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Scientists fear 28 people .

killed by new superbug

James Meikie
Health correspondent

Scientists are urgently assess-
ing the threat from new super-
bugs that are wrecking antibi-
otic treatments for hundreds

¢ | of patients and may have

killed 28 people in Shropshire

f_ in the year to March.

Laboratories have reported
asurge in the number of uri-
nary tract infections such as
cystitis and cases of blood poi-
soning caused by strains of the
E coli bug resistant to most an-
tibiotics.

The bugs, represented by an
increasingly dreaded acronym
ESBL, are not only striking in
hospitals, but also turning up in
GP surgeries, and only one class
of antibiotic to which they have
not developed resistance is
available in tablet form.

They are still not as preva-
lent as the notorious MRSA
family but over the last 12
months the Health Protection

Agency has been sent more
than 400 samples from 60 labs
across Britain, The agency is
assessing these results and will
report next month.

It may prove difficult to be
specific on how many people
have died as a result of the
bug, or where it was a contrib-
utory factor. Patients may have
had underlying medical con-
ditions or been receiving other
hospital treatment.

One of the problems for the
scientists is that there is no
mandatory reporting system,
unlike for MRSA. Yesterday
Michael Gwynne, coroner for
Telford and the Wrekin in
Shropshire, said there had
been 200 clinical infections in
the county over 12 months,
and among the first 105 cases,
28 had died.

The outbreak started in
March 2003, but coroners
found out only when Shrews-
bury and Telford Hospital NHS
Trust sought advice on refer-

ring deaths of patients who had
died from extended spectrum
beta lactamases (ESBLs). These
are enzymes produced by E coli-
bacteria which are resistant to
two classes of antibiotics, peni-
cillins and cephalosporins.

Mr Gwynne said: “I think it
is alarming to say the least.
The steps I have taken and
agreed with ot ~= ~==~=~=~£~=
this county is-
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ensainess yeSterday. Michael Gwynne,
coroner for Telford and
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resistant strain of E coli.
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A CORONER called yesterday
for greater efforts to deal with
antibiotic-eating bacteria, a
different kind of superbug to
MRSA, which had been linked
to 28 deaths in the past year in
his area.

Coroner

fears new
superbug
‘outbreak

By RoGer HIGHFIELD
SCIENCE EDITOR

Prompted by his concerns,

the Health Protection Agency
admitted there had been an
increase in urinary tract
infections and blood poison-
ing caused by antibiotic-
digesting strains of the gut
bacterium E coli.
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CTX-M like b-lactamases
In Kluyvera

K. ascorbata KLUA-1

K. cryocrescens KLUC-1

K. georgiana KLUG-1

Poirel,et al AAC, 46, 4038






Chromosome of

K.ascorbata
KLUA-1 ORF 3
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\_ 29 nt (100 %)

Genetic environment dfla,, ,,_; gene encoding thie-lactamase
produced byK. ascorbatastrain CIP 82.95T.

Humeniuk, C.et al 2002, AAC,46:30459
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Antibacterial resistance rates of genetically diverse cephalosporin
resistank.colifrom 3 geographically distinct centres in India

No and % resistant

E. coli (n=98)

CTX-M positive CTX-M negative
(n=72) (n=26)

Antibacterial agent

Gentamicin
Trimethoprim
Ciprofloxacin
Piperacillin/tazobactam
Aztreonam
Cefoxitin
Ceftazidime
Cefotaxime
Cefpodoxime
Cefepime
Meropenem
Ertapenem

Ensor, V.M. et al 2006, J Antimicrob Chemothé&i8:1260-3




Community acquired UTIl at INMC Hospital, Aligarh, India
August 2004July 2005

920 MSU tested in outpatient clinics

10.8% gave significant growth, 100 significant isolates

Resistance %
n ESBL COT NFX GEN AMK

E. coli 61 34% 76 69 64 51

K. pneumoniae2?2 22% 53 47 53 35
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