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(ORIER TR 52 TR E Rl S TR, KE 116024;
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TEE KM LUT I8 SelS 76 N B2 4l il b it 2k FAE T . #4 SelS 2[R 5o I 2 B A% KL 8k pLNCX2, RT-PCR. Xho |
[Cla 1T XEFDVILL K DNA JEH 53 BT e H W FER s R IR A Qe AR K pLNCX2-SelS 8% pLNCX2 % 9% 22 A e & ik 9 5z 40 i
(ECVay, 4HJf2), RT-PCR KL FEAIKER SelS 1461k MTT J5 iR A 44 i ok 44k S (HLO) X 14 52 4 I 3G BB ) A5 s At
U BE 22 IR VL 58 28 e T HLO, AN [ 2 e 20 40 B s oo S804 - 0 T I O . A5 R R U DDA A R R R Uk
PLNCX2-SelS; #%HJ5H 4 SelS mRNA A KVa N IETEZK 1 1.76 £iF: HO, X ECVayy, Al Ui f /5, w3k SelS 21 4i fity
EERE . W0, S AN D, REE R, R SelS RGN AT T H0, W SN ig, HAERBL

il A AAT .

KA AR IIBERTES, Tanis/SelS, ECViy, 1M, AN, pLNCX2

FRPES  Q78, R34

WL P 2 Dl e B 15 71 8% PR 9 (diabetes mellitus,
DM) ML RAEM. By ik s A4 A4 )R e o A )
G4 BRI RGUR IR AR S R R h oy i
FAtE. N D) RERRAG - BT HR N R4 W A L 1)
MR — A EUFRT IR 3 A i), S
B TR R TR IE S IR AR B EC in LA
Je N 2575 1 AR oL 3 SR TR B B 3 AR
A NS DML I ACRE 1) 3L R A0 LI DRk,
Tnas R B AL e ) T BT v DML A8 5 & hE 1)
RESKRE.

Walder55EI7E LA 5170 (DM AR 25 5 4k (1)
YRR ORI M s R SR —
Tanis, Tanis & 55 1% AR 28 5EAH ¢ 105 0 775
wHE, EERUL TR CL RIS R )z gy
fi. Jik, Gao ZEPWWIFHE R, Tanis 7EAARSMHIE
A0 5 Bk B = ARBTAT K.

ENFEWAFAE Y Tanis AL, Wi h
SelS 5 AD-015, I mRNA H 1209 bp 41k, Zifit
204 AN S BL PR BRI AH K A . O Al R K
T A IEH B S AL Yl . AL R I R
ity e R 1T 40 i Py SRR A, B PR AE
JHUOL SelW 1 SelP 714 Ak 45405 v HA7 DR i3 S,

T FL A AL A B R U0 47 i B 25 A 3 IR R 4 4
JoE i 2R AE . SelS s Mot S, ARSI IR
W], SelS HA MR E S B 41 i % 32 i 4 1k &
(hydrogen peroxide, H,O)# 4 [1I4E ™, 1T I, SelS
HEAN A K.

HH, RAEAHSCIIN Bt Sk Fealifl 5
Tanis/ SelS )¢ F A WARIE . AHF 5T LA &Ik P
B2 AN M(ECV 30 A0 MDY A X 5, FI IR B4 Ge oK
# pLNCX2-SelS ¥ 4« % ECVy, 411, M5 SelS X
T g TAMIEE HO, (R R AR s i, PR N B2
TRY BT

1 #EFATTE

11w

111 EZAFIRAM R TRIzol ik H Invitrogen
2y 7] ;s RT-PCR 5l & [RNA LA PCR™ Kit (AMV)
Ver 1.1]. LAtaq /i DNA Marker. Ji i 472 BUR 71
% (MiniBEST Plasmid Purification Kit Ver.2.0).
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DNA % $23% 7 £ (DNA Ligation Kit). pMDI18-T #%
&, DNA %l [FIRF] £5(Gel DNA Purification Kit
Ver.2.0). FR&EIVENVIEE Cla T 1 Xho T ¥ H K%
FAEWTREA A Nk A Bz 40 AR (EC V0, 41
J) T B A e 4 R b oD LR R IS AR
pLNCX2 14 H Clontech 24 #]; H§ Jit & Lipofectin
Reagent. Opti-MEMI J# |7 Invitrogen A w5 DU &
B2 M E (MTT) W B Sigma A 7] 5 N - # (maleic
dialdehyde, MDA &I B 1 50 B AE 2 TR
G

