
AT, LA RN Se (G TCHLALFIA HL
Al #B AT e AR, BRI 70%~90%! ",
R L TC R 2 PR ok 22, i, . A, 45
ek (Fe™)o Fe' i LUK UTIE, b NASREW 40
M B AT mmiAE R e — e Ju i, @
i T 4 B2 AR T B AT A Fr IR
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il AR AT 2 w4y, DLAAL A (HSe) N
[ f4: £ HSe ‘:PIEﬂﬁ-‘H’ﬂ:{}E‘, kB TR
Wit &R 22 5 20 1A s F AR FE A2
1M HSe H B4 8 Fiig, SRS A1 4R 2
MURF R, H A (5] 45 440 1) 5 G Ak 5 D e ¢ R O Ji
Wi (HSe"), HSe j& F AN HE At i 3= 2L 30
TEANER £R7E TrxRs AR AL 8 VEH R Al LA
BEA R A HSe PY. Ganther™' % FLZE I J7 70 28 It H- ik
(GSH) AFLERS, AR ER 35 v DL 28 e H K s 2 A8 Js i
RABEH K (selenodiglutathione, GSSeSG); GSSeSG
TEAR DR L J5 i J2 NADPH (¥4 F 3 J& B Jo
R SE A E (selenenylsulfide, GSSeH) E‘x‘): GSSeH
5 GSH S804 HSe o fili 2 £ 38 1 AH [ i i 34 R
FARAL & P AT o s TR
AR B R SeMet Fll SeCys HiT#izHE A
I T A0 RS AR R, SR 2 5
R%% S 1. Hr SeMet. Se-FHREAGAR - Bt =R
(SeMCys) #il SeCys, it —R%Ilgm (BLFE) MWL
RIS A, FFA2 B (0) A1b (0, +) IBAT RGLHEAT
ARz,
SeMet F Z i@ Na i FE i, i mTdERE
FPEHBENLE R PR AR B AR E A5, s AL
LR A 24P SeMet thn] LAE i 41 B P 6 2 R i 1)
TER T BRI HSe; BU# SeMet i AJ 2 id iz 20
&% (trans-sulfuration pathway) #1t°~ SeCys, EJI
SeMet 7t Mt A%k B-5 1 (cystathionine S-synthase) 1
JEmilE -2 (cystathionine y-lyase) MIFER T¥%
ek SeCys*. 383 2 1957 40 AR T IR TR SeMet
1 UAH [R] 1 77 2k N AU AR B AL 7R
SeMCys MWt S5 SeMet AL R
SeMCys 1] LAFE Bt At Tk y- 2 Al et A0 7 14 Bl PR
(CH;SeH)™, 4k 2 Fi 42 i HSe . Dong 22,
Se-X ik (Se-dipeptide, GGSeMCys) T fi£ /& SeMCys
A . fEMTE T K ZE GGSeMCys # -1+ 24
KEE (y-glutamyl transpeptidase) 7Kfi#, & SeCys,
MR . [Fl, —E &) GGSeMCys 1]
PAZREALT SeCys 1177 2k B I i& i, SeCys ZERIAR
KR p-ZLMRES (selenocysteine f-lyase) HIVEFH
TR (HSe)o
22 WMERABER WEEYERNE A RKIER
RIFEDZDIRe, TANE ARG K2 B8R0 BAm
LA P Ji T 2R A R0 A4 S A 1 R o T )
YER N LA ATP AR 1) 77 305 il % R (selenophos-

