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HE

ARWFEERET LA & F& (L-Selenocystine; SeC) /& A BEFNHI A AR (HepG2) 4= = B g MR
il o DAAHREAT SR A3 10 uM SeC mTHI%] HepG2 4HAEAE £ - (B IE FFBAMAE(L-02) SR
HEFEME - DEERRE > FEREE SeC ¥ HepG2 EERFHM: - &iERk DNA 185 - H
LAV SR ERS A SeC & HepG2 MIBIELIFEREHERD - BiBEIFEAHEMAEEE
SeC &It HepG2 HY DNA &8 - BB FHERIRE FPUEEEEY) Cisplatin EREZ @ )& 10 uM
SeC BH#{EAI AT 10 uM Cisplatin ¥ HepG2 5 5 BB AR ©

10 uM SeC THHA AT AR BH L EE PR U SE7H R - BEhiidiputss 2/ DA N —RIE(E
MABERFIE  HEUEHES(LYEROS) R » &6k DNA 185 5 — /K%K DNA [FEF G #
EENE - BRI AAET -

= e

TEEE » FHEERIVEC ABEARENE % 0 2% RIS - (LEaREE
RAVERETR L —  [REEHN 2S5 1R AR e 3S A4 FIPH BT 5 2E1RHIEE ST - (B
PUESEY RS HUEE MRV - PR AR RNV - SEYPA VAR A H s MR o (RIRER
EEETERR - SHhEdA aENER T -

H Ri— e e Se S B St L &Y R (L2 I O - S I LR EE ARG D B E
MEEA: - SttbaYIhA —fE L-iCHEEEE(L-Selenocystine; SeC)/E RN & ERE - 17
I T BA BRFIDURRFIE - 2R B AR ATESE - TLIFRLL SeC ¥IEH
B A BRI IR (L-02) R AT AHREMR (HepG2) HEF TARRRVE MEASORT - $55T SeC ¥ AT EEAHARAVINSGIA &
SR R M -

=~ R ERY

— WFEEERE

L-tfi X & (L-selenocystine; SeC)& a5 21 MRS —hfi X -t Z % (selenocysteine) Y
—FELTAEY) - Mt B R AT 2 liE B E (R H A S B ~ o6t SRk
g~ MEBEEOEREE - FRRal - HERERE 2T » EAFREELY) -
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ffi(Se)/2—TE ARG A AR/ DIV IR E B8/ R - MR EIHAEHRIEAHR -
WIFFRARSZE R ~ TR E RSARIEINEE(] - AsEiE - — AR L EY) -
WIERE RN ~ W DS R A L&Y B A RENLETEVIMEEL2] - AR -
AHAELE T (Apoptosis) 7 A By Sl b &b/ ARy T Z2idd - I AmAE 4 &3] -
i L& L a Yy A BS E T 4IRE A 4RRE s M B R AR R S e s
SRR T DUSE SR A S S B ARE 4] -

F—. SeC H T G400 Z1#[4]

Growth inhibition of various selenocompounds against human cancer and normal cell lines®
Cell lines IC5y (uM)
Selenocystine SeMCys SeMet Selenite Selenate

A375 36113 540£132 100.8 £ 18.9 4119 109.1 £ 20.7
CNE2 56L20 138.7L31.4 139.6 L 37.4 56L23 539.5 L1319
SW620 7.3+£08 632.8 £ 827 > 1000 3.1+06 >3000
MCF7 162452 193.0 £ 27.3 31294597 24.81L6.1 1700.9 4+ 322.1
HepG2 17.5+£33 539.5+£61.9 140.5 £ 32.8 283457 1321.9 4 108.6
Colo201 27.84£5.6 1577.9 £ 288.4 162.8 +£29.9 494.5 £ 80.2 1423.1 £211.7
HL60 345441 459.0 L 78.5 291.5L61.7 51.5L£9.3 2583.9 L4789
MDA-MB-231 37.04£7.7 2558 £54.8 31294603 17.9+£3.0 53951+ 119.6
Hs68" >400 693.64 1124 703.4 £ 187.1 223465 >3000

* Cells were treated with different concentrations of selenocompounds for 72 h. Cell viability was determined by MTT assay and 1Cs values were calculated as
described in Section 2. Each value represents the mean 4 SD of three independent experiments.