112 SR G140 i oKE 5 A2 TREA 74 k. SelS
W54 5 CCGCTCGAGATGGAACGCCAA-
GAGGAGTCTCTG 3'; SelS Fif514%: 5" CCAT-
CGATCATAAATCTCCTTGAATAAAGATGC 3’ .
PLNCX2 F3iF54: 5 AGCTGGTTTAGTGAACC-
GTCAGATC 3'; PLNCX2 Fii514: 5’ ACCTAC-
AGGTGGGGTCTTTCATTCCC 3'. B- actin ¥ 5l
¥ . 5 CCTTCCTGGGCATGGAGTCCTG 3’ ;
B-actin Fyf5|#: 5 GGAGCAATGATCTTGATC-
TTC 3. neo' 2 EJiF5149): 5 CAAGATGGATT-
GCACGCAGG 3'; neo” #& A F i 51 % : 5
CCCGCTCAGAAGAACTCGTC 3'.

1.2 7&

1.2.1  H R R S IO 41 SO A A

a. M RNA HIHEECLL K SelS J BR] B i3 4
IANBLF R B 5 R RN 4148, MR % TRIzol Ui W]
PHLEUE RNA. ik RT-PCR ¥4 SelS JE K. M
GenBank "1 K2 A SelS #:[X(NM-018445), 41X} 41
LR GmALIX  1 102 bp T390, b RiEs1
55153 A& Xho 1 (CTCGAG)H! Cla 1 (ATCGAT)
B ok P DI RGG DD A7 . ABR I S RNA R AR,
Oligo dT-Adaptor Primer b Jx % 5k i, i H RNA
LA PCR™ Kit (AMV)Ver 1.1 Jx ¥ 5% £ /% cDNA.
PCR [ N 41}y : 94°C 1 min, 98°C10s, 53°C
1 min, 72°C 1 min #£ 35 ME#H, &5 T 72°C
10 min. FEVKEEE.

b. SelS i F& F v [ 3 /& pMDI8-T. %
TaKaRa Agarose Gel DNA Purification Kit Ver.2.0 i
A PCR 7=#), Ff-fiv 44 SelS Insert DNAL, H
VK% E . $% 1 TaKaRa DNA Ligation Kit i)t B SelS
o BE B ve B A K pMDIS-T, W &N
pMDI18-SelS. % M MiniBEST Plasmid Purification
Kit Ver.2.0 1t W 2 BUFCRE DNA. K5 3 5k DNA
L M 13-47/RV-M (M13-47, 5" CGC CAG GGT

TTT CCC AGT CAC GAC 3' 1 RV-M, 5' GAG
CGG ATA ACA ATT TCA CAC AGG 3') 4 5158
KIERAEY TR AT HEAT DNA W7, Al R BRI
WY Xho 1/ Cla 1 X FURL DNA #E4T i D) % 5
TaKaRa Agarose Gel DNA Purification Kit Ver.2.0 V]
Je eI H i3 5 R BE, v 44 M SelS Insert DNA2,
HL UK %5 5.

c. SelS W i F& % B % R 38 4k pLNCX2.
Xho 1/ Cla 1 43 5%} Uk pLNCX2 H SelS Insert
DNA2 #t47 K#Ef§Y), il TaKaRa DNA Ligation
Kith SelS WV 7 f 42 FLA% KIA AR pLNCX2, v 4
i pLNCX2-SelS. $HUmks, R N VIBE Xho 1/
Cla 1 X5kl DNA HEATHEV) I % 5 B TR
") 4T DNA Wl J7 % %2 . TaKaRa Agarose Gel DNA
Purification Kit Ver.2.0 ¥ 0l H fIFER B,
1.2.2 SelS F [ HFRIE

a. ECVy, g5, HMEE 72 T35 10%/N I
W LL T . BERE 2 10° U/ml Y IMDM 15 72 W0
37°C. 5% CO, AR W F%. 2~3 Rl —k, 4
13k 80%FhA I, F 0.25% Ml v Ak AT 5 444X,

b. ECViyy, 4l Mo 4%, #4407 24 h ¥ 40 o L 2x
105/ml 1% BEAL AR T 6 FLAR T, Bl ALK 40 Mo 2 4
pLNCX2-SelS o, pLNCX2. % [ fI§ Jit /& Lipofectin
Reagent fl Opti-MEMI i B #1746 4%, 24 h J5 H
600 mg/L G418 (Tl 5 4 3% B EC Vs, 41 M 2 75 71
600 mg/L G418, — il 5 JL-F- 3 A A3 4 i) AT 7
%, PRAFFE PG, PRHUR RO R IR.