phate, SePhp). SePhp ifiid— &R s SCFEAN 5] A 2 £
A, S R 2, 16 seryltRNA
F R (SerRS) HIFEF T (RNAS B2 %R (Ser) &
B B (RNAB S J5 2 4= M) i, tRNAS S —Fh g
Bt 22 218, N SeCys #etlir B 4L, Bhf5, fE4FR
YLl (phosphorylated by O-phosphoseryl-tRNASec
kinase, PSTK) HIYEF T, Ser H#%3E 5 43 4l 1k iR 3% 4]
AR, TR O-BElE R RNAS S 55| SeCys &
fil§ (SeCysS) HiHALi) SePhp A2 #efif i 5 [ 72 ik SeCys-
tRNAPT S (RNAP S S a0 1 UGA, UGA i
R A B RY , MO R AR R R I R oA
A SAE 7 T R 8E, K SeCys B4 B AL/ 7 71
I Se B, Frid A A T4 SECIS 454
H-2 (SECIS-binding protein-2, SBP-2) F Sec %571k
P ZEH [ T (Sec-specific translational elongation
factor, EFsec) 24128,
23 ot B E IR R s = I,
SeMet Lk Se-F12 [ (SeAlb) i\ iliikiz, Tmifliig
ERANHAD A WU ) HAS ML R AN B . R A AR
R, B AR AT PR AR A Sk T Y 4 B A ) O3
i, JFET A A P (plasma selenoprotein P,
SePP) /A B H AL . SePP 24 4 A fEZH 4
SePP %Ak (#FJEHE A E 521k 2, apoER2) HIKIX, 7=
RS E A2 5 N-Ki SePP B 5y — R 2
(B A, Lp2) WIS 7E B s /NE B, (K ik, SePP ]
B B BRI B FE AR, RS
BERIAAFHENEEMES L, BRESWEAE
Yt T apoER2 MIRIERIE T K 2 B NG
WA ) 12

SePP &l 1) F EAE M iz T2, i L3R Hh Al & (1)
60%*), I H 5N KA 5. £ A, SePP
52 366 M IR H MR R H . KE 2/3 1943
T (1244 A& FERREL) B B 5 — > SeCys
Bl IE I N-A iy 45 #4817 40/ C-2R 3 45 44 38 L 465
9 4 SeCys, FEALMIHIZRE /. R haliE= . i
SRR P T Kt 5 SePP & b - SePP 3 [ i
/DN B PR 2 AR O 2 I D A PN A S R PRAIG, AR ZH A
B BE B AR, I LA B 25 0 2 it A 46D,
—IREHIE SePP FEA 73 A H ) B EAE A .
2.4 HEM ARG RHE G B R AT AR AR RO
A FARD B 88 2%, T PR P AR A A e R A . AR
A R B ) ke 0 ) O SRR A, I HLAl AR
P I R AN K A I A
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YT F R A AR 2 M I B RIS, T A B
N RFFEAT . T UAEAN AT T Bl ok B vh B B,
HEERU =Y 8= 1LY (TMSe") A1 %
WL (DMSe)™ . 1 FE oy I L HE RS fly [0 355 B E-S-
FHILE: R g (thiol-S-methyltransferase) F1A7 Fik-S- HY
FHFLHE (thioether-S-methyltransferase)] M S-RFF-L-
iR %R (S-adenosyl-L-methionine, SAM) [71] HSe"
B R WL . R TR B TMSe TR A 2% 1)
AMEZE S, IR 22 S ] A g Wkl N- R BR A 72 il
(indolethylamine N-methyltransferase gene, INMT) ]
BRI 2 5PE (single nucleotide polymorphisms,
SNP) SRAERE. 724 TMSe 1 Lo R Al (0 94 2 b AN
FEAE TMSe B IR iy, X3k — 20 ) B 7 A 9 R i 12
Stk T 9F 7 A N 2 e v ) PO

W AR B, DL S — R R AT AR CT:
A e b e Ak Dy v B AR AR -GS 4554 (GS-Se-
N-Z. 2 U0 %, GS-SeGal), SRJGH LK SeMethyl-
N-C. B SUBE % (MSeGalNAc), HEi S R i+ CY.
3 3 B HE T R A B A A RS SeMethyl-N- 2 i 2 L
Wi (MSeGluNAc) 1 SeMethyl-N-% & - 2 7L ¥E i
(MSeGalNH,), HHE & &K/,
3 EREMIFERN
3.1 WRAEXNEEROFNE GEN—F 5 A
FREEVIM R TR, HEANEAK & &S

HAAER 2 RM U BOCH:, flpEk = DL At &
HB 220t NARIE AR K & 3 o 7™ Bl S = 5 P
M7 M B G, BN Kk AR AE R R 2
BT H X 0 57 L% (Keshan diseases)™” 1 KB 5955
(Kashin-Beck)*",

i 3k 0 N fi R 0 2 s AR R [ s, Sk
BRI IR B = 7K F B Se 23 51 Gk s MR L IS, 1%
IR BB, 1 2 0 IREE R S AN, RN
A, R DB AR O RHAE B s 2 B . AR
PR ASORE F2 BEH P 43 ZR AL IE R, B HE DR I R A
AR T 1 DA SR B R AR A R AR 2R L

