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Study on the expression of Growth Hormone gene in different tissues and
different growth stages of Tibet-minipigs
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[ Abstract] Objective To study the expression of Growth Hormone ( GH) gene in different tissues and different
growth stages of Tibet-minipigs. Methods  The expression level of GH gene in heart, liver, spleen, lung, kidney,
muscle, skin tissue of Tibet mini-pig was analyzed by Real-time PCR in O years old (1 days), 0.1 years old (36 days),
0. 25 years old (90 days), 0.5 years old (180 days), 1 years old (360 days), 2 years old (720 days), and 3 years old
(1080 days). Results The expressions of GH mRNA could be detected in various tissues (heart, liver, spleen, lung,
kidney, muscle, skin) in different growth stages (0, 0.1, 0.25, 0.5, 1, 2, 3 years old) in Tibet mini-pigs. The GH
gene was most highly expressed in skin in 0, 0.5 years old and most lowly expressed in muscle comparing with other
tissues. Moreover, the GH gene was also most highly expressed in lung and liver in 0.25, 1 years old and 0.1, 3 years
old, respectively. The expression level of GH gene reached the peak in 0.1 years old among different growth stages.
Conclusion  The expression of GH gene in Tibet mini-pig showed an obvious temporal and spatial specificity.
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Fig.2 Amplification plots and dissociation

curves of Tibet mini-pig GH gene
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Tab.4 GH mRNA of Tibet mini-pig relative expression in different organs

> Heart JIT Liver fift Spleen Jifi Lung ¥ Kidney ~ JULIY Musde  JZJik Skin
0 1.00£0.00 1.74+0.12 1.72+0.12 1.82%0.47 0.63=0.06 0.18=0.07 3.85=0.16 767.738  0.000
0.1 1.00£0.00 17.26 £2.19  0.41 £0.14 0.36+0.17 0.18+0.05 0.24+0.12 0.79 £0.02  176.765  0.000
0.25 1.00£0.00 4.68=1.48 3.38+0.76 26.44+3.45 5.48=0.71 0.1920.02 23.96+0.65 163.926  0.000
0.5 1.00£0.00 10.94=1.24 1.93+0.30 13.38+0.87 1.22+0.27 0.19%0.08 21.10=2.39  176.206  0.000
1 1.00£0.00 3.44+0.33 0.74=0.20 5.43x1.60 0.79+0.32 0.13+0.11 2.38+0.29  28.974  0.000
2 1.00£0.00 31.50+10.00 2.41+0.15 4.71+0.18 2.45+0.53 0.17+0.07 1.76+0.52  26.304  0.000
3 1.00£0.00 33.46+1.04 4.15+0.65 13.34=1.18 1.67=0.24 5.77+0.77 0.24=0.09 775.818  0.000
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RSP/ ERERAEAFAFR BB Y mRNA ARX 5 (x £5)
Tab.5 GH mRNA of Tibet mini-pig relative expression in different age stages

B (%) A
i I (Y) Age FlE P
Organ 0 0.1 0.25 0.5 1 2 3
L 1.00 £0. 00 13475.88 = 67.02 £4.07 1.12 £0.40 3.04 £0.46 1.78 £0.46 1.00 £0.15  4274.093 0. 000
Heart 357. 15
},ﬂ: 1.00 £0. 00 52295.20 = 128.00 £10.18 6.88 +0.88 0.07 £0.05  23.00 +3.31 4.76 £0.87 321.569 0.000
Liver 5049. 95
I 1.00 £0. 00 13834.52 = 74.02 £11.15 1.09 £0.15 2.85+0.42 3.79 £0.63 6.88 £0.79 556.547 0.000
Spleen 1013. 02
i 1.00 £0. 00 16447.32 = 17.64 +1.01 2.23 £0.55 0.68 £0.12 123.27 +36.54  2.79 £0.49 39.161 0.000
Lurg 4540. 45
I
% 1.00 £0. 00 4087.94 = 6.29 £0.55 1.62 £0.35 0.82 +0.27 1.40£0.14  11.23£0.92 169.709 0.000
Kidney 542.95
WA 1.00 £0. 00 82762.52 + 21.45 £2.32 1.40 £0.22 0.41 +0.10 2.65 £0.58 0.39£0.12 369.248 0.000
Muscle T 7459. 46 T T T o U ’ ’
Bk 2942.78 +
. 1.00 £0. 00 457.99 +44.82 2.59 £0.51 0.53+0.15 17.99 +2.82 0.02 £0.01 48.789 0.000
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Fig.3 GH mRNA of Tibet mini-pig relative expression

tendency in different age stages
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