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N GBS (15 pg/
) (2 peg/ ) 12 2.1 GBS
mm . 35 C 18 ~24 h 51 GBS 23 28
“ 7 1:1.2, =
(iMLSB) . 45 41  (80.4%) <45 10
1.5 <16S rRNA  ¢fb (19.6%)
7 . . . 24 (47.1%) .16 (31.4%)
16S rRNA . ¢fb \ N N
1 (2%) 5 (9.8%) 2
1. DNA: (3.9%) .
35 C 18 ~24 h 2.2 CAMP 51 GBS CAMP
500 ul TE 3 9 39 & I
15 min 5 min
12 000 r/min 10 min 300 pl
DNA . PCR 194 C
3 min; 94 °C 30 s 42 ~55 C 60 s
72 °C 1 min 30 172 C 5 min.
(1.2% 110 V 40 min)
GenBank 1 CAMP
BLAST o A:1.2.3  CAMP :B:4.5.6 CAMP o
1.6 WHONET 5. 6 7.8.9 CAMP P N
PCR
2.3
J16S rRNA  ¢fb o
51 GBS N . \
1 16S rRNA.cfb A ° / A A
5 -3
( ) ((bp) () >
165 1RNA F: CGCTGAGGTTTGGTGTTTACA 406 52.1 47. 1% 49. 0% 47. 1% 49. 0% .
R: CACTCCTACCAACGTTCTTC
66. 7% - N
ofb F: GCGTCGACATGAACGTTACACATATGATGT 763 58
R: GCGGATCCATTATAATGCTGTTTGAAG 10 34 GBS 22
tetM F: TTATCAACGGTTTATCAGG 397 44.5 (64.7%) ( c¢cMLSB) 5 (14.7%)
R: CGTATATATGCAAGACG iMISB M 7 ( 20. 6%)
1et0 F: AACTTAGGCATTCTGGCTCAC 515 55.2 25 GBS L 3 (12%) . ).
R: TCCCACTGTTCCATATCGTCA
ermA F: TCTAAAAAGCATGTAAAAGAA 645 4.3 2.4 51 GBS
R: CTTCGATAGTTTATTAATATTAGT ermA - ermB. mefA /E
ermB F: GAAAAGGTACTCAACCAAATA 639 47 linB tetM.- tetO
R: AGTAACGGTACTTAAATTGTTTAC
mefA/E  F: AGTATCATTAATCACTAGTGC 348 47.2 gyrAparC PCR
R: TTCTTCTGGTACTAAAAGTGG ermA ., ermB . mefA/E
linB F: CCTACCTATTGTTTGTGGAA 925 46.8 43.1% + 51.0% ~ 33.3% linB
R ATAACGTTACTCTCCTATTC 11.8% tetM.tetO 43.1% .23.5% 40
g F: CGCCATGAGTGTCATTGTTG 452 54.5
R: CAATACCAGTTGCACCATTGAC GBS gyrAparC 78. 4%
parC F: CCTTGAATGATAGCGCCAGT 575 54.5 gyrA parC  GBS. GBS
R: GTTGCCGGATATTCGTGATG 34
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51( 100.0) 0(0) 0(0) MI: marker 2000; 1 ~3: CAMP :4 ~6: CAMP
51(100.0) 0(0) 0(0) ;7 ~9: CAMP
51( 100.0) 0(0) 0(0)
/ 51( 100.0) 0(0) 0(0)
51( 100.0) 0(0) 0(0)
51( 100.0) 0(0) 0(0)
51( 100.0) 0(0) 0(0)
51( 100.0) 0(0) 0(0)
25(49.0) 1(2.0) 25(49.0)
14(27.5) 3(5.9) 34(66.7)
27(52.9) 0(0) 24(47.1)
25(49.0) 1(2.0) 25(49.0)
27(52.9) 0(0) 24(47.1)
16(31.3) 1(2.0) 34(66.7)
3 b PCR
M2: marker 2000; 1 ~3: CAMP ;4 ~6: CAMP
3 51 GBS 17 ~9: CAMP
( ) n(%)
(n=34) ermA 20( 58.8)
omB 24(70.6) 2.6 +16S rRNA . ¢fb
mefA/E 13(38.2) “MALDI-TOF MS ¢fb~ 16S rRNA
ermA + ermB 15(44.1) BLAST GBS ( - CP008813. 1)
ermd + mef/E 5(26.5) 99% . 16S rRNA . MALDI-TOF
ermB + mefA/E 4(11.8)
ermA + ermB + mefA/E 4(11.8) MS GBS. CAMP N
(n=34) tetM 22(64.7) . 5.
tetO 11(32.4)
tetM + tetO 1(2.9)
(n=26) gyrA + parC 26( 100.0) 5
(n=25) linB 6(24.0) CAMP p 16S tTRNA  MALDI-TOF
’ ( %) MS( )
1 99.72 99.9
2.5 16S rRNA Cfb PCR 2 99.19 99.9
51 GBS 16S rRNA 100% cfb 3 99.46 99.9
47 92.2% (47/51) CAMP 4 98.92 999
5 99.46 99.9
1 ofb (1/3) 7 6 99.72 99.9
(7/9) CAMP cfb 7 98.92 99.9
(39/39) , PCR 2.3 4. 8 99-19 999
9 98.93 99.9
4 51 GBS n( %)
CAMP CAMP CAMP 3
(n=3) (n=9) (n=39)
165 rRNA  3(100.0)  9(100.0)  39(100.0) 51 (100.0) GBS
ofb 1(33.3) 7(77.8) 39(100.0) 47 (92.2) . .
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Analysis of drug - resistant characteristics of group B Streptococcus in

urinary tract infection and sensitivity of CAMP test
Shi Cuixiao Wang Gang Li Yajuan et al
( Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To study the drug—resistant characteristics of group B Streptococcus in urinary tract infection
the distribution of drug resistance genes and sensitivity of CAMP test and the ¢fb gene expression. Methods The
sensitivity of antimicrobial agents was determined by disk diffusion method and Vitek 2 Compact instrument analy—
sis. The erythromycin induced clindamine resistance was detected by D test. The antibiotic resistance genes were
detected by PCR. CAMP test was conducted and strains were identified by detecting 16S rRNA gene fragments and
the ¢fb gene biochemical test and MALDI-TOF MS. Results The drug resistance rates of 51 strains of group B
Streptococcus to ampicillin - doxycycline rina thiazole amine nitrofurantoin penicillin and quinupristin/dalfopris—
tin tigecycline vancomycin were O while the drug resistance rates to erythromycin tetracycline clindamycin
levofloxacin moxifloxacin and ciprofloxacin were 66. 7% 66.7% 49.0% 47.1% 49.0% and47.1% re—
spectively. The main erythromycin and tetracycline resistance genes were ermB and tetM respectively and quinolo-
nes resistance genes were gyrA and parC and their detection rate was all 78. 4% . The results of CAMP test showed
that 3 strains were negative 9 strains were weakly positive and 39 strains were positive. Combined with biochemical
tests ¢fb gene 16S rRNA detection and MALDI-TOF MS identification results all 51 strains were group B Strepto—
coccus. However ¢fb genes of 2 CAMP-negative strains and 2 weakly positive strains were not detected. Conclu-
sion  Group B Streptococcus in urinary tract infection is sensitive to a variety of antibiotics but highly resistant to
erythromycin clindamycin tetracycline and quinolone antibiotics. There is a certain correlation between drug-re—
sistant gene and drug resistance. CAMP test and ¢fb gene expression are not sensitive to the identification of group
B Streptococcus.
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