UNIVERSITA
DEGLI STUDI

FIRENZE

FLORE
Repository istituzionale dell'Universita degli Studi di
Firenze

Invasive Streptococcus pyogenes infection in a surgeon after an occupational
exposure

Questa ¢ la Versione finale referata (Post print/Accepted manuscript) della seguente pubblicazione:

Original Citation:

Invasive Streptococcus pyogenes infection in a surgeon after an occupational exposure / G. Corti; A. Bartoloni; C. von

Hunolstein; F. Scopetti; MI. Buonomini; R. Galligani; F. Paradisi. - In: CLINICAL MICROBIOLOGY AND INFECTION. -
ISSN 1198-743X. - STAMPA. - 6(2000), pp. 170-171.

Availability:
This version is available at: 2158/328383 since:

Terms of use:
Open Access

La pubblicazione é resa disponibile sotto le norme e i termini della licenza di deposito, secondo quanto stabilito dalla
Policy per l'accesso aperto dell'Universita degli Studi di Firenze (https://www.sba.unifi.it/upload/policy-0a-2016-1.pdf)

Publisher copyright claim:

(Article begins on next page)

10 January 2022



1770  Clinical Microbiology and Infection, Volume 6 Number 3, March 2000

prophylaxis; the authors concluded that prophylaxis was not

warranted for patients undergoing TEE. Gorge et al. [4].

however, did recommend its systematic use based on an

observed incidence of bacteremia of 17% after TEE. Other

authors have documented rates of post-TEE bacteremia Jower

than 5%, leading to varving recommendations [5~11]. The lack

of studies of risk factors for developing post-TEE endocarditis

and our recent observation, lead us to strongly recommend

the use of antibiotic prophylaxis in all patients at high risk of

endocarditis who undergo a TEE, i.e. patients with previous
endocarditis or those with a prosthetic valve. ’
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Invasive Streptococcus pyogenes infection in a surgeon after an
occupational exposure

Surgeons and other healthcare workers are at risk of developing
an occupational infection caused by viral blood-borne patho-
gens such as hepatitis B (HBV) and C (HCV) viruses, and
human immunodeficiency virus (HIV), and universal pre-
cautions for preventing these troublesome professional diseases
have been properly provided [1]. Much less attention is paid to
bacterial pathogens such as Streptococcus pyogenes, which can
cause severe infections as well. We report the first—to our
knowledge—documented invasive streptococcal infection
occurring in a surgeon following accidental injury by a medical
instrument.

A febrile 50-year-old woman with a voluminous uterine
leiomyoma was admitted to our hospital for a suspected acute
abdominopelvic pathology; she underwent hysterectomy and
bilateral adnexectomy. The peritoneal cavity appeared to be
filled with purulent material. During surgery, a 47-year-old
obstetric—gynecologic surgeon accidentally pricked the inner
side of his right middle finger with a pointed lancet. Unfor-
tunately, a plan of action for the control of bacterial infection
following occupational exposure did not exist in our hospital
at that time, so the surgeon was included in a protocol for
prevention of HBV, HCV and HIV transmission alone. Starting
the following day, he noted the sequence of: (1) a small bullous
lesion on his injured finger; (2) a few hours later, an erythe-
matous edge all around the lesion, followed by serosanguinous
discharge and evidence of a necrotic base; (3) within 36 h, fever
of up to 39°C with shivers, and a red line of an ascending
lymphangitis on his right arm, for which reason he began self-
treatment with oral amoxycillin; (4) within 48 h, a right axillary
lymphadenopathy. At this time, our colleague was admitted to
the infectious disease unit with the diagnosis of bullous cellulitis.
Physical and laboratory evaluation revealed: temperature,
38.8°C; blood pressure; 150/85 mmHg; erythrocyte sedi-
mentation rate, 56 mm/h; leukocvte count, 5040/mm?®. As the
culture of peritoneal liquid intraoperatively obtained from the
index patient grew a S. pyogenes strain susceptible to all the
antibiotics tested (ampicillin. erythromycin, imipenem, peni-
cillin G, piperacillin, teicoplanin, and vancomycin), we initiated
intravenous therapy with penicillin G 4mU every 4 h plus
clindamycin 900 mg every 8 h. Such an aggressive therapeutic
approach, recommended for severe streptococcal skin infections
[2], was chosen because of the rapid progression of the disease.
Defervescence was achieved within the second day, and the
other physical signs progressively improved by the sixth day.
when the surgeon was discharged with oral clindamycin 900 mg
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every 8 h plus intramuscular ceftriaxone 1g/day for 5 more
days.