® Human normal cells.

RE—(E=ER) » £ SeC ¥ M L R7fegdhiafE BRI (Hs68) AT AR (HepG2) A A 1Y
BIEEEECT » 33 SeC BA RAFEEMAHNH] HepG2 HYRER - #EM SeC AHE N FEIES
% o NIEISEERET SeC B AT A AMAR A AR AU BRI M AR R R s MR - A SR AR AT LA
TR EERATIE o



= WEHAY
108 FHgtEEbatat - FHE S A FEESL RS 44 » fIlH#H(Cisplatin; CDDP)/Z3H 5
LB G ERYEEY) - (BEHA ZMEHEIERI @ B0 - WEH: - e E ) RITEEME
[PIRE - P AR A — (B S 4 Y5 BRI RE - AR FEESURRBI R - BE5E SeC {F Riitot
BI5 > BT SeC HIFHERANAE AT REEAAVIRIGEBL UMH] > A EHEENTFTA LT ER -

(—) WH5T SeC ¥ HepG2 1 L-02 4HAE 7 ERAVFEL
] AR AF &3 47 17 (3-(4,5-Dimethylthiazol-2-y1)-2,5-diphenyltetrazolium bromide assay;
MTT assay) EEgRaT SeC & o] DAEEE AN dliAE 4 & - 751 AH4HREL-02) % EH
HFEMEATATHE T $RE] SeC HYRARARURE -

(=) Bi%% SeC %f HepG2 1 L-02 DNA (S5 2
] FH B 4P &E IR 2R kB B (Single Cell Gel Electrophoresis assay; SCGE assay) * PARGTEE
Bp(fe® DNA HEHERZDMPHERGRE DNA BRERD) - R Z IR -
SeC Clifzas & Al diiftEE L ROS[S] » ATLUE— LA N-Acetyleysteine(NAC)fII]
ROS E4: - HXEE DNA EEE3 - WLEEE SeC BREIFIZAER - BRaT SeC 2
¥t HepG2 4HAEMY DNA FEEE(EMEEE -

(=) W% SeC ¥ HepG2 fiE LB R R B E
TS 77 22852 (Western blot)#g ] superoxide dismutase 1(SOD1) ~ superoxide dismutase
2(SOD2) ~ Catalase P (CEEZAVRIAE » 5T SeC BB FHIH] HepG2 Hi& LAt

(PU) 552 SeC ¥ HepG2 1F DNA {Efifige 1 LRI 2
B A AR RS o BRI R AR TS [F])R EE4H 24 (Homologous Recombination;
HR) ~ JEELF AL 2 #(E i (Non-homologous End Joining; NHEI)  IAELA A [EJR E4HIE
M HIE  (Homologous Recombination assay; HR assay)f& ] SeC 2 & 25228 HepG2 HY DNA
EAENE - AR T 28 A(Western bloof@l NHET £22_EJffEEH Ku70 (IFRIRE -
GRS -

(T1) BH5E SeC /=5 H A% Cisplatin HTHEEHTHECR
FI AR SR AT MTT assay)E 5 » BRIT HepG2 &L SeC FI{ER & Cisplatin YT
[F] i FH AT BE e (o F = 751 Cisplatin 1% > SBMEATIIF S RIVEE -
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2458 s
L-f Bt &2 & (SeC) f#H ACROS Organics
HCDGZ(m:EzEHH@HQ) [ NIz 7% A SN
Hep3BGF AR Efiﬁiuni%é& [ ZE AT A& IR R T S
L-02(E 2 B B o
— HELEEHR(DMSO) f#H Sigma

RIABREEREE(LMA)

