
Conclusions Anaerobic infection occurs in ~33% of cases of
pleural infection and is typically polymicrobial. Sequencing
revealed many anaerobic bacteria never previously isolated in
the pleural space. These bacteria have a strong association with
the oropharynx, particularly the gingival crevices. Such findings
add to our understanding of the mechanism of development of
pleural infection.
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Introduction Numerous studies have assessed the diagnostic abil-
ity of pleural adenosine deaminase (ADA) in detecting tubercu-
lous pleural effusions, with good specificity and sensitivity
reported. However, in the UK (UK) ADA is not routinely used
in the investigation of a patient with a pleural effusion, mainly
due to a lack of evidence as to its utility in areas where tubercu-
losis (TB) incidence is low.
Methods Patients presenting with an undiagnosed pleural effusion
to a tertiary pleural centre in South-West England over a 3 year
period, were prospectively recruited to a pleural biomarker study,
in which baseline pleural fluid samples were collected and stored.
Samples from consecutive patients with robust 12-month follow
up data and confirmed diagnoses were sent for ADA analysis.
Results Of 338 patients enrolled, 7 had confirmed tuberculous
pleural effusion (2%). All 7 TB effusions were lymphocyte pre-
dominant with a median ADA of 72.0 IU/L (range- 26.7 to 91.5)
compared to a population median of 12.0 IU/L (range- 0.3 to
568.4). Using the established cut off of 35 IU/L, ADA was shown
to have a negative predictive value (NPV) of 99.7% (95% CI;
98.2–99.9%) for the exclusion of TB, and sensitivity of 85.7%
(95% CI; 42.2–97.6%) with an area under the curve of 0.88 (95%
CI; 0.732–1.000). In the context of a lymphocytic effusion an
ADA over 35 IU/L had a sensitivity and positive predictive value of
85.7% (95% CI; 42.2–97.6%), see figure. Bacterial pleural infec-
tion was the main alternative cause of raised ADA in our cohort.

Discussion This is the first study examining the diagnostic utility
of pleural fluid ADA in a low TB incidence area. The chance of an
effusion with an ADA under 35 IU/L being of tuberculous aetiol-
ogy was negligible and empirical anti-TB therapy could be avoided
in such cases. A pleural ADA of over 35 IU/L in lymphocyte-pre-
dominant pleural fluid gives a strong suspicion of tuberculous aeti-
ology. In patients who are unsuitable for more invasive procedures
this could be used as an indication to start therapy.
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Introduction Indwelling pleural catheters (IPCs) are an alterna-
tive method for controlling recurrent, symptomatic malignant
pleural effusions, currently reserved for cases of known trapped
lung, or after an initial unsuccessful talc pleurodesis.1 A 2.8%
pleural infection rate has been observed in patients with an IPC2

leading to the concern that this risk of infection may increase
further with systemic chemotherapy.
Objectives

• Determine whether systemic chemotherapy increased the
number of IPC related pleural infections.

• Whether the risk was related to the interval between chemo-
therapy and IPC insertion.

Methods A detailed retrospective review was performed of the
first 100 patients treated with an IPC from February 2011 to
December 2013 at Queen Alexandra Hospital, Portsmouth.
Results 11 of the 100 IPC insertions developed pleural infection
(11%), four of whom had received chemotherapy (see table).
Overall 15 patients received chemotherapy after IPC insertion
with an interval varying from 0 days (same day) to 43 days, with
a median of 9 days. The 2 � 2 table compared the proportion
of patients developing pleural infection with and without
chemotherapy.

Further analyses assessed the interval from chemotherapy to
IPC insertion and whether it influenced the numbers of pleural
infections, using cut-off points at 7, 14, 21 and 28 days. There
was no significant difference at any of these time-points (p=NS).
Conclusions The pleural infection rate with an IPC was slightly
higher than previous published series. There was however no
significant increase in pleural infection in those receiving chemo-
therapy, although these analyses did not account for variability
in tumour type, tumour stage, performance, co-morbidity and
leucopenia at time of insertion. While the analyses were not sig-
nificant, this needs to be retested in larger or combined registries
of patients treated with IPCs for pleural malignancy.

Abstract S115 Figure 1 Boxplot of ADA levels by diagnostic category
in lymphocyte predominant effusions

Abstract S116 Table 1 A 2x2 contingency table assessing
numbers of pleural infection with systemic chemotherapy in patients
with an IPC

Pleural infection No pleural infection

Chemo 4 11 15

No chemo 7 78 85

11 89

Spoken sessions

A62 Thorax 2014;69(Suppl 2):A1–A233

 on M
ay 22, 2023 by guest. P

rotected by copyright.
http://thorax.bm

j.com
/

T
horax: first published as 10.1136/thoraxjnl-2014-206260.121 on 10 N

ovem
ber 2014. D

ow
nloaded from

 

http://thorax.bmj.com/

