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Fig. 1 Effect of catalpol on lactacystin-induced cell

morphology changes in SH-SYSY cells ( x 200). A: normal
control group; B: catalpol 10 wmol+L ™" group; C: lactacystin 10 wmol -1~
group; D catalpol 10 wmol - =" + lactacystin 10 wmol - =" group.
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Fig.2 Effect of catalpol on lactacystin-induced cell apop-
totic rate changes in SH-SYSY cells. A: normal control group;
B: catalpol 10 pmol-L ! group; C: lactacystin 10 pwmol L ~! group; D
catalpol 10 pmol -L =" + lactacystin 10 pmol-L =" group.
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Fig. 3  Effect of catalpol on lactacystin-induced nuclear
morphology changes in SH-SY5SY cells ( Hoechest33258 stai-
ning X 400). A': normal control group; B: catalpol 10 M,mol-l_f1
group; C: lactacystin 10 wmol-L ™" group; D: catalpol 10 wmol-L~" +

lactacystin 10 wmol - L~ group.
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Protective effect of catalpol on lactacysin-induced injury
in SH-SYSY cells

LIU Yun, BAO Qiong-qiong, ZHUANG Xiao-sai, HU Qiao, SUN Miao-xuan, ZHOU Li-li, ZHANG Xiong
( Department of Neurology, the Second Affiliated Hospital, Wenzhou Medical College, Wenzhou 325027, China)

Abstract; OBJECTIVE To investigate the protective effect of catalpol on lactacysin-induced inju-
ry in human neuroblastoma ( SH-SY5Y) cells and to explore the potential mechanism. METHODS

SH-SY5Y cells were pretreated with catalpol 10 pmol-L ™" for 1 h and then exposed to lactacytin
10 pwmol+L~" for 24 h. The cell morphous were observed under an inverted microscopy. Cell viabili-
ty was detected by MTT assay. Cell nucleus changes were assessed by Hoechst33258 staining. The
cell apoptosis rate was measured by flow cytometry using Annexin-V and propidumiodide (PI). The
human 20S proteasome content was detected by enzyme-linked immunosorbent assay. RESULTS
Compared with normal control group, catalpol 10 wmol+L ™" had no significant effect on cell survival,
cell morphology, cell apoptosis, or the content of 20S proteasome. But in lactacystin 10 pmol - L~
group, cell survival significantly decreased to (72.0 £1.8) % while the apoptosis rate increased to
(64.7 +2.6) % (P <0.05). The cell morphology in lactacystin 10 wmol-L ™" group was changed
and even apopototic bodies were observed. The content of 20S proteasome decreased 2. 5 fold
(P <0.05). Compared with lactacysin 10 wmol+L ™" group, the survival rate increased to (87.9
2.2)% and apoptosis rate decreased to (51.4 +1.5)% in catalpol 10 pmol - L™" group (P <
0.05). Hoechst33258 staining showed the improvement in cell nucleus, and the content of 20S pro-
teasome increased by 2.9 fold( P <0.05). CONCLUSION Catalpol has protective effect against
lactacysitn-induced injury in SH-SY5Y cells, and the mechanism may be associated with the
increase of the content of 20S proteasome in cells.

Key words: catalpol; SH-SY5Y ; apoptosis; proteasome ; neuroprotection

Foundation item: The project supported by Research Foundation of Science and Technology Department of Zhejiang Province
(2011C33018) ; Traditional Chinese Medicine Administration Project of Zhejiang Province (2010ZB103) ; and Research Foundation of
Science and Technology Department of Wenzhou city( H20100074 )

Corresponding author: ZHANG Xiong, E-mail: zhangxiongd8@ gmail. com

(ki H1: 2011-08-26 57 H . 2011-12-07)
(ARSCHHE: I+ 0T)



