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ABSTRACT: OBJECTIVE  The heterogeneous nature of cancer requires a comprehensive approach for attacking the multiple 

mechanisms underlying the initiation and progression of cancer. HDACi have emerged as a new class of anticancer agents, 

targeting the biological processes including cell cycle, apoptosis and differentiation. Design novel multi-target HDACi based on 

the structural diversity and adaptation. METHODS  Classify and summarize large numbers of reported multi-target histone 

deacetylase inhibitors. RESULTS  Multi-target inhibitors in clinical trials show good antitumor activity. CONCLUSION  

Multi-target single-molecule HDAC inhibitors have attracted much attention, and have broad prospects for development.  

KEY WORD: HDACi; multi-targeted inhibitor; cancer therapy; research development 

 

                              

������������    Tel: 13585203530    E-mail: yatianhuang@hotmail.com    

*

����������
�    Tel: 

(025)86185180    E-mail: lut163@163.com 

��������	
��������

������������� !"#���

	�$%�&'()*+,-���./�01

23456789:�;<�=�>?@AB

C�DE�FG�����HIJKLM63NO

PQ,�RS12NTU����AVWXY�Z

Q[\�]������^_()`abW&'

78�9:A$%�cd�e�fF&g./

h)ijkl)()*�Nmn&o�fmn

p�&gq./78���r�stu89A�

Nf&g./�hvl)wxyz��{��.

/|}�~��v�w�����xD����

���9A�������!��������

K��F����A%\�.9
����./

��()������A�()*�&g�fF

./rw�� ¡�����AfNmn¢s�

�£f�¤¥¦m§¦¨©!ª«(ADME)¬�

 ��®¯W./-./��()�� W./°

�� A%\�fF�./78s±y²³´

�µ¶-A 

·¸��&g¹����������78

!./°��º»'��G��¼:½¾��&

g./�789:�*f&g./A�]�mn

&gK��¿ÀÁÂÃ�Ä(HDAC)�·¸��t

�Å9:¾Æ�{��./&g

[1-3]

Ae��Ç*

�¿ÀÁÂÃ�Ä¹��(HDACi)Ès!ÉÊ{

J./l)�Ëe-xSÌÍ�¼ÎÏ-�·¸

Ðs���&gHDACi(Ñ{��./ Ò��

��ÓÔA 

1  ��������	
����� 

EÕÖ�×ØnµÙ- HDACiÚ4ÛÜ��

��É¼ÎÈs1�|}-

[4-5]

AHDACiwxmÑ

xÝdÞ(½ 1)ßàáâãäÞ(�v/ 1�2�3)�

åæäÞ(�v/ 4�5�6�7)�çèÃéÞ(�v

/ 8�9)!êëÞ(�v/ 10)AÉ.9ìLíîï

¼vð(ZBG)�áñð(Linker)!½ò¼vð(Cap)�

¼:óô 1Aîï¼vð�0Ñåæäi´èÃé

Þ�õvöì�¸´�}-÷÷ø*ù´Aáñ 



 

�1038�       Chin JMAP, 2013 September, Vol.30 No.9                                

�������� 2013 	 9 
� 30 �� 9 

 

� 1  ����� HDAC ���	
�� 

Tab 1  Examples of HDACi 
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OH
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ONa

O
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H

N

N

H
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2

=H, LBH589, 

panobinostat 

HN

N

H

OH

O

R

2

R

1
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Fig 1  Structure of HDACi 
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Fig 2  HDACi with nuclear localization signal 
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Tab 2  Examples of protein kinase inhibitors 
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Tab 3  HDACi based on imatinib and masitinib 
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Tab 4  HDACi based on gefitinib and erlotinib 
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Tab 5  HDACi based on lapatinib 
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Tab 6  Examples of IMPDH inhibitors 
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H
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O
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H
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H
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Tab 7  HDACi with MPA  
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