358 TR R O3 AT 22 AR R, AT 3 B [ [X
NBEREH AT REMNERZER. SePP HWIFIFE
e FAE AR NN S A8 bR . S Hp [ b X
IR, AR HIEANEN 60 pgo 1T — W6t
R, Bt EERPLESMEES 20 FH1E
FEAE R — M B X JE BRAH LG, TR T 24%~46%.
SR B 1) FE ] Re S 35 oK AR B A4 e R A
ERRA KM,

3.2 WRERGERBAVFM KM E A B A
[ DX ISR, 7 IR R AN RAR S o A i 22 1), E i
B Z WA, RN &SR BT E J AR
[TRE R % N R TSN R R IR IR N 1]
o P ik A7 AR S T A A Y, LA 4 A 3 IR A i

{ Dietary intake J

.

Selenomethionine Selenocysteine Se-methyl-selenocysteine Inorganic selenium
(Se-Met) A (Se-Cys) (Se-MCys) (Selenite, Selenate)
Cystathionien f-synthase
Cystathionien j-lyase —
Cystathionien y-lyase Glutathione (GSH)
Bacterial methioninase v )
Methylselenol Selenodiglutathione
| Selenocysteine f-lyase }% (CHsSeH) (GS-Se-SG)
Demethylation Glutathione reductase
v A v Glutathione Y

{ HSe”

(GSH)
Jé

Selenium excretion pathway (high dose)

/ <— Methyltransferases

Trimethyl selenide
(TMSe*)
Dimethyl selenide

(DMSe)

Figure 1 Selenium absorption and metabolism

\fnium excretion pathway (low dose)

GS-Se-N-acetyl-galactosamine
(GS-SeGal)

!

SeMethyl-N-acetyl-galactosamine
(MSeGalNAc)
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Wik f i 25 7™ (10 46 6 Th R R RS I 8 AR 1), S s g IR
FE, AEAER A EEAER, XAt 5 R THFE
T e T v JE A TR SO R

Rl /R PR HEERRAE (Alzheimer’s disease, AD) J&—
Tl 2R AT MR, HCOCHR BRARAE N B-UE M AE 2R
FIIRERAR (BEEY) 4l SMITAR DL IR AL tau SR
4T Py T S O AD R AL 0 B B4
BB ay, PSR (reactive oxygen species, ROS) X
LRAR T RE . Rl AR i . Bl I f AR 4 9O
AFIFM . Rueli Z177E AD B35 305 i b & BH, SelP
HZERMh 2 JF L g as L FE N, JF HAE AD &
11 Tk 286 Ao A6 V0 P o FE T v o 2% 8 B S A SR
AD bR, XL LW, SelP A peid i AR
M EOEIE S Se Hia A B ARPUA AN & R ORI pif
Z T2 A . Du 259 R I SelP F1 Sec-to-Cys
RAEEE M (SelM') HE & His 45 1185 % 45
ERES R T, WA 2o T 0 - R A R,
/> ROS A2, PRARAIE 3.

W14 #%J% (Parkinson’s disease, PD) J& B —Ffii
ZRAT MR, HAEFE NTE R (substantia nigra,
SN) ik 2k K& 2 [ fig #4870 BA KX 2% 5 IR/
(Lewy body) MIAFALE, Horb BRI IE 3 464 L% R
e v K (Al R R A 2 BRI & T 5 52 B
A, SRR PD R AL T & A% O A
F o SelP 7T SN #1128 70 () 4H A4 .l %R0 5% fi iy R
R, HL7E PD b SelP 5 5 K/Mi St P, 5
SelP —F¥, GPx4 f£ PD B3 ki (7 SN th 1y, {HAA
TR E T, HE A%, FF, GPx4 5
Z B G REMZ I A €4 K NM (pigment NM) FL5E2 47,
It H AT UEE AN AE A I H IR 15 50 T2 2 pigment
NM Hr=ARl,