IEF & REEAE R (NMA)

l#H Life Techologies

Triton X-100

f#HE I.T. baker

FH i e R TARAE
SYBR Green | % HE QIAGEN

ECL Kit

HR Kit W= Norgen

Western Kit % H Bio-Rad Laboratories
oy i

Lysis buffer(pH=8~10)

NaCl+Tris-HCI+EDTA+Triton-X 100+ —Zx7K

Alkaline buffer(pH>13)

EDTA+NaOH+_—_Zx/K

Gold lysis buffer Tris-HCl(pH=8)+ NaCl+ EDTA+ EGTA+ Na
pyrophosphate+Triton X-100+glycerol
Sample loading buffer Tris-HCl(pH=6.8)+ SDS+bromophenol

blue+glycerol+beta-mercaptoethanol

Running buffer

Tris-HCl(pH=8.3)+Glycine+SDS

Transfer buffer

Glycine+Tris-HCl + —Z/K

Blocking solution

Tris base+NaCl+Tween 20+BSA

TBST Tris(pH=7.5)+NaCl+Tween 20

e e T

Tl B 42 fET R (PBS) S stiiiN] penicillin-streptomycin

DMEM fzsE kL Trypsin MTT

Cisplatin Tris buffer Acrylaminde

Tris-HCl Tetramethylethylenediamine Ammonium Persulfate(APS)
(TEMED)

SDS protein marker PVDF membrane

PCRmix 5[F(158+159) DNA #5ff

ZEHHIK Trypsin-EDTA

LB EBENAC)
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EIRES
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nE T WEHE &S AIRAE
FEEREAR
S Ly o TEEE) DK A E
BRI E S
ENidi] f# 5 Bio-Rad Laboratories
2458 2458 2
pipette R RE S
BECVE izl R INEMEFEES
R 96-well plate K, 7K 4%
24-well plate ELISA reader T4
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Bt SeC ¥ TSI (HepG2) B 11
AL EAEEEER
SRR HH R A

1.LL MTT assay fHI4HREAYTE SR
0 FEER R SeC PEFEf% » 4HHETEE
R E =R

B5E SeC &5 & i AAT FE 4l HE

(HepG2)HJ DNA 85

fafll SeC B& G BT RN
(HepG2) Pl (b R EHHYRE

=]}

L==A

1.2A Comet assay 1@l DNA Z4EF21E

2. ELECAREFIE SeC % DNA [y 18fE
F& > 3 DL NAC #] ROS E4:1% > FHICHIE
DNA 55 15IF

1.LA Western blot %] SOD1 ~ SOD2 ~ Catalase
REEANRAE
2.LLEEARE & SeC FEH% HepG2 Higdb
IFRFTHRENERE

