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Modular deconstruction of complex drug-disease networks
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Abstract: It is emphasized that drug combination fight against
complex disease. Network pharmacology is considered to utilize
network to analyze the complicated mechanism of drug actions.
Deconstructing this network by module attracts our attention.
Through the brief introduction of module related basics including

conception, partitioning method and structural features, we hope
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to enable you to understand that how to use module to decode the
complex mechanisms of drug intervention in order to further iden-
tify the advantages of modular analytical method.
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Fig 2 Ultrastructure of retinal ganglion cell of the diabetic rat
by electron microscope
Nucleus(A,C,E,G) & mitochondria (B,D,F,H) ( x6 000 - x
30 000). A,B: Control group;C,D:Diabetes group; E, F:Low-LC group;
G,H:High-LC group
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Fig 3 Apoptosis of retinal ganglion cell
in the diabetic rat by TUNEL (400 x )
A Control; B; Diabetes group; C: Low-LC group; D: High-LC

group. P <0.05 vs control;*P <0. 05 vs diabetes group
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Protective effect of L-carnitine on retinal ganglion cells in the diabetic rat
YU Chang-hong' , HAN Yan-tao', CAO Yu’, AN Ming”,SHI Xiao',
YANG Jun-ting', JIAO Jun', LI Sheng’, WANG Chun-bo'
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Abstract: Aim To investigate the protective effect of
L-carnitine( LC) on the diabetic retinopathy of the rat.
Methods

mental rats by intragastric administration, to treat type

Different doses of LC were given to experi-

I diabetic rat model induced by streptozotocin ( STZ)
for 6 weeks. As a result, the ultrastructure of retinal
ganglion cells between the diabetic model group and
the treat groups was detected and compared with elec-
tron microscope technique,and subsequently the apop-
tosis state of retina ganglion cells was assessed by ter-
minal deoxynucleotidy-] transferase mediated dutp nick

end labeling ( TUNEL) technique. Results

Com-

pared with the control group,a decrease in the nuclear
heterochromatin and mitochondria vacuolization in the
ganglion cells of the treat groups was observed,and the
better effect was also found in 200 mg + kg™' group
than in 100 mg + kg~ group(P <0.05). In addition,
the apoptotic cells were less in treat groups than in
control group( P <0.05). Conclusion LC could pro-
tect the rat retinal ganglion cells against diabetic dam-
age, and anti-apoptosis is probably one mechanism
concerned.

Key words: L.-carnitine ; diabetic retinopathy; electron

microscope ; apoptosis; retinal ganglion cells; rat



