° 2404 -

¢ % Chinese Traditional and Herbal Drugs 3£ 45 % 25 16 ] 2014 E 8 A

EE R LR HECInEiI 2R IPIER A RER
I R Y %M mALY, 4RV

1 2 oY R S S =, MO, ] 999078
2. WAITREERIEEE ZGFITRE, T 999078

# OE: RIS A ZAAE TP RSN 8 BCERT, D BT A . AL E AT R W B
212 BAR IR (M 40 R (I I B (CDKs) VB JR & B -3 (GSK-3) RIF, % 2 (Wbl /e 38 &l it 5
ATP SE4- PR S g o WFF0RIVE 2 g AR IR AT PEFRTR 23 1 CDKs F1 GSK-3 [ BRIk, ¢ KA 450 e sl f
SL R R IR AT PR R N E 2 B o TR, R 40 S LA T IR I ¥ 97 T R e 22 3R AT P 073 10 2L 2 )
KRR RUFRT

FHEIR: BERA; YU MEBRATHEEA: A0 R RO s R DA -3

PESES: R285 XERFRERD: A MERS: 0253 -2670(2014)16 - 2404 - 08

DOI: 10.7501/j.issn.0253-2670.2014.16.024

Research progress on effects of indirubin and its structurally similar compounds
on anticancer and neuroprotection
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Abstract: Indirubin is the active ingredient in many Chinese materia medica and mainly used to treat leukemia. It has been founded as
leading inhibitor of cyclin-dependent kinases (CDKs) and glycogen synthase kinase-3 (GSK-3) by competing with ATP binding sites.
Increasing new findings pointed out that the unique chemical structure of indirubin could contribute to the polypharmacological
activities particularly against cancer and neurodegeneration therapy while these diseases shared common molecular link on abnormal
phosphorylation of CDKs and GSK-3. In this review, the underlying mechanisms of dual actions of indirubin and its structurally similar
compounds on therapy of cancer and neurodegenerative diseases are presented.
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