PRt SeC ¥IHTEAIE(HepG2) #£

DNA {E#8E 1] a2

\ 4

1.LL HR assay g HI77 A (band) 22/ Western
blot 183 Ku70 ZEH R &

2. LEECAEEIE SeC FEHEZ band FEF1E
HFEREAR

BEET SeC EREEHIBIPIIEEEDY)
(Cisplatin) #1]1 il B % 4H B2 (HepG2)
£ &

\ 4

1.LL MTT assay fasHIARARAI SR
2LEEEA[EE SeC A Cisplatin FEERI&4H
Bt ER A R




R S Wapig
(—) SeC #iffs
{5 66.8 mg i9 SeC 7}~ 500 uL Y IN NaOH FFHAILA 200 uL #Y IN HCL » & HHE 1
mL 7KBCBLEY 200 mM REFZER -
(D) dHREEEE
1. FEREEEHEUH L-02 1 HepG2 4HiAE » A 37°CHIZKAREENE -
2. BHREEEE 10% a4 (Fetal Bovine Serum; FBS) & 1% penicillin-
streptomycin 1Y DMEM &R > WER 37C&F 5% CO.M R RREEFR T -
3. B REREEILF\HOmET o TR (subculture) -
4. RAUEEIL DAVEPER -
5. DA 5 ml AYRSEEEE4E E17% (Phosphate Buffered; PBS)/E/ERI K » LERFlarnyErE
i
BIA 1 ml 0.25% Trypsin-EDTA » B> 37T CIRURESEFE T 2 778 -
A S EEBRER - 1] Trypsin-EDTA &8 1EH -
AR 15 ml BYEEC/E TEE ) 1000 rpm ~ 5 7
B FIER - SR DMEM 88 AR AR & (5 B9 5 0BT -
10, WERMHARIG > EHr PSR - HREHMITS - WESEERER 37CHEE
I
(=) HIFEERIHTMTT assay)
BED77A RIS ) ~ BTERIGHRE R RYTR AR - IS S IERAE R a8Em 2 - dlifs Il
i~ dHREDREAGE R EREE ~ SRR RIS AR ZE R oot -
1. JF#
MTT HY4 4 4E 3-(4,5-Dimethylthiazol-2-y1)-2,5-diphenyltetrazolium bromide * & —fH =&
HbE?) > R RAVAREEYE - MTT BUS4HREH SR AS T BB IR T S8 (Succinate
dehydrogenase; SDENAIAHAE 2R C {EH > iRF VU8 ME SR (tetrazole) BZR (/NIRRT MTT
2R GRS 2R B FE B (Formazan) 48 & » M UREAESHAR T PR — FH B ot
(Dimethy! sulfoxide; DMSO) A #IAFIHRE R (o b st 05 gt - FE AR SR BURES » #5(0 ELISA
reader JHITEWROEIE - MROLE TR ERIRHEN: - HIEEMIEEE - KR AT
RS M - IRISEARE S 2 AR BRI S - A RE(E MTT 48 AR R NE - HEeE

BN o

NI =)



Mitochondrial
reductase

prasent

Violet MTT Formazan

B —=. MTT 2/

2. W

(1) FF4HRELL 110" cells/well HYZEFENLL 1096 B4 IMUE RS EIREEE R 96-well plate
AR B 48 /NI -

Q) REEERETTHIIMA0~25~5~10~20 40 uM #J SeC #1 0 ~ 10 ~ 20 uM 1Y
Cisplatin A1 SeC 2 XEE¥H(FE 9 4H) > HAZIIA DMSO 73 I 24 /NG

(3) LA 1000 rpm @0 10 7388 - BRE FIFRLL PBS JEEHZF » TIAE 0.2 % MTT
50 uL Y DMEM 55 Ak » A ER{ERL =/ NFEBIRIEER -

(4) HOA 100uL #Y DMSO {5 ta & s 0a g (1) » FFLL ELISA reader fg0fiR7 £ 570
nm ZWIEE - STREAHEEER -

(1) ERAAAERE Bk EBR(SCGE assay)

S R B st BR(Comet assay) > & — DR H S S UL e B MBI DNA ~Z 18675

7% o 2RI DNA $R{GFIAHREE TR0 - IR el AP 8EsE S -

1. R

& DNA A EIFRHEEETER - DNA BUEIETess il &g S G IEHE A SN

HY RNA ~ B RHTRTH#E G - &8 K% - Br3HY DNA F BEGERGH

DNA wt &g Bk 4Rz - (E42 DNA 15 {rFr 42 SE AV IR & [T 5 15 T 87 1Y % & 42

(nucleoskeleton) | » G FFEJEAL - F§ DNA 25629 SYBR Green)Zythii% » {45 EAH

$i N EREEE RS FEREI IR LR IRE BRI AR - 1M DNA fR#Et 25

EOHVARREAITE S DNA WY ERIELL - WIRAAAR 24515 - Bk 1% DNA RrF&ER

MEEEEZEE T B mg 2REPHECE - RS -

8



PERMEABILIZE & DENATURE ELECTROPHORESIS

Undamaged
Supercoiled DMNA

Mormal
Call

DNA
Damaged
Cell

Comet Tail

DMA Fragrnents
Comet Head

B =. Comet assay 2B k/HPE

2. BER

(D

2)

