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Figure 1  Structural composition of the ¢-SRC protein molecule!”™!
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Figure 2 Activation process of the ¢-SRC protein!’ ™!
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Figure 3 ¢-SRC plays a pivotal role in cellular signal transduction. Adapted (reproduced) from ref. [7] (Open Access)
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TAC. LiuZ AP¥fiIReyndersZ AP, 78 (Rl )
JeE PR EBIWITT FEIIE T —Fhgrd AR, Bietb 2
B9 #% & 14 (photo-controlled proteolysis-targeting chi-
meras, PHOTACs)BGIEPROTAC(E5B) 4 %4 A
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Figure 4 Schematic diagram illustrating the mechanism of PROTAC-mediated protein degradation[28’32]
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Figure 5 Structures and modes of action of homologous PROTACs and light-controllable PROTACs!*!~*
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¢-SRC plays a crucial role in key biological processes such as cell proliferation, angiogenesis, invasion and metastasis, as well as bone
metabolism. Abnormal activation of c-SRC is closely related to the occurrence and development of multiple types of tumors,
including colorectal cancer, liver cancer, prostate cancer, and breast cancer. Therefore, this review focuses on the structure and
function of ¢-SRC, as well as the cellular signaling pathways that promote tumor occurrence and development. PROTAC technology
is an emerging strategy in the field of drug discovery. This review emphasizes the principles, development history, advantages of
PROTAC technology, and its application in basic research of human diseases. Furthermore, based on controllable protein degradation
using photo-PROTAC technology, this article proposes the use of photo-PROTAC technology to regulate the expression of ¢-SRC in
both temporal and spatial manners, aiming to achieve precise treatment of human diseases such as tumors. This review facilitates a
deep understanding about the functional regulation of c-SRC and also provides a theoretical basis for the precise treatment of tumors
and other diseases.
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