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Introduction

Acute Ilung attacks (also called
exacerbations of asthma and COPD)
are common medical emergencies
which often present to the Emergency
Departments of hospitals worldwide.
These attacks are treated by clinicians
with oral corticosteroids and
antibiotics, given in an indiscriminate
manner with little regard to diagnosis
or patient phenotype. Previous studies

Data presented as mean (95% Cl) for
48 patients, 18 males, 30 females. 34
had a diagnosis of asthma, 14 COPD.
19 were non-smokers and 28 current
or ex-smokers (pack years smoked,
13.2 (6.6-19.8)). Prior treatment was
recorded. All presented to the ED
with breathlessness, 43 (90%) had a
cough, 42 (87%) wheeze. 20 (63%)
were producing sputum and 19 of

These results demonstrate that it is
possible to predict admission status
using a combination of symptoms
and PBE. The high scores of the initial
presentation take >30 days to
normalise. Patients generally feel
better at 30 days however are still
breathless with an impaired QOL.
FeNO and Spirometry testing in the
ED is problematic in this acutely
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these (40%) had sputum
discolouration. Only 7 and 6 patients
completed spirometry and FeNO
respectively in a sucessful manner.

Pre-treatment with prednisolone

unwell group of patients

Conclusion

It is feasible to study acutely unwell
patients with airways disease in the

have demonstrated that peripheral
blood eosinophil numbers (PBE) and
other readily available measures can
be used to predict response to
steroids and prognosticate (1,2).

We have previously studied lung occured in 30 patients and 14 had ,
_ , : ey : ED setting and these results can be
attacks presenting to ED in a received  antibiotics  prior to 4t dict out
retrospective study in order to attendance. 23 had antibiotics and 41 Used to predict outcome.
investigate if patient phentypes steroids (5 IV) treatment in the ED.
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Table 1 shows the blood results and
VAS scores. Table 2 a comparison of
the results for those admitted Vs.
discharged. Arterial blood pH was
lower in those admitted and they had
a lower blood eosinophil count (PBE),
eosinophil % and higher VAS scores
for sputum production and
discolouration

predict outcome (3), the Pre-AWARD
study. Can phenotype data be
collected in the ED in a prospective
real life manner which predicts

clinical outcome?

We performed a  prospective
observational study of lupg attacks
presenting to hospital. Following
consent the following data was

Table 1

Groupl? O2B@atnl WCCP Neutrophilsl EosinophilRountl Eosinophilll CRPE]
collected: demography, clinical 2 (%) (10 =®ells/1)E (10 =Rells/1)E (10 =Rells/)E %] (g/1)&
Dayr 96[95-97)8| 11.210-12.4)R| 8.6F7.4-9.7)8 | 0.2970.17-0.41)F 2.9M|1.7-4)E 27H15-39)R)
history, physiological, routine blood =480
tests, ABGs, FeNO and treatment Day®l,m=132| 94792-96)a| 12.510.4-14.7)a] 11R8.7-13.2)a 0.06F0-0.12)x 0.43F0-0.9)& 47R9-84)
VASBcoredmm) CATE ACQf]
given. Patients performed QOL and Cough[] Breathlessness Sputum@l Sputum@l
o o Production[ Discoloration
symptom questionnaires. Follow up Dayr 55H47-62)C 71064-78)E 36H28-45)E 34H23-44)C 22.320-25)R 4F2.2-5.7 )R
data was collected on day 1 and 5 if in n=481
- - Day[Z1[?] 42[H24-60 50H35-66 36H16-57 42[H{19-65 24{18-29 2.701.3-4.2
hospital with follow up on day 30 and . 124-60) 155-66) Hes7) 115:69) 1829 : )
90 by telephone consultation. Day@BO0E] 23H10-36)3 50H36-63)H 200H6.8-33)F] 15E12.6-22)C 17§13-22)E 1.2E0.4-1.9)x
n=35[
Day®O0E] 1707.2-28)R 17[6.3-28)R 1946.6-31)R 9F1-18)E 9.35.4-13.2)a| 0.8H0.29-1.29)R
Nn=24p]
> Table 2
? Admittedd@dn=13)2 NotRPAdmitted@An=E3B5)2 Paraluel®
(t@est)
OxygenSPBaturationl? 94[{92-96)F 96[H95-97) n.sk
pHE 6.7H5.2-8.2) 7.4H7.3-7.5)2 0.05P
PCO.,2 5.75-6.3) 5.2H4.8-5.5) n.s.
VASEKCoughl? 56H39-73)k 51H41-60)k n.s.2
VAS@Breathlessnessl? 68H49-87)2 60H49-71) n.s.2
VASKSputum@Prdnlz 46H29-63) 24H16-33) 0.001
VASSputumfl 46H26-63) 22H11-32)k 0.001
Discolourationl?
Acknowledgements HaemoglobinHg/dIl)2 145H136-153)k 144H141-148) n.s.?
Neutrophllslfﬂxlo cells/I1)E 10.3H7.7-12.9) 7.9H6.7-9.1)k Nn.s.?
Eosinophils@x10°&ells/I)E 0.14H0.05-0.22)F 0.35H0.18-0.5)F 0.001P
This research is supported by the Eosinophil@6k 1.3H0.45-2.0) 3.51.9-4.9) 0.001F
NIHR Oxford BRC Respiratory theme CRPHg/I)E 33H4.7-61)k 19H8.3-30)k N.s.B
CATE 28H23-33) 20H17-23) 0.05PF
ACQP 4.6H0-9.4)2 3.71.9-5.5) Nn.s.




