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Abstract  Objective: To investigate the differences of virulence genes of Staphylococcus aureus in patients
with chronic sinusitis with nasal polyps (CRSwNP) and chronic sinusitis without nasal polyps (CRSsNP), and to
explore the relationship between different virulence factors and the incidence of sinusitis and nasal polyps. Method :
The PCR method was used to detect 17 kinds of virulence genes of Staphylococcus aureus isolated from nasal se-
cretions of 41 strains. Result: (D The detection rate of SEB in the experimental group was significantly higher than
that in the control group, the detection rate of SEB in the CRSwNP group was higher than that in the CRSsNP
group, and the other 5 kinds of enterotoxin genes were not statistically significant between the experimental group
and the control group; @ Staphylococcus aureus adhesin in the experimental group and the control group were de-
tected, and the detection rate was relative higher in both control and experimental goups. However, the detection
rate were not statistically significant between the experimental group and the control group; @ The detection rate of
HL« and HLB genes encoding hemolysin was higher in the experimental group and the control group, and there
was no significant difference between the 2 groups in the experimental group and the control group. Conclusion:
Staphylococcus aureus carrying enterotoxin gene was more likely to cause CRS. The greater the incidence of nasal
polyps was found in patients infected by Staphylococcus aureus carrying more enterotoxin gene,
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( CT ; ,  PrimerPremier5. 0
1
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sea F.: TGCAGGGAACAGCTTTAGGC
R:GTGTACCACCCGCACATTGA 249
seb F.:ATTCTATTAAGGACACTAAGTTAGGGA
R:ATCCCGTTTCATAAGGCGAGT 405
sec F. TACGCCAGATGAGTTGCACA
R:CCCATTATCAAAGTGGTTTCCTTCA 361
sed F.GAATTAAGTAGTACCGCGCTAAATAATATG
R.GCTGTATTTTTCCTCCGAGAGT 493
see F. TCAATGTGCTGGAGGCACACC
R:GCCTCTTTGCACCTTACCGCCA 265
tsst-1 F.:ATCGTAAGCCCTTTGTTG
R:GTGGATCCGTCATTCATTG 578
HL« F.CTGATTACTATCCAAGAAATTCGATTG
R:CTTTCCAGCCTACTTTTTTATCAGT 210
H LB”“] F.GTGCACTTACTGACAATAGTGC
R:GTTGATGAGTAGCTACCTTCAGT 310
pvl? F.:ATCATTAGGTAAAATGTCTGGACATGATCCA
R:GCATCAACTGTATTGGATAGCAAAAGC 433
fnbpA F.GCAGCCAAGAACGGTATCAG
R: TAGCCATTACGACAGAGCCA 335
fnbpB-# F.CTTTACCTTGTTCCACTGGTTTAGAAG
R:GGGAGTAACAGCTAATGGTCG 1679
cna™? F. TTCACAAGCTTGGTATCAAGAGCATGG
R:GAGTGCCTTCCCAAACCTTTTGAGC 452
clfA F.ATTGGCGTGGCTTCAGTGCTTG
R.GCTTGATTGAGTTGTTGCCGGTGT 357
clfB F. TGGCGGCAAATTTTACAGTGACAGA
R:AGAAATGTTCGCGCCATTTGGTTT 404
sdrC F.CCGATGGTGGCGAAGTTGAT
R:AGCCGGAGTATGTTTACCTGC 611
sdrD F:GGAAATAAAGTTGAAGTTTC
R:ACTTTGTCATCAACTGTAAT 500
sdrE* F.CAGTAAATGTGTCAAAAGA
R: TTGACTACCAGCTATATC 767
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sea, seb, sec, sed, see, tsst-1 . 2
HLa., HLB. pvl. fnbpA. fnbpB. clfA. clfB, cna, sdrC, ( ) P
sdrD.sdrE , . CRSWNP  CRSsNP
1.3.2 DNA sea 6 2 8 1 0. 347
DNA seb 12 4 16 1 0.015
1.3.3 PCR PCR sec 5 1 6 0 0.223
- sed 4 0 4 0 0.438
(25 b 0.5 pl. 0.5 pl.Mix 12.5 4l . . . S
see —
DNA 3 pl ‘ 8.5 l, ;@ tsst-1 3 3 6 0 0.223
:94°C 5 min, 30 X (94°C 30 s,58°C 30 s,72°C Hle 15 11 29 12 1.000
30 5),72°C 8 min;@HLa\HLB‘pVI:EM"C 5 min, 30 X HLB 13 11 24 9 0.891
(94°C 30 s,58°C 30 s,72°C 30 ),72°C 8 min; @fnb- pvl 1 0 1 0 1.000
pA.fnbpB: 94°C 5 min, 30 X (94°C 30 s,60°C 60 s, fnbpA 15 14 29 12 1.000
72°C 90 8),72°C 8 min; @ :94°C 5 min, fnbpB 10 8 18 6 0.715
30X (94°C 30 s.60°C 60 s,72°C 60 s),72°C 8 min, cna 9 9 18 4 0.168
1.3 4 PCR clfA 15 14 29 12 1. 000
7.5 4] 1% 110V clfB 15 12 27 10 0.703
' Sg _ sdrC 15 13 28 12 1.000
min, ,
CR sdrD 11 13 24 11 0. 804
P ° sdrE 12 12 24 10 1. 000
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