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Role of PKCg in the malignant tumors and Enzastaurin, a PKCg inhibitor
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Abstract: Protein kinase C beta (PKCp) is a multifunctional serine/threonine protein kinase, which plays an

important role in many cell signaling pathways. PKC} takes part in multiple physiological processes, including

regulation of the cell cycle, differentiation, proliferation, apoptosis and angiogenesis. Increased PKCp activity

has been observed in many human cancers, such as colon, breast and haematological malignancies. At present,

Enzastaurin is mostly studied in preclinical and clinical studies, which is a selective PKC/ inhibitor. This

review focuses on the functional properties of PKC§, its role played in tumors and Enzastaurin.
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45y HT-29 515 40 Mg Caki AF /N0 i il Calu-6
5N Lewis i « 9 HS746T 55 AT 40 5 Hep3B.
FLIRE MX-1 5 50§95 SKOV;. /NI fafilifeE SW2 (1)
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S-TRPRMERE | RAZEE . RETEA N R AR I B P
[F) PR A L A H

Enzastaurin 15 53 2 # 2 KL 88 (MM 1
TR ] AKT 1545 Sl ok s a2, %
FEAL BT R 2= 5 PKC 7] G66976 B¢ Enzastaurin
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#ﬁo
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3 PR R R PN I 25 FE BRAR 2T 40% . 7EAR ) PKCB 1)
T3 VEGF ;= Amb, X5 e A A i) s b
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RIS MCL.

Oh %% 3 Enzastaurin /4 NSCLC —£kni =
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14% ¥ (88 oI ot Jig
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J& Chttp://www.clinicaltrials.gov) .
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