1 TR A2 — ol TE 5 i Ty 6 B T ) K G S
BTGB, Yiizbasioglu ZP2VE T, ™ B0 2 VIR
(¥ i 25 23 i 2 11 SelW . GPx1 #1 TrxR1 [k #0m,
2 W S5 AR AR, BT e B B AL
WL o

41, Solovyev 23k LT Al i 28 4% 8 2 18] f)
AIRER &R WIEE I ATREE GABA Re/NEERAMMEX
06 iz J5 A0 T v ) #4276 1R K B R Dl e ok 3 E
ER 2 B AR AT Ge 2 iR 1Y, fealr < LA
25 LW AP 2 B AR I . BBk, B 5 R il S
ApoER2 [AH HAEH, #27% SelP W E (5 515 FTRE
3.3 GEFGEMAIEMERR 8 A FE ARG

SR KR BN, RS 5 IKEh 5 RS R
R AR LN OB AN P I A= = o TR SR T o
FIANDUR R B sl o Gk Jy 2 EER), mHEZ S
Go BT, XX T TR 5 A g% mng MR RO I
RN R R EE ., Se T 2 MOALEI R G ).

AT H0, FIEH, GPx 1] DU 40 H s
I EE A58 . H,0, HIEAE N THALARIE Cys bk
FEE 50 A TAMIE T Cys FRIETE R
T, SEOLETRRER L. AXMET, H
T H,0, # GPxs #ERL AT fig 2 h i {5 & 1 F2BY,

Hoffmann 2555 58 % B, 78 CD4" T 2 i 3% 44 1
&), W& Se ZKF R I 59 S B A FIRF A S 5
& A, o IS 04k . WifE T 48/, TrxRs
B Trx /SRR, SRR T 41
AR (T cell receptor, TCR) HIZhEE, sLMAEALR K
AN R AR, S HE S AR Ca’ R
W T AR IR T (nuclear factors of activated T
cells, NFAT),

