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Analysis of sensory neurons in ALS model mice
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Gpnmb glycoprotein (transmembrane) nmb 65.83

Atf3 activating transcription factor 3 10.52

Apod apolipoprotein D 2.98
FEHET

Pvalb parvalbumin -12.63

Mal rr.lyehn ar.ld.lymphoc‘yte protein, T cell 239

differentiation protein
Pmp22 peripheral myelin protein 22 2.11
£2 ALSHJERTD DRG THI LR EIHK T LAAREWRELET

>RV BEFH FEBAA R
FEH R &

Vip Vasoactive intestinal peptide 81.11

Trpc7 Transient receptor potential cation channel, subfamily C, member 7 10.52

Hspb7 heat shock protein family B, member 7 2.98
FHUL T

Mrgpra6 Mas-related G-protein coupled receptor, member A6 -19.03

Mrgpra4 Mas-related G-protein coupled receptor, member A4 -4.46

Esr2 estrogen receptor 2 (ER beta) -2.46
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