©)

(4)

©)
(©)

lressaili)

a DA Trypsin AF4HAERRRT -

b WCNAHRER B AR -

c I PBS ik -

d  FA0A 300 uL PBS {HH 344 -

BUE T

a  HY 60 puL(0.5 BLMA+0.5 %NMAYE &R » A BRI A (comet slide well) e
b F LEBRRTE T ITRCE KR R

10 pL 4HAESTRILE 0 ~ 2.5~ 5~ 7.5 ~ 10 ~ 20 uM Ay SeC R PEEER)=R 0 ~ 10 ~ 20
uM #Y SeC A1 10 uM NAC(FP BB (F R AVEFLREL 55 nL LMA(ER)ES
B R AR A ORAUATR - EAEE -

T ERIBY R BB EEINA Lysis bufferGa/43 R ) » SERA 4°COKFET 60 43
TRFB B B I PR R — KO -

Rt EEKET - WA PELysis buffer) sl 4% E1R (Alkaline buffer) -
FHEE I E R BERCE B AR R 8k 30 4388(250 mA; 15V)

9



(7) BERGEHFZRZEA 1ml 0.4 M Tris buffer BZEERE 5 578% » FH/KHR PBS 4%
57 1 RELFR 3 i) -

(8) B (methanol AR E BN F R ASE —Z0KH%E 1 XK -

) Z=HFEMBER BAERKAE 2% » f1A SYBR Green 30 uL » 3 E# R 12
RIAT1ERE 55 A1 R e s e 4s DNA T RIS -

(10) PA Comets score $B&#ELT 0T

(F1) 75772285 E(Western blot)

SRR E N EEEE - RS R A(mmunoblot) B4 TAYIER ~ AV LERI R E

EEPE AU HE L BRI ENERTTE - FERTRHNER - SO IR

KAt ~ RO HI B R B -

1. JFE

BR - o L1 8 S B S W B P e R Uk (sodium. dodecyl sulfate polyacrylamide gel

electrophoresis; SDS-PAGE) - [fiy &7k /&A1 88 BB FIE A 731~ P AT A [RIHYEE T > 52

BYVEA T S RIS B PR R SRR AR R FE RS E) TR 484 SDS-PAGE 47

HEFYEE B E B an - EUA TR R — % LM (Polyvinylidene fluoride; PVDR)BA £ » FAIFA

[E178 E RS Y — RS st R E NV E R B ME 1SS - A BRI E(LY)

i (Horse-radish peroxidase; HRP)HY gl ife » Gt ¥IHAFEE LS Hey—Rbihs

H#E 4SS - 5218 A B2 2 (Enhanced-chemiluminescence; ECL)_F Y38 B

HRP 456 @ G5t ikl B EE L EHSTION - A BRI E Er2

JeElEE - EHACIRB ASEHER - oz B0 EEAEYRNITHE LR -

10



0
I

HRP -

NH
NH 3 (I]
substrate

, Light (425nm)

Prod}llct

|
1° antibody \ @3

' Wy 0

[BVY. Western blot #EEJHPE

2° antibody

Membrane

(1) f#H Gold lysis buffer ZZHURK » A& H BENIHIRIFT EDTA - ] A S R i hse

2)

©)

(4)

