HAESIS IR REG YRGS (TR 2013 452 J 557 4 45 1 ] Chin J Exp Clin Infect Dis (Electronic Edition) ,February 2013, Vol 7, No. 1 - 27 -

HE EHE ke TERHE KRS

[#ZE] B 5472010 ~2011 FAGE B 1 2 AT 527 5 A16(Cox16) VP1 XAZ TR (4
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[ Abstract] Objective To analyze the characteristics of variation and evolution in the VP1 region of
Coxsackievirus A16 ( CoxAl6) and investigate the relationship between the mutations and clinical features
thorough the two virus isolates obtained from children with hand, foot and mouth diseases (HFMD) in 2010
and 2011 in our hospital. Methods Two throat swabs from children with HFMD caused by CoxAl6 were
selected and the 3’ -terminal regions of VPl (about 400 bp) were amplified by RT-PCR technique.
Nucleotide sequences of this study with the strains from the mainland of China in recent years and the
epedmic ones worldly during 1951-2010 were aligned, then the amino acid variation of the VP1 region was
analyzed. Results The two patients had typical manifestations of HFMD fever, the red rash in hands and
foot and herpes in oral mucosa, while one of them (JN2011-B11) had a mild liver function damage. The two
isolates identified were most closely with Bl1b genotypes. Nucleotide and amino acid homology of the two
sequences with QHO549T were 96. 0% and 99. 1% , respectively. In recent 11 years, there was little
variation in VP1 C-terminal region of CoxA16 in mainland, which only occurred in 225, 235 and 266 locus.
Conclusions The variation of CoxAl6 VP1 region was lower in recent 11 years in mainland China. The
nucleotide variation rate was 4% -12.7% . In this study, the nucleotide and amino acid homology of the two
Ji’ nan strains were relatively high, up to 97. 7% and 96. 8% , respectively. The relationship between
CoxA16 gene mutation and the clinical features needed to be further verified.
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JN-2010-C07 77.9(95.2) 90.3 ~92.3(95.9 ~100)

JN-2011-B11 78.0(91.9) 90.5~92.7(96.8 ~100)
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Homology matrix of 12 sequences

AB465400 100%

AM292442 95.6% 100%

AB119645S 95.3% 95.2% 100%

AB465399 94.3% 94.2% 97.5% 100%

AB465372 96.6% 96.1% 95.2% 94.6% 100%

AM292462 95.6% 95.3% 97.0% 96.2% 96.1% 100%

GQ429228 95.8% 94.8% 94.5% 93.3% 95.4% 93.9% 100%

GQ429260 95.8% 94.4% 93.4% 92.7% 94.7% 93.7% 94.6% 100% «

GQ429274 95.5% 95.2% 93.9% 93.0% 94.8% 93.6% 95.2% 98.1% £

GQ429226 96.1% 95.1% 94.7% 93.5% 95.6% 94.2% 99.6% 94.8% “m; 200%

JN2010-C07 93.0% 91.5% 91.4% 90.5% 91.3% 91.8% 92.0% 95.5% 96+64—92.5% 100%

JNZO11-B11 93.2% 91.7% 91.6% 90.7% 91.5% 92.0% 92.7% 94.7% 95.2% 93.2% 97.7% 100%
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Homology matrix of 12 sequences

AB465400 100%
AN292442 99.0% 100%
AB119645 99.2% 97.9% 100%
AB465399 100.0% 99.0% 99.2% 100%
AB465372 99.3% 98.3% 98.3% 99.3% 100%
AM292462 100.0% 99.0% 99.2% 100.0% 99.3% 100%
GQ429228 99.3% 98.3% 98.8% 99.3% 98.7% 99.3% 100%
GQ429260 100.0% 99.0% 99.2% 100.0% 99.3% 100.0% 99.3% 100%
6429274 99.7% 98.7% 98.8% 99.7% 99.0% 99.7% 99.0% 99.7% 100%
GQ429226 99.7% 98.7% 99.2% 99.7% 99.0% 99.7% 99.0% 99.7% 99.3%
JN2010-C07 100.0% 98.3% 99.1% 100.0% 98.3% 100.0% 99.1% 100.0% 99.%% 300504 100%
JNZ2011-B11 100.0% 98.3% 99.1% 100.0% 98.3% 100.0% 99.1% 100.0% 99.1% 100.0% 96.8% 100%
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