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ABSTRACT: Baicalin, one of the major flavoniods in Scutellaria baicalensis, is a potent activity in anti-inflammatory, 

anti-tumor and promoting metabolism. AMP-activated protein kinase(AMPK) plays an important role in energy metabolism and 

regulated mainly by two upstream kinases, LKB-1 or CaMKK. Recent studies show that CaMKK5 is involved in AMPK by 

baicalin in LKB-1 deficient cell lines. In this study, isobologram and Chou-Talalay was respectively applied to qualitative and 

quantitative assessment of the interaction of cisplatin and baicalin in LKB-1 deficient or sufficient cell lines. In the apoptosis 

results, it was found that compared with LKB-1 sufficient tumor cell lines, baicalin could enhance the rate of apoptosis induced 

by cisplatin in deficient cells. On the contrary, baicalin protected against the development of apoptosis in LO2 cells, a LKB-1 

sufficient liver cell lines.  

KEY WORDS: baicalin; cisplatin; LKB-1; isobologram; Chou-Talalay 

 

                              

����� !"���#$%&'((81173240) 

���	)*+,�-�.+/    Tel: (0759)2388405    E-mail: 731560548@qq.com    

∗

���)0�1�-�2+��3�24    Tel: 

(0759)2388405    E-mail: xuebaozheng@163.com 

����������	
������

������	����������� !"

#

[1-2]

$%&'()*+,�-"./012(AMP- 

activated protein kinase�AMPK)345���67

89:;$<=��> AMPK 	1"?@A��

B�CD�	EFGH�/0I�JEFKL	

MNOP��QRS	T3UVWX

[3-4]

$AMPK

Y9Z LKB-1�CaMKKβ[\ 2]/012MN

[5-6]

$

LKB-13^_�`a�bcde�fgh�ij�

klJmnop_

[7-8]

�q> LKB-1 rbc	EF

s CaMKKβt4?@���q AMPK	1"

[9]

$ 

uvwQx 1 �v����y!
z{|Q

�UV_�}~��	��

[10]

$��.Vy!�

��I�y��tG�V����������

��I	����ZAy!�UV��J��	

�����

[11]

$3 LKB-1rbcEFs����

�t41"� AMPK��	������quv

	�������t4  ¡¢£��¤A¥¦

§R£�$¨}©�Cq LKB-1bcª«	 3�

EFs��¬®y��¯	3>°±²³��

��Iuv�´��¥¦£�µ¶¬®y�·

>¸¹y!º	�»£��¼

[12]

µ½LKB-1 bc



 

�908�        Chin J Mod Appl Pharm, 2014 August, Vol.31 No.8                        

�������� 2014 	 8 
� 31 �� 8 

 

ª«	EFs3���q>uv�I�	£��

´����ª«$ 

1  ����� 

1.1  ¾¿JÀÁ 

���(ÂÃÄÅyÆ�ÇÈ°ZL20110810)

É> DMSO�ÊË°100 mg·mL

−1

µuvÌÍÎ(Ï

ÐÑÒyÆÓÔ�ÕÖ×�ÇÈ°H20120810�Ø

Ù°6 mL�30 mg)�ÊËQ 5 mg·mL

−1

�yÚ>

−20 ÛÜÝµÞßà(MTT)�á.âã(PI)�ä�

PBS åæ� 5 g·L

−1

�50 mg·L

−1

�4 ÛçèÜÝ$

HERAcell-150ié CO

2

ê~EFëì(íî Thermo 

Scientific)µEXL-800 2ïÀ (íî BIO-TEK)µ

FACSCanto-ðéñ¼EFÀ(íî BD)$ 

1.2  EFs@òó 

LKB-1 rbc��EFs°A549

[9]

µLKB-1

ôbc��EFs°HepG-2

[9]

µLKB-1 ôbcõ

�EFs°LO2

[13]

$EFsö÷ø�ùú[ûE

Fü�10%FBS(Hycolon)�1ý10

5 

U·L

−1

þ��

(Hycolon)�100 mg·L

−1

���	 RPMI-1640(Gibco)

òóÎ�37 Û�5%CO

2

ëìòó$ 

1.3  EFGH§æ¾© 

1.3.1  ®y��  �q� �LEF�f 2~3ý

10

3

]EF����> 96 �	òó 24 h$
��

[14-15]¬®y�¼�3��I��®y�¾©�

�� 1$���°���Juv¦�®yòó

24 h�PBS� 2����òó 48 hµ��ð°��

uv®yòó 24 h�PBS �� 2 ����f��

�®yòó 24 h�PBS�� 2����òó 24 hµ

���°®yu���ð��$ 

 

� 1  �������� 

Fig. 1  Schedules for chemotherapeutic agents 
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