Blood cultures obtained on admission were negative, but a
culture trom the finger lesion vielded a S. pyogenes strain which
showed the same antimicrobial susceptibility pattern as the
woman's isolate. Antistreptolysin O and streptozyme test titers
were 235 Todd units and 1:200, respectively, on admission,
and, 4 weeks later, 310 and 1 : 400. The woman’s and surgeon’s
isolates were sent to the National Health Institute for typing.
Both strains were found to be T-and M-non-typable, producers
of serum opacity factor and protease, and negative for the genes
encoding erythrogenic toxin (sped and speC). The macro-
restriction profile, studied by pulsed-field gel electrophoresis
(PFGE) after digestion of the DNA by Smal according to
Stanley etal [3], was identical in both strains (data not shown).
DNA macrorestriction endonuclease analysis using PFGE to
confirm the spread of S. pyogenes among close contacts of
infected patients has already been used by other researchers
[4]. ‘

S. pyogenes is primarily a common agent of pharyngo-
tonsillitis, but an increasing frequency of severe invasive infec-
tions due to this pathogen, such as toxic shock syndrome (TSS),
necrotizing fasciitis, and other skin and soft tissue infections,
has been observed [5]. Healthcare workers are aware of the
occupational risk of developing HBV, HCV or HIV infection,
but bacterial pathogens such as S. pyogenes are a well-known
serious hazard in medical practice as well. In 1847, Kolletschka,
a professor of medical jurisprudence in Vienna, died of pre-
sumptive streptococcal septicemia after pricking a finger during
1 necropsy on a victim of puerperal fever. In the first decades of
chis century, similar accidents have been described in surgeons,
nurses aud pathologists after finger pricks or scratches during
attendance on aseptic patient [6]. Much more recently, a TSS
has been observed in a fire-fighter exposed during prehospital
resuscitation to the secretions of an S. pyogenes-infected child
[7], and invasive infections (bullous cellulitis, ascending lym-
phangitis, necrotizing fasciitis) have been developed by phys-
icians who came in contact with body fluids or secretions of
patients with streptococcal TSS [8], or who scratched a finger
with the needle used in a patient with group A streptococcal
sepsis [9].

To our knowledge, we have documented the first invasive
streptococcal infection in a surgeon following professional
injury by a medical instrument. The case we describe dem-
onstrates that: (1) surgeons and other health workers must
adhere to the well-known isolation precautions for avoiding
transmission of viral and bacterial pathogens when caring for all
patients [10]: and (2) the availability of a plan of action to use
in the case of occupational exposure would be important for
prompt diagnosis and early aggressive therapy in order to min-
imize the clinical consequences of an invasive streptococcal

nfection.
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Comparison of the Bactec 460TB system and the Bactec MGIT 960
system in recovery of mycobacteria from clinical specimens

The recent increase in tuberculosis and other mycobacterioses
all over the world [1] has led to a search for faster and more
accurate detection and identification procedures. Despite the
great advances in direct detection with molecular biology
methods [2], culture is still fundamental for mycobacterial
detection, species identification/confirmation and drug sus-
ceptibility'tesring. Solid media such as Lowenstein—Jensen or
Middlebrook agar have been used for such purposes, but may
take several weeks to become positive. Recently introduced
media such as the Middlebrook 7H12 (12B medium) and the
modified Middlebrook 7H9 used in MGIT (MGIT medium)
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