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Establishment and identification of S100A16 gene knockout mouse model
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[Abstract] Objective:To establish the SI00A16 gene knockout mouse model ,which can be used for the study on its biologic func-
tion. Methods: To establish the SI00A16 gene knockout mouse model via Cre/loxP system. PCR was used to identify the genotype of
the offspring, the expression level of SIO0A16 mRNA was detected by qRT-PCR,and expression of SIO0A16 protein was detected by
Western blot. Results:SI00A16 gene knockout mouse model has been successfully established. Heterozygous mice were successfully

bred and reproduced. So far,gene knockout homozygous mice were not found. Conclusion:The SI00A16 mouse could be a useful

model for the researches on its function, especially in obesity and insulin resistance.
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Table 1 The primer sequences specific for the identification

of S100A16 gene knockout mouse

5194 S5 —3)
CKO-tF1 ACTACCTTAGAGCCTATGCAAGG
CKO-tR1 GCTCCTGTGAGGAGAGGAAGC
GKO-tF2 ACTACCTTAGAGCCTATGCAAGG
GKO-tR2 GAGAGCTAGGAGGAGTGGATG
Cre-tF CTAGGCCACAGAATTGAAAGATCT
Cre-tR GTAGGTGGAAATTCTAGCATCATCC
S100al6-F ACCACATGCTGACGGACACA
S100al16-R GTCCAGTATTCGTCAAAGCAGATG
GAPDH-F TGTGTCCGTCGTGGATCTGA
GAPDH-R CCTGCTTCACCACCTTCTTGAT

12 Fi#

12.1 CKO R #3573

T4 MR/ BL S100A 16 JE A 20 5 %1 1% 1 35 A
T % B 2 A loxP(Cre BEEER S3R 97 45) A7 153
BBRESN T 2 A0 3 WA, AL A A AR R FH Pl 2 L
W HAT#R 3 AR 55 A CSTBL/6Y /I BUIE G -1 41 g (ES
Y i), 28 G418 Fiii b1 2 BHM: s BE Y ES 4, 374
I ES 40k A 22159 C5TBLI6) /N T8 N, 15 31
Hr loxP 37 A5 A 44 & T S100A16 LK CKO /ML (&
1.2), A/ BRI 1R 352 78 e nt R 245X sh W ik 53 e
1) Bt e 22 G2 (SPF)/N UL 3R 22 . LRl it 22 6 1/
B 32 45 8] CKO 46 #E1T 1%350BEBHEE i il
VK S8 R /I B PR RY ) A v A 2 B AR RL(WT) Y
DNA £ PCR #3445 T 246 bp kb 3 5 — 4717 ; 4l
AF,CKO T 364 bp 4b Bl — 575 s 44 A F,CKO
T 246 bp 1364 bp b [FEFH L 2 A~ ZkA07
1.2.2 CE & #3k1F

E Il a—Cre /) B2 68 1) LloxP 7 45 FF 35 Cre
HHEN T ER, CKO/MNRHE—F5 Ell a-Cre /)
FRZese, A= AN, T 2 JE S Bk B B Bk 25 5 0 2

.
loxP loxP
: ] ]

Targete : #1 H#5 1,2,3 #5402 F 45
1 mBREXE

Figure 1 A schematic diagram of gene knockout
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Figure 2 A schematic diagram of conditional knockout
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Figure3 Identification of genotype of CKO mouse,genotype
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Figure 4 Identification of CE mouse, genotype
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Figure 5 The relative expression of SI00A16 mRNA and protein in multiple tissues of different mice
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