f#(Sonicator)(60Hz » FEWFME—FD) » HEITRI /7§ » HUEH'E -

B H'E R

a  HUH S0 pg EHEZE 0.5ml BELE -

b /12 pL sample loading buffer B &z 45 LA 100°C AzA 10 476 > 0S40 ©

EHEEK

a NS (ResolverA+ResolverB+8 uL. TEMED+80 uL 10 %APS) ©

b _FEEEH (StackerA+StackerB+6 pL TEMED+30 pL 10 %APS) ©

¢  RHECEISER Y IERGAHAEN K -

d B PED running buffer » A6 EFRIE R EERAVRIE -

e 577l protein marker A& HE A AL E well T o

£ BL100 V #EFTEEIKEY 2 /NG

EHEEA

a % PVDF BN HEEIE(L S 4788 » FRLIZEAERAKEE -

b {FFRF 3 SRIEAR ~ PVDF i ~ BBR A 3 sRIBARE N LB AR
l:[:l o

c A transfer buffer FYEEERE G » ££ 4°C T LL 250mA ~ 80V EF 3 /N\BF »
1



(5) WUESERAY PVDF BUREAE blocking solution R 1 /NEF -
(6) %R blocking solution » LA TBST 4 3 ZR(1 /10 73§#)
(7) EPFx TBST » HAp{E A —4RGTASMRER » 18 4 C /KR IE 12-16 /N -
() Ebr—ERPURSMER > WL TBST % 3 (1 10 438#) - KERIEFF RS S
Z RS
) FHAREA— RIS RPN - TEE R N ICE 60 o7 -
(10) EFRERPURSMRRR » WL TBST % 3 (1 K10 478%) - EERIFFFREMELES
Z HRBAS
(11) %1% A ECL kit 21T CBR SEH2 s -
(12) AAY R (Image DAEB T REE - Wit HEHBRHERAZ
(ON) [FEREAHEMAIEN(HR assay)
1. JFE
BB R IE 12 4H & B8 (Positive Control plasmid) 75 58 B2 -F ALFE LI 51 (LacZ) »
1M LacZ Fp3h A EAREA BAIZEEAIE dl-1 f dl-2 - EH ERERAEEEME - Al
GRF dl-1 A d1-2 ETREDE AR EA N ENER - —E8k DEARIEZEET 2
‘B PR SR LacZ P51 - gL ~ fngEse B1% - fiHVERS DNA » A& hRE
PHR FE(PCRUK LacZ WYESA 7 B » BRI 24l -

[E 7. HR assay B baEZH 77

12



2. TR

(D

2)

©)

(4)

Q)

©)

()

©)

TF4HRELA 2x10°cells/well » REFBFEETIIA 0~ 2.5~ 5~ 10 ~ 20 uM Y SeC %
T 24 well-plate 1& I E AR EAE -

AL

DL 100 pL di-1 71 d1-2 BERSLAR, 50 pL B5EEses 15 7988 » 10 pL Ayt
1 240 pL BEEEREE 15 5788 - WERAIEFERE 30 478 -

TEFERIEHEPC)

PL20 plL IEFHIAHEBE LUK, 30 pl BFEARLREEE 15 538 © 2 pl At A
48 uL B EAE 15 i o WEDRAR AR 30 08 -

EFEHIAHNC)

DL 20 uL (9 dI-1 28 d1-2 B LA R 30 pul BB ALREEE 15 7088 o 2 ul AyiEusts]
148 uL BFEARERE 15 Sri - WiE AR FIREE 30 48 -

LA S 1% D) PBS SEVE 2 K

well LA 500 pL B AN EHZERIADEFLE 50 ul » WREEER 24 /)
B o

FIFH HR kit 7&H! DNA -

AIA 7 uL 20K ~ 10 uL PCRmix ~ 2 pL 51F(158+159) ~ 1 pL DNA &

R -

TG E(PCR)

95°C (3 4388)— 95C (15 ¥)— 61°CB0 Fh)— 72°C(1 77§#) » B8 35 K > ff&
£ 2CHFERSE S 778 -

(10) HERBES R R IS 28

13



{f ~ WoesE R
— ~ W12 SeC ¥ HepG2(HTEEAHBEAR) AT L-02(1F # HFAHBE IR AR SR Ay 5 2
FIFAHREAE SR ST (MTT assay)d 53 BILA O uM @ZEHI4H) ~ 2.5uM ~ SuM ~ 10 uM ~ 20
uM ~ 40 uM 1Y SeC 73 BIIIA L-02 1 HepG2 1EFH 24 /NEF  7EE /S ~ B nl Al > fEZ SeC
B4 A0 > $f HepG2 F1 L-02 FHIFIFEEAVRERE » 17 10 uM #9 SeC #f L-02 M2 -
{E A] BEE (K HepG2 HILHHEIEER » o SeC % HepG2 ELEFE M35 7% A5 » [T B4
A G EAR -

