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Article history: Leptin is an important cytokine for regulating energy homeostasis, however, relatively little is known
Beceived 25 January 2016 about its function and control in teleost fishes or other ectotherms, particularly with regard to interac-
TP 19 Juities M1 TH tions with the growth hormone [GH)finsulin-like growth factors {(IGFs) growth regulatory axis. Here
ﬂ?i:]‘; Eﬁfg’;ﬁ —" we assessed the regulation of LepA, the dominant paralog in tilapia (Oreochromis mossambicus) and other
¥ teleosts under altered nutritional state, and evaluated how LepA might alter pituitary growth hormone

{GH) and hepatic insulin-like growth factors {1GFs) that are known to be disparately regulated by meta-
t:::m bolic state. Circulating LepA, and lepa and lepr gene expression increased after 3-weeks fasting and
declined to control levels 10 days following refeeding. This pattern of leptin regul ation by metabolic state

Growth hormone Sl \ R E :
Insulin-like growth factors is similar to that previously observed for pituitary GH and opposite that of hepatic GHR and/or IGF
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Table 1
List of PCR primer pairs used for gPCR analysis of various genes in tilapia.

Gene Accession Number  Forward (5'-3') Reverse (5'-3') Amplicon Size  Primer Efficiency (%)

Leptin a (lepa) K(354702 GGGTCTCCCAGATCAAGTACGA  TGCCGCCACAGATGAATG 61 99.9

Leptin receptor (lepr) K(354703 AAATTCACCGGAAGCAAACCT  TGCAGCCGGGACTCTGT 56 1026
Growth hormone (GH) M26916 GCAACGTCAGCTCAACAAAA  CAGCCTTGGTGAAATCTGGT 202 1003
[nsulin-like growth factor-1 (IGF-1) ~ EU272149 CCAACAGCACCCAAGGTTAG  TTTGTCCATTTGCTCCTTCC 206 1053

[nsulin-like growth factor-1 (IGF-2) ~ ABY88873 GAACGCAGAACAGCAGAATG  GTTGTTACCCCTGCTGGTTG 200 1054
GH receptor 1 (GHR1) AY973232 TAAGAAAGAGCCTCCTACCA  ACTGTCGCTGAATGICCAAT 377 1013
GH receptor 2 (GHR2) AY973233 AGCACTGAGACGCCAAACGA  CCAAAGATGAGCAAAGCCAC 494 1027
Ribosomal 18 5 U67340 ATTACTGGCTACACCGAGCG AGTCCTGACTCTCCTCCGTC 252 92
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