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Expression of Gal-1,ANXA2 and PRPH in cochlear nucleus on SD rats
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[ Abstract | Objective:Using isobaric tags for relative and absolute quantitation (iTRAQ),to find the region-typical membrane pro—
teins of cochlear nuclues(CN).Methods:The subjects are male D60 SD rats.The four regions CN,Inferior Colliculus(IC) ,Superior O—
liver Com-plex (SOC) and the rest of the brain (Rest) ,were seperated. The region-typical proteins of CN were identified with iTRAQ.
The functions of these proteins and the process of biological metabolism involved were discussed seriously through Uniprot.Results:
Seventeen region-typical proteins of CN were identified.GO (Gene Ontology) pathway analysis indicates that they are mainly involved
in hiological regulation processes and development. Gal-1(Galectin-1), ANXA2(Annexin-A2), and PRPH(Peripherin)were found to
be related to the function of the nervous system through Uniprot.Gal-1 was involved in neural development and synapase plasticity,
and has neuroprotective effects. ANXA2 had neurotrophic effects, and might be involved in the release of neurotransmitters. Highly
expressed PRPH led to neurotoxi-city, and was involed in neurodegenerative disease.Conclusion: In CN, Gal-1, ANXA2 and PRPH
proteins might be related to central audi-tory processing, and it provides theoretical basis for further researches on the pathogenesis of
central auditory processing disorder.
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1.2 ik
121 koA

A 60 d BYHEYE SD KRB, (A EE 2y 230 g(dbat
A AN F]) AR R B BE R R AE S Y Sl g O i AT
W, 00 4 4, B BN % (superior oliver com-
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RIBAL (Rest), HHEAM 3 WAY ¥ EL, BAH
SOC .CN IC Rest 435l it 24 15.6.1 H SD K i
o5 AT 3 WAEY » i,
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Table 1 CN region-typical proteins
A P1E
R EAERA 2 ISR
CN/R CN/IC CN/SOC CN/R CN/IC CN/SOC
P02091 Hemoglobinsubunit beta-1 Hbb 2.663 5.106  2.382 2.061 0.000  0.000
P01946 Hemoglobin subunit alpha-1/2 Hbal 1.988 3.321 2.062 0.000 0.000  0.000
Q63011 Zero beta-globin 2.203 3.868 1.928 4.438 0.000  0.000
P02770 Serum albumin Alb 2.818 3.524 1.654 0.000  0.000 0.000
P11762 Galectin-1 Lgalsl 2442  7.485 1.800 5.260 0.000  0.000
Q63910 Alpha globin Hba-a3 1.774 3.546 1.714 0.010 0.002 0.010
Q07936 Annexin A2 Anxa2 4.639 7.266  2.023 0.006 0.006  0.034
Q49675 Peripherin Prph 20.808 11.650  7.138 0.001 0.001  0.001
Q9Z0V5 Peroxiredoxin-4 Prdx4 2.034 2.134 1.789 0.041  0.047 0.115
Q71DI11 Dermcidin DCD 2381 2922 9924 0.001 0.001  0.000
Q10758 Keratin, type II cytoskeletal 8 Krt8 3374 7.899 16.187 0.002  0.001 0.001
B5DEH2 Erlin-2 Erlin2 2221 1.529 1.697 0.000 0.005  0.002
F7TEUB6 Fibrinogen alpha chain Fga 1.545 2.171 1.865 0.057 0.028  0.026
Q01177 Plasminogen Plg 4.689 4.039 1.512 0.010 0.014 0.199
MORBJ7 Complement C3 C3 3.214 3.804 1.599 0.008 0.006  0.068
Q6IFW6 Keratin, type I cytoskeletal 10 Krt10 5.128 3.092  7.738 0.000 0.002  0.000
D3ZMX6 Protein Snth2 Snth2 6.149 3.170  2.229 0.000 0.000  0.001
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Figure 1 GO analytic results of CN region-typical proteins: mainly involved in biological regulation processes and development
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