L-02/SeC/24hr

100 -

Cell viability
S

(% of control)

SeC(uM)
B, SeC #f L-02 A7 R 1722 280+*p<0.0001)

HepG2/SeC/24hr

Cell viability
(% of control)

SeC(uMm)

Bt SeC #f HepG2 477 5112225 *p<0.05)

14



~ 5% SeC ¥ HepG2 #1 L-02 DNA B{GHF2 £

TR SeC G2HE ROS M A28 YR EZEA - BERHUE DNA 18E[5]
SHAMEEWTEEE ROS HIZE AR DNA BZ4E < F] SeC sBEIM S5 S4B ZE((6](7]
EH DA B im Y = R at B (Comet assay)¥f Hep3BUEHIERA p53) ~ HepG2(HHi o141
FEELA pS3) ~ L-02(H 58 Bl BRI pS3)HlEt SeC ¥f DNA E/LMHREE A E: -

i £ B 2 o A O uM (FZERIZH) ~ 2.5 uM ~ SuM > 7.5 uM ~ 10 uM 2 20 uM HY
SeC 43 BIME S Hep3B ~ HepG2 ~ L-02 24 /NI » A DA tail moment(FE & DNA {548 DNA 1Y

71 EERIBHRE B L AR ERY SRR s T R R R P A 22 58 (el /U nB HHAE 10 uMUIRIELLT

& SeC HlE g hiE(# Hep3B Al HepG2 A S #IEHT DNA BRARE - M Hep3B DNA 55 X
bt HepG2 BHE » {H¥} L-02 AlfmEA R 2 -

HepG2 Hep3B L-02
204 20+

N
o
1

-
o
1
-
o
-
(3]

1

Tail moment
Tail moment
-

o
Tail moment
-

o

v
1

(3]
M

SeC (uM) SeC (uM) SeC (uM)
B/ SeC #f HepG2 ~ Hep3B ~ L-02 B¢ DNA 7551825 #p<0.05:**p<0.0001)
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Growth inhibition of various selenocompounds against human cancer and normal cell lines*
Cell lines ICso (uM)
Selenocystine SeMCys SeMet Selenite Selenate

A375 36£1.3 54.0£13.2 100.8 + 18.9 41+19 109.1 £20.7
CNE2 56120 138.7+£314 139.6 £ 374 56+23 539.5+131.9
SW620 73108 632.8 £ 82.7 >1000 3.11£0.6 >3000
MCF7 162452 193.04+27.3 3129+ 59.7 24846.1 1700.9 £ 322.1
HepG2 17.5+£33 539.5+£61.9 140.5 + 32.8 28.3+£5.7 1321.9 £+ 108.6
Colo201 27.8+£5.6 1577.9 + 288.4 162.8+£29.9 494.5 £ 80.2 1423.1 £211.7
HL60 345+ 4.1 459.0 £ 78.5 291.5461.7 51.54+93 2583.9 £ 478.9
MDA-MB-231 37.0+7.7 255.8 £54.8 3129+ 60.3 179+3.0 53954+ 119.6
Hs68° >400 693.6 £ 112.4 703.4 4+ 187.1 223465 >3000

# Cells were treated with different concentrations of selenocompounds for 72 h. Cell viability was determined by MTT assay and ICs, values were calculated as
described in Section 2. Each value represents the mean 4 SD of three independent experiments.

b Human normal cells.
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Chen T, Wong YS. Selenocystine induces reactive oxygen species-mediated
apoptosis in human cancer cells. Biomed Pharmacother. 2009 Feb;63(2):105-13.
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2012;13(8):9649-72.
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