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Fig. 4 The roles of Slit-Robo in the development of spinal cord midline "’

El4 Slit-Robo B FHhL& A FiTEHhaER

Robo1/2 F1 Slit, 45 51 J2& Sit2 ] LA ik {2 ik i fz 40
JIL 14 32 BTy RT3 240 AR e DA T AR 2 Ol A A e T
(F5), WAHMFEEM, Slit ] fEH-) %5 Robod
a5, MREE S Z kR ZRKIK (receptor
heterodimers) 454 ZFEVER . Filan, 7P E2 40
Jifd 44 b S236: H Robo 1 /R obod S5 — B A ] 12 14 40 fify
TR S, M d, Slit-Robo {5 5 %4 S 4% 1] LA

B Slit-Robo 4]

Fig. 5 Slit2 may promote endothelial cell polarity "'’
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Fig. 6 The roles of Slit-Robo in the development of kidney "’
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Abstract Slit-Robo regulates many physiologic processes, such as neuronal development, angiogenesis, organ
development, cell proliferation, tumor and inflammatory response, and different downstream signal pathways can
produce different physiological functions. Moreover, the interaction between Slit and Robo is not one-to-one,
many Slit receptors other than Robo have been found, and Robo can also interact with ligands other than Slit.
These interactions play a key role in the regulation of cell movement. This article reviews the current research
progress of Slit-Robo signal transduction pathways, including the protein structure, proteolytic processing and
physiological processes in vivo such as neural development, angiogenesis, organ development, cell proliferation,
tumor and inflammatory response. However, the physiological processes of Slit-Robo are highly diverse, and how

these differences are regulated remains unknown. We thus expect more basic and translational research.
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