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Fig. 6: Co-transport of SCb proteins continue in latrunculin
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Abstract Fig. 2: Rapid but infrequent transport of a-synuclein Fig.4: Effects of f-actin and microtubule disrupting agents on treated axons
particles with pauses of varying durations cultured hippocampal neurons. A.Prolonged latrunculin treatment: 5uM for 24-36 h |
Proteins are transported along axons in two overall groups, fast and Tubulin f-actin L100 SHIENS SRl

A, MRFP:a-SYN time-lapse imaging Kyrnograph

Figure 2: Axonal transport
of a-synuclein in living
neurons. (A) Transport of
MRFP::a-SYN in cultured
hippocampal neurons.
Selected video frames show
MRFP::a-SYN transported

slow axonal transport. While membranous organelles are conveyed In
the fast component (FC), cytoskeletal and cytosolic proteins are
conveyed In the slow component (SC) at overall velocities that are 2 to
3 orders of magnitude slower. The SC can be further sub-divided into
a group carrying mainly cytoskeletal proteins (called SCa), and

13s

Control

Figure 4: Cultured hippocampal
neurons (DIV 10) were treated with 5
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suggests that the transfected mMRFP::human-a-SYN co-assembles with the
endogenous a-synuclein and is a reliable of a-synuclein behavior in axons.
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