Tl 7K P B W 4 B — B I 55T (eicosinoids)
B R AR R, AT SE MR 2 AN BT R AT A1 R R
(PG) Z[HfI~F4T. PG & il COX-1 1 COX-2
FAE R T NFEA DY IR R (AA) TE AT S IR R H,
(PGH,). PGH, Bl J5 7E45 7V PG & Bl fkifk PGE
& -1, AR SE A BRI PGD 4 & (PGDS) 1EH
T, AR EATSIRER Ey (PGEy). MARR A, ATHT
iR 3 D, (PGD,)P%. 5 JSRE S AR B, AA (R4 M
*E PGE, #5484 B PGD, ML T 374 15d-PGI,E.
H-PGDS (hematopoietic PGDS) #& EL W 41 fg H {8 1k
PGH, ¥/t~ PGD, (11, H-PGD, % E M4 fu S fb ik
JORZS BT, BT EATH Se RS LUK ZE R 1
Tk AL BRI B S B2 Ay A1 NF-xBPY. itk
/e T AA BIARERH 7) PGD, BI7=42, et 1
RAERITHIE . Beilr, PanPoNa K BLAK A B 2 PR
SelT HERIE J H X S A RO 15, I HAWH 7 %
28 N 1) 22 LA o
34 WSHERTE 1 RUBERGER AR TSR
I3 U SR P AR B FRARBHTVE - GPx1 Bad B Rk sl
BRSO MM N ROS IRAS, Bl Ja X iR & 25 1
B A W REAT T . HoOy AR NIR B R AG Sk ik
M58 B R I B B AEH . H,0, A4k Cys R 3E, T3
Ji 2 R 185 IR B 1B (tyrosine phosphatase 1B, PTP-1B).
R (phosphatase) A5k 718 H A YR H (tensin
homolog protein, PTEN) ‘&¥f. PTP-1B {fiJif & % 2 14
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J&Y) (insulin receptor substrate, IRS) &%, 1 PTEN
F ) P R ILEE 3-3% 5% (phosphatidylinositol 3-kinase,
PI3K), 115 i %) b $5 U5 5 18 2K 77 A S AR R
ifi GPx1 #1 GPxs Jik/> H,O, TEAH N &5 &, PRk e
1% B3k H,0, /v 5 1M 5 G AT il e 0, e
BOUEYE R IX — R, 1ERIE GPx1 LR /N R
T R 5 Y, T GPx1 AR R R T R A
Y. B4, Loh R B, GPx1 7E/N&R it %A
T8 R I 2 LR Y SR AT e R B R R DN R T
FiEu a3 F X H3 1 H4 HE A LB
(hyperacetylate) AH%, JRIELET H,0, HIIE FRIG
SelP {E NfkH 1 SEPPI 5N 4w, Hy Se ¥iz
B AUEFCRE, RN o, Al Y
3k 3K F 1a (forkhead box transcriptional factor,
FOXOla) 58 SEPPI B[R 58T, T & R 25
SEPPI BN R idtk; JF H, ek E APl i 18 5
YOos 2 Ak-y FLBOEE T 1o (PGC-1a) T
FOXOla KJFAI %N T-da B RIVER T, SelP 1)
VA% 5 A S 2R T ) B -o- T R M AE 0L, RILH R
AR IR, A, BIF T L s 2 Ak EE K BT
Y133 SEPP1 mRNA FiE Mg, HHXX
A7 55 S 7 SEPP1 mRNA R IA 143 b (171 2 4k
HE TS, M2 R, BAEBR IS RNA T
T SelP bR G 1 /N BRI A B FE B 2% B0 A
W5 T1 BOHE PR ARG YE LU SR 2%, WS &
A BE S8 GPx1 AN (045 SelS Al SelP
) NG TET @, (1SR B 2R A R Ay W G T,
| S R MUAE (hyperinsulinaemia); {H 2, i B W B3
A P9 Ho0,, 9855 PTP-1B 1 PTEN 45 (4 4b i, 2%
IR B = A, SRR R TR R A S 1 B
BEPRIGAE H o (B2, VAR ZHLHAE R, Mo,
3.5 W5OIMERR SRR BLE btk
Bt 245 H 3L (free radicals) 2 [A] AN P17, 4
A N W 2 A I8 PN R 4 T DT R I B R
(cardiovascular disease, CVD), Unzh ik AHEmELL | & I
JEAFE MO J1 52, T Se FRHREW S 541 bR
OB R G, WO A SRR AHENAA BT CVD BRIT
A, R Oa KEMARKEEL R, 2 H)
ARG —MNE . AMARE T 12 Tl (7
Wiz /bRee: 3 AN H), Hb 19715 45 55 BBENL )
H, EERGHZAH BRI, MARE R CVD 1
55 e A PR A kR 78 770100, T Zendedel 2517 78 & B

e AL PR AIC TNF-or 25035 AR P 22 e iy 753 HE VR 247

Alehagen 258 MBMIKEENT 65 pg L™ KL
M FE T2 TR BE R T 85 pg- L, Lk, il
WEA KT 85 pg- L™ B b 78 AOHE A O IR 37
o IMiER AT 85 png L' 35354 WA S A Al i = I},
G 00 78 A Y i S M

H—WFFER, deki A H ARSI~ A K ROS
TES T 0 U 2E J5 0 25 B A FIG 77 58 ol R Je vl
PR, B EOE B AR 0 I 3 B R B A AT
THER ROS, MM EREFAAEIF S ROS B, JEAmH]
O B0 2 B MOHE I A AR R LR (R
1) AL A AR B R B2 ROS TR,

5 CVD KEKHE AR 25 —MalEH—

DIO1T", %% (5l T4 £ T3 (AL, T3 & HUR AR
R REEE A, E IR IR PR TP e EH .
PRI Ty RE D3GR 51 A AR GG B I 25 M 20k .
U, 7E v E B OORE B TE], DIO1 [3& 4y shxt T4
RAAE R i AT R A4 A 1 o R il B L), T S B
R 5 CVD HEAH K.
3.6 FRSMEERE AbFUANETDARRACH. B B,
HIBIMR 45 A0 LR 03 28 o BILE 8 RE 77 T8I 1Y) 5% 1
ML 3= SRR TN 0 i R R 4 A T U R
BRGNS BT R S R, HEA
Jit 2 W B BURYIMEEE, DNA 505 1) el fnfg
5 UL RFUEA R K 2 i A s AR (R
Sl GPx1. GPx4. Sepl5. SEPP # TrxRs HJ35 /F
FH) o T AR T e AE R 5 0 B A BP0 Bl 551 A e A
I PR I ] R 52 B DR Y (1) 5

