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Abstract: Objective To reveal the laboratory characteristics of toxic shock syndrome (STSS) caused by Streptococcus pyo-

genes ,and to provide new evidences for clinical diagnosis and epidemiological investigation. Methods We retrospectively reviewed a

case with STSS caused by Streptococcus pyogenes,including the course of diagnosis and therapy,laboratory data,emm genotyping

for the isolate,and the superantigen detection. Results The patient suffered from a severe infection on the left lower limb due to

skin ulceration of her left toes,accompanied by multiple organ failure and STSS. Streptococcus pyogenes strains were isolated from

the wound secretion; the isolates were sensitive to penicillin. The genotype was emml. 1,carrying genes for superantigens,including

speA,speC,spek,ssa and smeZ. The therapeutic strategy for the patient included debridement,vacuum sealing drainage,and penicil-

lin combined with clindamycin for infection control. The symptoms were improved obviously. Conclusion The severe clinical symp-

toms of STSS caused by Streptococcus pyogenes may associate with the superantigen gene carried by the isolate. Surgical treatment
and infection control may play a vital role in patients whose features similar with this case.
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PT(s) 17.3 11.0~14.5
APTT(s) 32.5 28.0~40.0
FIB(g/L) 4.38 2.00~4. 00
FDP(mg/L) 6. 82 0.00~5.00
D-dimmer(mg/L) 3 777.28 0.00~1.00

HE ALk A
ALT(U/L) 34.6 0.0~33.0
Thil(yzmol/L) 17.9 0.0~21.0
BUN(mmol/L) 10. 3 2.86~8.21
Cr(mmol/L) 204. 0 45.0~84.0
K™ (mmol/L) 3. 26 3.50~5.10
Na* (mmol/L) 130.0 136.0~145.0
CK(IU/L) 2 290.0 0.0~170.0
Mb(pug/L) 1056.0 0.0~70.0
¢Tnl(ng/mL) 0.03 0.00~0.01
hs-CRP(mg/L.) 221.79 0.00~8.50
PCT(ng/mL) 107.15 0.00~0.05
BNP 13 431.0 0.0~125.0
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speA AGCCAACTTCACAGATCTAGT TCTAACTTTATAGTCTAATTC 432
speC TGCTATTTCATGTATTCTCGT GTGCCAATTTCGATTCTGCCG 619
speG ATTTTGACAATTATCATATTAT AACTTCATAATGTTTACTATC 570
speH GTGAATGTCCAGGGAAAAGG GCATGCTATTAAAGTCTCCATTG 317
spel AATGAAGGTCCGCCATTTTC TCTCTCTGTCACCATGTCCTG 516
speK/L ATCTTTCATGGGTACG TTTCATGTTTATTGCC 535
spel.,/M GTGTGTCTAATGCCACCGTCT GGAACATATATGCTCCTAGAT 564
speM CAGCACCTTCCTCTTTCTCG GGAAAAAGAGGGACGCAAG 459
smeZ GGATGAGTGAATAAATCGGTAAAC AGTCTGGGACGATGATAA 425
ssa TGGGATCCTTAGAAGTAGATAATA AAGAATTCTTAGGAGTCAATTTC 617
sla CTCTAATAGCATCGGCTACGC AATGGAAAATGGCACTGAAAG 440
fbp-15 AAAAGGCGATTTGCTGTC CCCGCTAGAGGTGATTGG 180
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