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correlation between oxidative stress and its mechanism. Methods

LNCaP cells were treated with 0, 6. 25, 12.5,

25, 50 and 100 wmol/L Juglone. MTT assay was used to determine the growth of LNCaP cells treated with different
concentrations of Juglone. Reactive oxygen species ( ROS) was detected using fluorescence microplate reader with
27,7 dichlorofluoresceindiacetate ( DCFH-DA) as fluorescent probe after treating LNCaP cells with Juglone and
NAC. The expression levels of p-AKT, AKT and Nrf2 proteins were examined in LNCaP cells that were cultured
with Juglone and 1.Y294002 using Western blot. Results
Juglonein more than 12.5 pwmol/L could significantly inhibit the growth of LNCaP cells ( P <0.05, P <0.01) .
The ROS levels were increased in Juglone group compared with control group ( P <0.01) .

Compared with the control group, the concentration of

Compared with the Ju—
glone group, ROS levels was inhibited ( P <0.05) and increased the cell proliferation rates by combination use
with NAC ( P <0.01) . Juglone inhibited expression of p-AKT and addition of NAC resorted the Juglone inhibition
of pAKT expression. Nrf2 expression were down-regulated in cell nucleus treated with Juglone and then inhibition
of PI3K/AKT with LY294002 augmented Juglone-mediated function. Conclusion
hibit the growth of LNCaP cells and the effect may be related to promoted ROS levels through PI3K/AKT pathway
and then inhibit the Nrf2 expression.

Juglone could significantly in—
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Study on USPIO enhanced MRI in the detection of

atherosclerotic plaques in rabbit models
Zhang Yong, Li Xiaopeng, Xu Zhichao, et al
( Dept of Geriatric Cardiology, The First Affiliated Hospital of Anhui Medical University, Hefei 230022)

Abstract Objective To evaluate the value of ultrasmall superparamagnetic iron oxide( USPIO) enhanced mag-
netic resonance imaging( MRI) in the detection of atherosclerotic plaques in rabbits. Methods Thirty male New
Zealand white rabbits were randomly divided into two groups: experimental group ( n =20) and control group (n =
10) . The experimental group rabbits were given high-fat diet in order to establish rabbit atherosclerosis models
while the control group were given normal diet and without extra intervention. To observe the manifestation of arteri—
al wall under MRI with and without USPIO enhancement to see if there were plaques. Then a pathological section
study was made to confirm the existence of arterial plaques. To make a comparison between these two types of ex—
aminations. Results Rabbit atherosclerosis models were established successfully. Fourteen rabbits were proved to
suffer from atherosclerosis. The central area of the plaques demonstrated a decreased signal with USPIO enhance—
ment. T2WI and the signal-noise ratio value of the vascular wall reach its lowest point after 96 hours, significantly
different compared to that before USPIO( P <0. 05) , while control group negative. The plaques showed a dotdike
filling defect on USPIO enhanced PJN 2D-TOF image. Pathological results showed that USPIO particles were mainly
deposited under the arterial wall. Conclusion Atherosclerosis models can be established by simple high-fat diet on
rabbits. USPIO enhanced MRI can display atherosclerotic plaques in rabbit arterial walls, which could be contrib—
ute to the diagnosis and evaluation of atherosclerosis.

Key words atherosclerosis; magnetic resonance imaging; ultrasmall superparamagnetic iron oxide; animal model