NTEE. B Mg GEG. RE. JFAEE
& B e, 2007 R RO FREM, Wik
BB RE IR 25% ~60% K %A KU, Xt 45 B
Ji& (colorectal cancer, CRC) E A {47 1F H7, 54
Fra RR T CRC KK 5 M3E Se K- T 2 M 47
AR, RAELMEPE NP E . BRE 2 M RE
WA 5 B s R AR AH G, B AL A IR . AT
AR R = 5 2 Rk N-TH AR H R B (NMBzA)
75T I B8 MR R AR, T AE AL SLBEORT DNA 45345 7 R
& NMBzA 1£ K B8 Hif 5 80w 1E O 2
PR R

JR R M g [0 BF 40 e (hepatocellular carci-
noma, HCC) FAHF P IHE % (intrahepatic cholangio-
carcinoma, ICCs)] #& & i KA R R 2 —, i T
JEIE T A5 U0, ke i 22 1 52 56 A0 W 8 IE
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PR B, TR oo R I AR B N B BT g AR
I7 I o NI SR AT 40 B A 3 P4k 3 (R 50 3R 9,
1 9 AR RV T oA AR AR BTV, T R 1 B
O R R, H B T 28 B A i R o BAR
OEE o T AR A N B A BN T e B R L 1 5 Ik
PE, IX AT RE AL B 1 28 R AR B 0 3 AL
#lz—. MEM: HBV 5 HCV #7154 HF 78 vh & B,
HCC KA R 5 if 3 Al ok B 5 f A 560,

UbAh, BFFEALE B GPx1 22515 3L KUK 2
[ ORI, GPX1 245 1 W] g A2 o LR 3 ik
A §ANA PS5 e
37 ME5EMER B EREHES, G R RE
TG BRI B R B AETH R GRS E R
RO . Wil 4 E R IR hRE T L TR e 3R, 2@
ok Ao T A R R PR AR ThEE, JRTE HUIR BRI
RIA AT A EEER . thAh, MRERS
SEFRAR A G, KU 7E H 5 Gt
PRI A R AL R 28 O BB HL el 1 0 4t A S
W T, A AR B 1 BRI e FR IR B 1) R R AR
FEMAO, AL R R IR Y SR = AR, 2
3 T AR T, X 5 Al 08 e R TR A
Ko TIHEMEAEFE RS B K E T7 2 5 0 P il 2 == 1 5
HKP, BBt BEHS SREER R, W& A
45 GPx1. GPx3 Hl GPx5 535 2= S ik i i = Al A
HHES.
4 TTRERE

TE A0 A S5 3R i BER (9 ISR, 2 3 6 1 1 AR i
J A B AR AT T REMEE, HIRERZ®
A AR R T R, L P RSO A B B, i 2 i
FEWAE S RAE, 518 2 500 1 8 RS ik
— BN o AR N A R R ) SR R ST AR, TR
— 5 (I 50 R A X o A R 7 3R D 2 Ak I B A G X
K o 59 A T L OCTEMRN B 5 A IEH A FRR A
ZIAEHARAEI U RIS RIZAME I i 4%
AN (WHEEh 7R ) P RE S = 1 N2 35, &
A A R 10 N AT RE 2 IR 32 BRI B2, R B AR A i
7

PR, T Ok R 2 IR TR B 5 N 25
S B R 19 AR S SR % T 2 A A 9 3 0T A 1)
FOBBIRN o RSCIRN IR T J0 3R AR LEAR N IR AR
AT REYEYI R (I SelP 55). 5 2 PPk
(anC ML 595 « AD/PD A 28 1B AT 1 5 99 LA B i 55 )
AT A S A 25 30 N 451 22 T T, S AT AR

bt B8 o BRI A A PN I R R A JE R R T AR O T
BHAMRYE . 28 LT, S o s iiAE vk i AL AR
LA SCRA M T 45 e 5wt e 5 k8, It
FLHRE A AR 1 LA SR AR AL K AT RE RO 25 W 1 1
WL M SRz R . A, HATSS Tl R 2 3
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