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INTRODUCTION

The adult hermaphrodite Caenorharbditis elegans worm has 302 neurons divided into 118 neuron classes. Detailed study of the neuronal
system is enabled by means of cell-fate markers, which are genes and the resulting gene products that only occur in a set of specific
neurons. Identification of highly specific cell fate markers—those which are only expressed in one class of neurons—allows for increased
accuracy and efficiency in studying neuronal genetics. Specification of neuronal identity is a complex process involving multiple factors.
Terminal selectors are transcription factors that act cooperatively to biochemically co-regulate the expression of distinct terminal
identity features in neurons.
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The touch receptor neurons (TRNs) —ALM, PLM, AVM and PVM all share three identified

terminal selectors: UNC-86, MEC-3 and ZAG-1. UNC-86 and MEC-3 activate a set of TRN .
terminal differentiation genes (such as mec-4, mec-10, mec-7, mec-12, mec-17 etc) while ZAG-1 Table 1: Part of newly compiled database

acts as a repressor of the FLP fate. The transcription factor and zinc-finger protein

complex EGL-44/EGL-46 acts as a terminal selector in FLP neurons by supressing TRN UNC-86/MEC-3

fate. In TRNs, ZAG-1 inhibits expression of the EGL-44/EGL-46 complex, and thus ) — g .
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their highly branched dendritic structure as opposed to AVM neurons which have simple,
unbranched morphology. Taken from C.Zheng et al., 2018, Development



