Optogenetic construction of de novo integrin-adhesion complexes
reveals role for biocondensation in adhesion nucleation
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Optogenetic talin enable cell signaling

-—
(&)

C2D-TLN
+VCL
o

These will revert to the dark state within
minutes

@)

mean cen. adh intensity
(+45 m light; fold incr.)

o

(A

1 C2D-Talin rescues TLN1/2 KO
MEFs

@)
N
O

+ VCLPR

iy
=
Z

C2D-TLN

-+

C2D-TLN
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i various signals downstream of T1767L, & E1770K] allow for central IAC formation in the light. Stabilization of
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IDRs promote integrin clustering and recruitment
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Paxillin expression enables biocondensation of talin and central IAC formation

Integrins are recruited to talin condensates
Paxillin expression enables central talin recruitment and IAC formation 293T cells lack central actomyosin
ECM is not required for integrin recruitment or

and significant paxillin expression
9 P P activity (anti-1 9EG7)
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293Ts lack IACs and Integrins are more active in condensates even
actomyosin in the center of when adjusting for the amount of integrins in
cells 4 ‘ the condensate (negative numbers indicate

' edge enrichment, positive indicate central
293Ts have minimal r enrichment).
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Model of IAC nucleation and stabilization
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