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[ ABSTRACT ] Aim  To detect the anti-oxidation efficiency of vitamin E in different low density lipoprotein ( LDL)
oxidation models and explore the possible reasons for low antioxidant efficiency of vitamin E. Methods The active
LDL oxidation model and passive LDL oxidation model were established in CLR-1730 cell line respectively.  After the co-
stimulation with LDL and VE for O h, 12 h, and co-stimulation with LPS and VE for 0 h,3 h, the mRNA and protein ex-
pression levels of human alpha-defensin-1 ( HNP-1 ) were detected by using real time PCR and ELISA.  We set up 3 differ-
ent VE working groups: VE added before the oxidation model ( pre-VE) , vitamin E added after oxidation model ( post-VE)
and the control[ VE( = )].  We detected malondialde ( MDA ), protein carbonyl ( PCO) and super oxide dlsmutase
(SOD) to determine whether vitamin E interfere with the oxidation model. ~ The level of oxygen free radicals in cells were
observed by using flow cytometry and fluorescence microscopy . Results (1) The mRNA levels and protein levels of
HNP-1 were increased in oxidation models (P <0.05). (2) PCO detection among the three groups in active model

showed no significant difference (P >0.05) ; while in passive model the pre-VE and post-VE results were significantly low-
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er than the VE( - ) (P <0.05).

vious, but both were significantly lower than the VE( —) (P <0.05).

nificantly higher than post-VE and VE( - ) (P <0.05).

cals in the pre-VE and post-VE groups were higher than the control.

ment of active and passive oxidation models.

PCO detection: the difference during pre-VE and post-VE in active model was not ob-

SOD detection: pre-VE in active model was sig-

(3) In both oxidation models, the intracellular oxygen free radi-

Conclusion VE would not affect the establish-

The antioxidant efficiency of anti-lipid and protein oxidation is significantly

different, while the activity of SOD were enhanced in both models.
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ARG BRSO 0 SC PRI, i PR b 1) 1T BELIBT LDL
PRI IR AR X — T R TR MIAYT As, HE4ER
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Figure 1. The mRNA levers of HNP-1
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Figure 2. The expression of HNP-1 of culturing cells with VE and LDL/LPS
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x 1. FERIMEE T RULEREQNER
Table 1. The results of different oxidation indicators under

different stimulates

A | n MDA ( mol/L) PCO(OD/mg)
FEEAXEA 3 1.72 +0.024 0.12 +0.002
LDL 41 3 2.24 +0.012° 0.41 +0. 003"
LPS #H 3 2.15 +0. 036" 0.23 +0. 008"
IDL+VE4 3 2.36 £0.011° 0.43 +0.004°
LPS+VE#H 3 2.09 +0.041° 0.22 +0.002°

a A P<0.05, 525 (X IRA Hodse,

25

MDAZK 3 u mol/L)
-~ B owm

o
3

3. EHFENWAEBE IR FIA VE 3f MDA #1 PCO 4 &, 2 220

aj P<0.05,5 VE( - )4 IbE,

2.2 VE EARRRUER R SRR
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PRIE PRI LDL, 5 P9 B2 4l CRL-1730 L [F5FE ,3
h SRR FREL S ARSI A 5T 44k 7 ) MDA 2 11 4804k
7 PCO, AR R, s a AR S8 LRTIN VE 4
MDA A5 VE( - ) AR E R (P >0.05,) 1M
AALE N VE 20 MDA A& pl i 25 57 0 1 3 A8 1k 45 41
PCO AR 2RI EME(P >0.05;813) .
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Figure 3. The influence of accession to the VE before and after active oxidation model established on MDA and PCO generation
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Figure 4. The influence of accession to the VE before and after passive oxidation model established on MDA and PCO generation
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xR 2. FAEIEMLERE H SOD &M (kU/g)
Table 2. SOD activity in different oxidation model( kU/¢)

9 H FBh AR Bl S ALY
VE( - ) 121.67 +14.72 156.42 +8.01
SAALRTIN VE 4l 212.94 £17.03° 178.34 +8.15°
LIS VE 4l 233.87 £15.04°  197.24 +£10.32"

a A P<0.05,5 VE( - ) HE;b R P <0.05, 5%k VE dHbE:,

60 r

40 t
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20 t

0

EFEMEE
B 5. w4 eT ROS R

Figure 5. The level of oxygen free radicals in cells were observed using flow cytometry
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FE5 VE INABF A G X —45 3R] VE fE93h A
AR T AR RSCR B3 i HLAR BTN VE P
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PRI, i LDL 30 P9 5 4l it S AL A2 vp, VE I
ANBEAT BB AU TN TR LPS 51 sh A it
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RIG2E T, FoA 1838 i 46 I 40 i 9 ROS AKF-
[ sl B AP SOD 16 M HEA TR B4R 58 . 45 R R
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SR VE B 38 o0 Br 35000 S04k B o A5
TAE 3 30 A A A5E 78Y v A S AL RS 7R 3 N7 T sl g o s
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ez 0 L ME 4 3 VE WS T IE#AE, 5A0F
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MIRTVE R RS = VE SUEAEOR DLRIIIGTT As (1)
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ZE LR, VE N2 3 Bk 3l S AL R 1 4t
ST, FAE A AR A A B b 1 BT AR A SR A AR K 2
S, BB AR B SE A ROR O T 32 3 R AR
R H B sh SR BL R IN A VE SUR RO & T
RV, BT J5 n A, e 25 5 5 o AR 8] Y
B R DG, 32 3l A AR R 37 o F AR
TR BT B AR A VE TSR RCRAIG, 4k 315X 2t
HUAE RO T s Fsh A VE I A AR
FHA 22 5 S, NI I R R AT As SR it
LR,
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