c. HRYLUSTE . FIE 1.2.1 FATREUS RNA A
7 RT-PCR J N, A 30) neor J K 45 # 4t pLNCX2-
SelS 41, 4t pLNCX2 41 DL K & 55 G 21 41 i v 1)
Kik, VEEH T L. B-actin /E A NS &
K SelS mRNA 7E #4141 Jfu v 1) 3235 . Neo™ JE A
PCR Jx V. 41: 94°C30s, 55°C30s, 72°C1 min,
35 ANMEH, i T 72°C 7 min. B-actin & A
PCR W 451F: 94°C2 min, 53°C30s, 72°C1 min,
35 AMEIR, a1 72°C10 min. HLPKEEE.

1.2.3  AN[A5E G20 41T HLO, 3405 300 1) 5 i)

M RS AR T IS VAN R 2 S
pLNCX2-SelS 41, 4t pLNCX2 41 LA J oK i Y 4
A LA 2x10%/ml [ %5 BRI, 5 0.5% /2R 1L i
ff) IMDM £ 7383 T 37°C 5% CO, WA A5 16 h
Ja, F B2 T 0. 1005 200, 300 LA K&
400 pmol/L H,0, 1% 10%/NF IfiL i £ IMDM £ 7%
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WA BHG TR 24 h.

b. B EAH 2 IS0 a #4402
AL,

c. MTT LU A LRSI A B 40 PR . %% 40 i DA
2x10%ml % &R Rl T 96 FLAR (45 4L 200 wl), $% -
AL HE T R A RET 4 h FEFLINN MTT(S g/L)
20 pl, BEFRA W FEEE IR B, DN R
150 wl, T 37°CHeG B AL R E SR,
FE 570 nm P AR 2 WG FE AR

d. MDA KPR e . HOSES a &40 i
MDA 7K (R & Ut B ).

1.3 HitFakE

BT B 08t 2 YOmAT S8, ARSI 3
MLk, K H Microsoft Excel 2 5045 %, H
SPSS11.0 FEATEHs 23 #r. vF 1 T L 3 e bt 2
(v = )Kor, BB K%, P<0.05 HER

ITES
2 4 B

2.1 pLNCX2-SelS M EMEREE

a. J& RNA [HEHLL K SelS &K J BE i 47 4.
Ha k&5 L R HEE 5 RNA. RT-PCR 474 SelS 3
IR = el I 44 0 SelS Insert DNAT, Hiyk 45 H
KB DFRAFElr) B AR B (1 102 bp).

M1 1 M2

Fig. 1 SelS gene was amplified by RT-PCR after the total
RNA was extracted from adipose issues of human

M1: DNA marker DL 2 000; 7: SelS Insert DNA1; M2: pUCI19

DNA marker.

b. SelS e [ 2] v % 4 /& pMD18-T. SelS Inser
DNAL #% v [ 4% b [ 80 /% pMDI18-T, PCR. [l
PE N DI 53 B (K] 2) BL & DNA J7 51 43 BT %8 0 4
pMDI18-SelS JiRi kAT K&/ V), YIc[EIi H X
AL B, i 44 SelS Insert DNA2,  HLyk % 5E 1iF 82 1F
i (Bl 3). ¥ pMD18-SelS JFURLIEAT DNA Wl 7 45 5

LTy Es R —2L.

M1 1 2 M3

bp

2000

1000
750

Fig. 2 Restriction endonuclease analysis of pMD18-SelS
M1: DNA marker DL2 000; /: SelS Insert DNA2; 2: pMDI18-T-SelS
Inser DNAT1; M3: N-Hind Il DNA marker.

1 2 3 4 MI

Fig. 3 RT-PCR analysis of SelS subcloned into pLNCX2
MI: DNA marker DL2 000; /~4: pLNCX2-SelS (/~3: Positive

results; 4: Negative result ).

c. SelS W5 [ 22 FL A% K I8 2 14 pLNCX2. SelS
Insert DNA2 V. b [ 42 JL A% K38 #ifk pLNCX2, iy
4 ) pLNCX2- SelS. PCR(/ 3)LL & DNA 74153 #t
(K 4) %5 &5 BUIE S8 A R IA Bk pLNCX2-SelS )
AR

d. B s, Y pLNCX2-SelS 5k pLNCX2
J& > neor Kk RIS I UE B 4% G4 1% L. RT-PCR 45 3
N, T2 SelS Ak DM 7R 5 %t pLNCX2-SelS 41 /&
EC Vs, 41 4 AT 1) 1.76 45 (5, & 6).

