CN 431262/ R 1 [E 3l ik i 1b 4% & 2006 58 14 526 5 H# 377

[X

EHS]  1007-3949( 2006) 14-05-0377-05 o SLIGHH

JE e LG BRIV A% E BRI IR A AL B 4 1L 3R0E
X N BT T ik P B 24 L 91 T AR 1 28 AT B 5

INCES, B, &% k', TE, T, wEEK, 2 #
(1. PAZRATERZFEFF A, LT H 100730; 2. e K F EFTZ, #d 4 £ /8T 421001)

[£8EA] BEFLRWARS, RABEKRSS _HIFRARLE AL, ABRSKA L@, FRA;
m it A T

[#8 E] BH TR ABERE ﬂé/#fﬂx BR2h A ACEE 4 R X ORI R T A R e E R A AR AT
BBk, ik HERABRRES BT RAR S ALEE 4 R X R A R GFP Bk Bl A B FF bk AR 29 R Fe
ECV304 W, M # 45 Kk R &84 R AR M 4% 5 6 R FLBL R AR "B vh — B3 B2 AR BR & A 1L B8 4 mRNA &9 K -F, AR KXdm
FAAAG M) 20 B 1Y P AR -F- Ao 0 B - %, B Hoechst % & = TUNEL AR LB =, £5R 4 4 6 49 Ak
PR R R R BRI IR R b AL AR AR AR 2 R ALEE A mRNA KPR & F GFP R4 mfext B, AR R AR
REPE A A% ER BB 3E ALEE 49 ECV304 497)11,%é’;’:%%)éﬁikﬁiﬁﬂkﬂ?"&“’%«—ﬁﬂ‘ﬁx B 3 A LB 4 mRNA;
AKX m AR K, 5 GFP Rk (ECV304 Fe ABF Ak W a6 A= £ 5 51 4 1. 56% £0.33% #= 4. 56% 0.
62% ) A= 5t B 48 ECV304 A= AR 3k 1 K i 69 B = F 5 1 A 1.05% £0.25% 4= 2. 28 £0.37%) A tk, 4 4 R 5% Bt
B B2 oh Z A7 HBR R B 2 AALEE 4 R AR ) R 00 64 B b B A e T R (ECV304 Fr AR ERBR PR 6 B T
234 9.60% 0. 92% F212.41% £1.12%) A B3 hm( P< 0.05, n= 3); Hoechst #= TUNEL % & & 3L, % % R 5 Bt
BRZh B AR AR 4 REBH IS N A MBI AT HERK T, E1 R EBERZY_H
B8 B “%mwwﬁwﬁﬁTﬁw}@# AT Bk A R a8, 5| A2 3Bk B AR R vh A% 3 BR AR AR 2k AL B 4
mRNA K-F & RSB M S S B BRI & AEE 4 T R X T HF AR A R AT,

[FESSES] R363 [ SCRAFRIRAS] A

Effects of Over-Expression of Nicotinamide Adenine Dinucleotide Phosphate Oxidase 4 on
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[ ABSTRACT)] Aim To elucidate the change of intracellular reactive oxygen species ( ROS) level and apoptosis in human
umbilical vein endothelial cells (hUVEC and ECV304) after transfection with pcDNA3. 1- nicotinamide adenine dinucleotide phos-
phate oxidase 4 (NOX4) plasmid. Methods The level of NOX4 mRNA in hUVEC and ECV304 transfected with pcDNA3. 1-
NOX4 plasmid or pcDNA3. 1-GFP plasmid was measured by RT-PCR.  Intracellular ROS level and apoptosis rate were detected
with flow cytometry. The apoptosis of hUVEC and ECV304 was observed by Hoechst staining and TUNEL staining. Results
NOX4 mRNA expression and ROS level were increased significantly in hUVEC transfected with pcDNA3. 1-NOX4 plasmid com-
pared with control group and the group that were transfected with pcDNA3. 1-GFP plasmid ( P< 0. 05, n= 3). NOX4 mRNA
was also detectable in ECV304 transfected with pcDNA3. 1-NOX4 plasmid, but not in control ECV304. The apoptosis rate were
elevated significantly m hUVEC and ECV304 transfected with pcDNA3. 1-NOX4 plasmid ( the apoptosis rate of ECV304 and hU-
VEC is 9. 6% %0.9% and 12. 4% 1. 1% respectively) compared with other two groups ( the apoptosis rate of ECV304 and hU-
VEC in control group is 1. 05 £0.25%, 2.28 +0.37% respectively, the apoptosis rate of ECV304 and hUVEC in the group that
were transfected with pcDNA3. 1-GFP plasmid is 1. 56% 0.33% and 4. 56% F0.62% respectively) as detected by flow
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cytometry ( P< 0.05, n= 3).
transfected with pcDNA3. 1-NOX4 plasmid, but not in other two groups.

The results of Hoechst staining and TUNEL staining indicated that apoptotic cells present in hUVEC and ECV304

Conclusion The transfection of plasmid pcDNA3. I-NOX4 results in

overexpression of NOX4 in hUVEC and ECV304, inducing apoptosis of hUVEC and ECV304.
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