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Abstract: To clarify the characteristics and expression patterns of chicken follistatin-interacting protein 1 gene ( Fnipl)
Suqin No. 3 yellow-feathered broilers were selected as experimental materials in this study, and the full-length sequence of chick-
en Fripl gene CDS region was amplified by molecular cloning technology. Moreover, the bioinformatics analysis of its sequence
characteristics was carried out, and the phylogenetic tree was constructed. The expression of Fnipl gene in different tissues of
chickens was detected by RT-qPCR. The results showed that the CDS region of chicken Fnipl gene was obtained. The open read-
ing frame of the sequence was 3 474 bp, which was located between 16 191 415 bp and 16 251 731 bp on chromosome 13,
encoding 1 157 amino acids. Bioinformatics analysis indicated that Fnipl gene had 20 exons, and FNIP1 protein contained three

domains; FNIP_N, FNIP_M and FNIP_C. The phylogenetic tree showed that chickens were first clustered with birds, and then

clustered with mammals, and the sequence was conserved in
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EEWE BRI AR R ARG R R ITH (CARS-41-221) ;11
5 Rl 2R B IO [ JBGS (2021)109) 1 35 M il 128 310 and a theoretical isoelectric point of 5.25. The sec-

birds. FNIP1 protein was a hydrophilic protein with a size of

AL IR (YZ2023054) ondary structure of the protein was composed of a-helix
VEZ RN BT (1987-) , 3 WIRIE A, T+ BIFFT 5, 23 (34.40%) , B-sheet (4.06%), extended chains (13.74%)
HEBBEL TS, (E-mail) zyhuang@ qq.com, fL% and random coils (47.80%). The expression analysis showed
i PES LI Pl (S that the expression of Fnipl gene in chicken breast muscle
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BRI RIRIE, (E-mail) 2h0514@ 163.com and leg muscle was significantly higher than that in other tis-
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sues. In summary, this study obtained the full-length sequence of the chicken Fnipl gene CDS region and found that it was high-

ly expressed in chicken muscle tissue. The results of this study can provide data support for further studies on the molecular

mechanism of Fnipl gene in chicken muscle growth and development.
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Table 1 Primers used in the experiment
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Fig.2 Phylogenetic tree analysis of Fnipl gene in different species
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Table 2 Amino acid composition of FNIP1 protein in chickens

AR i (8| amm w0
R Ala(A) 73 631 ||HEAR Met(M) 34 2.94
BPREIR Cys(C) 30 2.59 || KAWL Asn(N) 54 4.67
REZEM Asp(D) 66 5.70 ||HER Pro(P) 63 545
B HMR Glu(E) 89  7.69 ||EMEM GIn(Q) 52 4.49
HKNEM Phe(F) 43 3.72 |[¥EER Arg(R) 55 4.75
H 4 Gly(G) 60  5.19 ||Z&IR Ser(S) 138 11.93
ZH % His(H) 27 2.33 || JhER The(T) 53 4.58
SEELE R e (1) 49 424 || HER Val(V) 70  6.05
R Lys(K) 61  5.27 ||[tWER Trp(W) 11 095
SRR Leu(L) 106 9.16 || B&&R Tyr(Y) 23 1.99
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Fig.4 Analysis of the secondary structure of FNIP1 protein in chickens
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