22 A EIFLAMEXT HO, RGN A EZ N

(ERCR TR € B S R L AN N 3 C
pLNCX2 41 VL S oK % YL 21 e F H,0, J5, W% 4l
Wi AR BRI, MUk I, g
akan. B, ARAYIEREL, kLA R
W ATRFESIE R (B 7a, B 7b). # 4% pLNCX2-
SelS ZHn] WLAN MU A S5 M IbT, K/ 2 (K
7¢).
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Fig. 4 Sequencing analysis of pLNCX2-SelS
(a) 5' flanking sequence. (b) 3’ flanking sequence.
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Fig. 5 PCR gel showing upregulated gene expression in the 0.5
ECVy, cells 0 -
Arrow | shows location of band corresponding to the SelS gene. Arrow Groups
I shows location of band corresponding to the B-actin. MI: DNA Fig. 6 SelS mRNA expression in different groups
marker DL2 000; /,2: Non-transfection group; 3,4: pLNCX2 group; 5, [J: Non-transfection; l: pLNCX2 group; [: pLNCX2-SelS group.

6: pLNCX2-SelS group.

Fig. 7 Cellular morphology changes were observed by phase contrast microscope after ECVy, cells treated by H,0,
(a) Non-transfection group. (b) pLNCX2 group. (c) pLNCX2-SelS group. Scale bar, 10 pm.

100, 200 300 LA 400 pmol/L H,O, ¥Jfigdit %% 4t pLNCX2-SelS 4 41 M fig & = #0 #] H,0,
5 B2 40 . MTT VAR 40 J 58 55 00 (€ 1), = (200 wmol/L, P <<0.05; 300 wmol/L, P <<0.01;
Fik SelS 4LRE R E W gl fys e, JULL HO, /£ 400 wmol/L, P<<0.01)i% 5 ECVy, 41 il 7= 4 MDA
300 F1 400 wmol/L (P<<0.05; P<<0.01) Bk BE.  (¥2).
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Table 1 The influence of H,O, on cell viability of ECVy,
cells
Cell viability /%

c(H,0,)/
Non-transfection pLNCX2 pLNCX2-SelS
pmol/L
group transfection group transfection group
0 84 +7 86 +5 85+ 8
100 73 + 16 71+£9 80«5
200 64 + 10 60 + 16 78 = 16
300 52+8 56 +3 73+ 117
400 38+ 12 379 67 £ 6"

‘P<0.05, “P<0.01 vs non-transfection group. x + s.

Table 2 MDA concentration in different groups treated by
HZOZ
¢ (MDA) /(pmol - L)

c(H,0,)/
Non-transfection pLNCX2 pLNCX2-SelS
pmol/L
group transfection group transfection group
0 2.55+0.17 248 £0.15 2.52 £0.20
100 4.87 £0.14 4.92 +£0.31 4.53 £0.11
200 6.32 +0.23 6.38 £0.11 5.25 £0.21°
300 8.15 +0.20 8.24 +0.11 6.17 £0.27"
400 8.92 +0.16 9.09 £0.11 6.88 £0.17"

‘P < 0.05, “P < 0.01ws non-transfection group. x + s.

39 #

Tanis/&H 1 155 APt cDNA, AHFFE K
ThHEAE 1102 bp (1) SelS F P v 4 31 BLAZ F Gk 3 44
pLNCX2 ', ## 7 H A% Kk #i 44k pLNCX2-SelS,
I H R N ME SelS 7E EVCy, 4l i T KI5,
EVCi, 40 11384 58 75 M e AN 1,0, J03), &
FiL SelS Ak H,O, 175 3 (M40 a1 )7, ix L4521
$eor: SelS FIAEE PUETE N B AR R 2 —

7E DM AR T, B 5 S50 A 95 A% 32 2200
SO Se P A TH S LI SR o Ll i 2 A2 S Wa
W R % . B BN C B0 DA MY 28 © B %
R BT Bk 4 MRBREE—ANILEI
B AL ——Z R0 A L A% 3o B A R A A 1Y
20 KRR, ANEYE HO, LUK B
L BFAR ECVy, ML HE RE ), H L 3Rk SelS
RESE I HL0, #1455 1) EC Vs, 4N HII8 AL RE /7, IR2D
MDA 4R, BT WL SelS fig il i Fp 48 Ak I B A 4
ECV., 41 1.

