Linear assembly of TMEM161B reveals a conserved
mechanism for intracellular heme management
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° Ce"ular and C_ elegans data support a conserved llgl \ : * Our previous work showed that + TMEM-161-deficient worms showed reduced hrg-1p::GFP expression, consistent with increased bioavailable
. : : : loss of the C. elegans ortholog _ _ _ _ _ S heme and reduced activation of the heme-deficiency response.
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