DM LU P M8 8 b e AR 38 8 5 B3 ik
PEREAL ARG A Hp . R . e R HRPT. AN
NEAR 2580 DA AR 1 R Js W 55 Y B ) e R i 1) i

WA EAE . @it EEdE 7 DM I Jf &
E R AR g, LA A N OR &F f r DR 2R
N R P 3L RIL R 35 A A i 2 s Ay
PUEACHT MBI, BN D RERERG, L Rl
P53 ()95 B A B A0S, $R AT U AR TT T
5 DM ML FF A&HE 1 TS A v 97 46 20 V) s nl AT
IRk ARSE, B H AT LA N T 5T %
FIE LG IR I (42 C. 4EE R E. &
IOt H R S5 ) B ARG 5 0 110 A A e, 3K m] g e PR R iX
SO AT EARE AR 9 AN B AT 2 EC T
FIVER S AREATDON 2B R i o A e v 75
[[IRSBR =R C&: 7/ TE - GURSE (VSRS = A I = e Y 72
ANVEAR” . SelS 1Y it JBE Ky 40 i 03 2y Kz 48 i (A Bt
FOPUEAILRE S B SelS HA PR 1EH.
HEM 3 KAk SelS TJ BEAE N B2 CRA BT it H SelS
BTN AL TS AT 2.

PRERE XN 2% AT 73 BT A IR Tanis/SelS & 2 M3 e
) #£ 85 A A (acute-phase protein serum amyloid A,
SAA) 1) 52 . 4K P (1) B 5T 1 2 W 1L 3% SAA i
Tanis/SelS mRNA KA /K 1EAH KIS SAA & —Fif
S RN A, IR e R s,
EfE P R B EEAEH, AR R
iE SN TR SAA BATHUAAAL LR A 12021, SelS &
il 5 H 2 AR SAA 45 & RIEPUA RS E gk
MBI v AL A fr gk — 20 Uk .

Buft AWFIE R bR R EBE R A
HWT 5K 57 T B TR T ALK R MY IR 2R
ZBRBEA XA IR AR HAR ) SCFE

2 % X

1 Dunn E J, Grant P J. Type 2 diabetes: an atherothrombotic
syndrome. Curr Mol Med, 2005, 5 (3): 323~332

2 Nachman R L, Jaffe E A. Endothelial cell culture: beginnings of
modern vascular biology. J Clin Invest, 2004, 114 (8): 1037~1040

3 Pesic S, Radenkovic M, Grbovic L. Endothelial dysfunction:
mechanisms of development and therapeutic options. Med Pregl,
2006, 59 (7~38): 335~341

4 Margaret A C. The potential for novel anti-inflammatory therapies
for coronary artery disease. Nature Reviews Drug Discovery, 2002,
1(2): 122~130

5 Dzau V J, Braun-Dullaeus R C, Sedding D G. Vascular proliferation
and atherosclerosis: New perspectives and therapeutic strategies.
Nature Medicine, 2002, 8 (11): 1249~1256

6 Lipinski M J, Fuster V, Fisher E A, e¢ al. Technology insight:
targeting of biological molecules for evaluation of high-risk
atherosclerotic plaques with magnetic resonance imaging. Nature
Clinical Practice Cardiovascular Medicine, 2004, 1 (1): 48~54



- 430 - EYFEEEYEHRE Prog. Biochem. Biophys. 2007; 34 (4)

7 Schalkwijk C G, Stehouwer C D. Vascular complications in diabetes 15 Loscalzo J, Voetsch B, Liao R, et al. Genetic determinants of
mellitus: the role of endothelial dysfunction. Clin Sci (Lond), vascular oxidant stress and endothelial dysfunction. Congest Heart
2005, 109 (2):143~159 Fail, 2005, 11 (2): 73~79

8 Walder K, Kantham L, McMillan J S, et al. Tanis: A link between 16 Halliwell B, Whiteman M. Measuring reactive species and oxidative
type 2 diabetes and inflammation?. Diabetes, 2002, 51 (6): 1859~ damage in vivo and in cell culture: how should you do it and what
1866 do the results mean?. British Journal of Pharmacology, 2004, 142:

9 Gao Y, Walder K, Sunderland T, et al. Elevation in tanis expression 231~255
alters glucose metabolism and insulin sensitivity in H4IIE cells. 17 Forrester J S. Prevention of plaque rupture: a new paradigm of
Diabetes, 2003, 52 (4): 929~934 therapy. Ann Intern Med, 2002, 137 (10): 823~833

10 Kunsch C, Medford R M. Oxidative stress as a regulator of gene 18 Karlsson H K R, Tsuchida H, Lake S, et al. Relationship between
expression in the vasculature. Circ Res, 1999, 85 (8): 753~766 serum amyloid a level and Tanis/SelS mRNA expression in skeletal

11 Yant L J, Ran Q, Rao L, et al. The selenoprotein GPX4 is essential muscle and adipose tissue from healthy and type 2 diabetic subjects.
for mouse development and protects from radiation and oxidative Diabetes, 2004, 53 (6): 1424~1428
damage insults. Free Radic Biol Med, 2003, 34 (4): 496~502 19 Rohrer L, Mand H, Eckardstein A V. High density lipoproteins in the

12 Mostert V. Selenoprotein P: properties, functions and regulation. intersection of diabetes mellitus, inflammation and cardiovascular
Arch Biochem Biophys, 2000, 376 (2): 433~438 disease. Current Opinion in Lipidology, 2004, 15 (3): 269~278

13 Gao Y, Feng H C, Walder K, et al. Regulation of the selenoprotein 20 Wang L, Colo W. Urea-induced denaturation of apolipoprotein
SelS by glucose deprivation and endoplasmic reticulum stress SelS serum amyloid A reveals marginal stability of hexamer. Protein
is a novel glucose-regulated protein. FEBS Letters, 2004, 563 (1~ Science, 2005, 14 (7):1811~1817
3): 185~190 21 Uhlar C M, Whitehead A S. Serum amyloid A, the major vertebrate

14 Brownlee M. Biochemistry and molecular cell biology of diabetic acute-phase reactant. Eur J Biochem, 1999, 265 (2): 501~523

complications. Nature, 2001, 414 (13): 813~820

Overexpressing SelS May Protect Human
Umbilical Vein Endothelial Cells From Injuring by H,O,"

DU Jian-Ling'?, AN Li-Jia"", SUN Chang-Kai®, MEN Li-Li?, ZHANG Xiu-Juan®, LI Chang-Chen®
("Department of Bioscience and Biotechnology, School of Environmental and Biological Sciences,
Dalian University of Technology, Dalian 116024, China;
2Department of Endocrinology, First Affiliated Hospital of Dalian Medical University, Dalian 116011, China;
Institute for Brain Disorders, Dalian Medical University, Dalian 116027, China)

Abstract In order to investigate the expression and roles of SelS in human umbilical vein endothelial cells
(HUVECs, ECV; cells), total RNAs were extracted with TRIzol from adipose tissues of human, then the 1 102 bp
fragment of SelS was amplified by RT-PCR. After the expected 1 102 bp PCR fragment was purified, SelS was
cloned into pMD18-T vector. Purification, RT-PCR, restriction endonuclease analysis and DNA sequencing were
performed to confirm the results. pMDI18-SelS was incubated in presence of Xho I /Cla I and then ligated into
pLNCX2 vector corresponding restriction sites. RT-PCR and DNA sequencing were performed to confirm a
1 102 bp SelS gene fragment was successfully inserted into pLNCX2. The ECV,, cells were stably infected with
pLNCX2-SelS or pLNCX2 alone and positive clone was obtained by G418 selection. After transient transfection,
ECV;y cells expressed pLNCX2 was verified by neo” gene detection and the expression of recombinant SelS in the
ECV;y, cells was 1.76-fold higher than the endogenous level by RT-PCR. After the cultured ECV,, cells was
treated with hydrogen peroxide (H,O,, 100, 200, 300, 400 pnmol/L) for 24 h, cell viability was measured by MTT
assay and the intracellular maleic dialdehyde(MDA)was detected by TBA method. The results showed that ECV;,
cells were injured by H,O,, overexpressing SelS increased the cell viability apparently and inhibited the production
of MDA induced by H,O,. So overexpressing SelS protects ECV, cells from injuring by H,O,, and SelS may have
the antioxidant protection effective on endothelial cells.

Key words endothelial dysfunction, Tanis/SelS, HUVECs(ECVyy, cells), oxidative stress, pLNCX2
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