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Mycoplasma pneuimoniae pneumonia requiring intensive care unit admission

Deborah R Baum, Charles Feldman, Clifford Smith and Phillip Ginsburg

A severe case of pneumonia due to Mycoplasma preumoniae infection in an adult black man
is presented. This report highlights the need to consider investigation and empiric treatment
of M. pneumoniae in patienfs with severe pneumonia ot responding to usual antimicrobial

therapy.

Introduction

Mycoplasma pneumoniae infection is a well recognised entity,
usually responsible for mild, self-limiting, febrile upper respira-
tory tract infections, pharyngitis, and/or bronchitis.t Hospital
admission for pneurnomia, and mere particularly, the need for
Intensive Care Unit (ICU) admission is very rarely required,
although isolated case reports do appear in the literatire.234.56
We report M. pneurioniae pneumonia in a previously healthy,
48 year old black male with a fulminant clinical course, whose
condition rapidly deteriorated, requiring his admission to ICU.
The aim of this case report is to highlight the need to consider
M. pneumoniac as a possible aetiological agent in criticalty ill
patients with pneumonia, particularly in those cases unrespon-
sive to usual empiric antirmicrobial therapy.

Case report

A 48 vyear old, previously well, black male security guard was
admitted to Hillbrow Hospital on Ist February, 1988, with a
2-day history of progressively worsening left-sided pleuritic chest
pain and cough productive of yellow sputum. There was no hae-
moptysis. He further complained of decreasing effort tolerance
over the previous 2 days which limited him to a few footsteps
only. There was no previous history of tuberculosis or tuber-
culosis contact, night sweats or loss of weight.

On examination he was anxious, tachypneeic and cyanosed on
room air. His blood pressure was 10/70 mmHg, his pulse rate
was 100 beats/min and regular, and his temperature was 39 °C.
Cn auscultation of the lungs, bronchial breathing and crepita-
tions were heard in the left lower lobe and left axilla. The cardio-
vascular, gastrointestinal and central nervous system examina-
tions were normal.

The initial blood gas on a polymask (FiQ,+60-80%) showed:
pH of 7.379; pCO, of 267 mmHg; pO, of 44.0 mmHg; HCO,
of 15.5mmol/1; base excess of -80; and a saturation of 787 %.
In view of the hypoxaemia, poor PaO,/FiQ, ratio and negative
base excess in spite of a blood pressure of 110/70 mmHg, the
decision was made to admit the patient to the ICU. Blood in-
vestigations on admission revealed a haemoglobin of 9.7 g/di
and a white cell count of 7.3 x 10%/1. The platelet count was
247 x 10°/1. The Westergren erythrocyte sedimentation rate
(ESR) was 5 mmvhour. The serum sodium level was I37mmol/l,
serum potassium 3.9 mmeol/], serum chloride 103 mmol/], urea
77mmol/l and creatinine 166pmol/l. The serum calcium was
L.68mmol/], the serum magresium 0.36mumol/i and the serum
phosphate 1.22mmol/l. Liver function tests were normal and
serum albumin measured 34 g/i. The admission chest radio-
graph revealed a patchy bibasilar bronchopneumonic pat-
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tern involving the left lower lobe more extensively than the right
{(Figure 1).

Cephradine, 1 g 6 hourly TVI, and amikacir 500 mg 12 hourly
IV, were commenced, consistent with a presumptive diagno-
sis of bacterial pneumonia based on a history of the acute on-
set of symptoms, clinical picture, and Gram stain of the spu-
tum which displayed predominantly Gram-positive cocei and
some Gram-positive and Gram-negative bacilli.

The patient’s condition initially continued to deterjorate, necessi-
tating ventilation. This was undertaken using a nasal endotra-
cheal tube and Ohmeda CPU flow generated, pressure/time cy-
cle ventilator. A maximuin positive end expirdtory pressure
(PEEP) of 10 cm water for maximuin dynamic compliance, and
a maximal FiO, of 0.8 were utilised.

Infusicns of inctropic doses of isoprenaline, adrenaline (3.8t
p2/1/kg/min and 0.17 pg/ke/min respectively) and of renal doses
of dopamine {5 pg/kg/min) were given. A Swan-Ganz catheter
was inserted into the {eft pulmonary artery 15 hours foliowing
adrmission to ICU, in the face of the continuing deterioration
in the patient’s condition, and lability of the blood pressure.
A pulmonary artery wedge pressure of 5 muntg, systernic vas-
cular resistance of 575 dynes.sec.cms and pulmonary vascu-
lar resistance of 224 dynes.sec.cm’ were recorded. The poor
arterial blood gas and low pulmenary artery wedge pressure,
together with the rapid spread of the pulmonary infiltrate on
serial chest radiographs to involve both kung fields diffusely,
were compatible with clinical and radiologicat evidence of adult
respiratory distress syndrome (ARDS).

Figure 1: Chest radicgraph of the patient, on admission to hospital,
demonstrating bibasilar pulmonary consolidation predomi-
nantly affecting the left lower lobe
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With continuing deteriotation in the clinical condition, antibi-
otics were empirically changed to cefotaxime (1 mg VI 6 hour-
ly) and clindamycin (600 mg IVI 6 hourly), and erythromycin
(1 g IV1 6 hourly) was added in staggered doses. Additional
blood specimens were submitted for bacterial and fungal cul-
ture, and for testing for the presence of cold agglutinins’ and
for serology for M. preurmoniae (immunofiuorescence antibody
test, Zeus Technologics Incorporated, New Jersey) and
Legionella pneumophila (indirect fluorescent antibody test).?

Packed red blood cell transfusions were required to maintain
the falling haemoglobin which was, in retrospect, most proba-
bly a function of the cold agglutinin, autoimmune haemolytic
anaemia associated with M. pneumoniae infection.” Despite
the low legionella antibedy titre which was not diagnostic on its
own but was unfortunately not followed up for evidence of a
4-fold rise in titre, it is felt that the overwhelming evidence
pointed towards the diagnosis of a mycoplasmal infection.
No pathogenic organisms were isolated on sputum culture. The
Legionella serology showed a titre of 1/64. Cold agglutining
were detected and on serological testing positive Mycoplasma
preumoniae IgM antibodies were present.

The patient began to improve siowly from day two. PEEP and
FiQ, were weaned slowly, together with the adrenaline,
isoprenaline and dopamine infusions.

Extubation was possible on day 10 and erythromycin, clindamy-
cin and cefotaxime were continued for a further day following
discharge from ICU (10 day course of antibiotics). The pa-
tient’s further recovery was uneventful and he was discharged
well from hospital.

Discussion

Mycoplasma preumonize is a well-known cause of comrunity-
acquired pneumonia, particularly in patients not requiring
hospitalisations'® and usually affects children and young
adults, although no age group is immune.!! Both respiratory
and non-respiratory syndromes may result.%10 Fatal cases of
M. pneumoniae pneumonia are rare, although isolated case
reports do appear in the literature.!2.13.14.13.16.47.18

_ Patients with respiratory tract involvement usually present with
rhinorrhoea, pharyngitis and otalgia. Clinically apparent pneu-
monia occurs in less than 10% of patients infected with M. preu-
moniae, while the majority of ill patients develop only pharyn-
gitis or bronchitis.® Fever (T°>38.9 °C), followed by chills,
headache and non-productive cough are the most common
symptoms.? Purulent sputum, haemoptysis and pleuritic chest
pain are less commonly found. Characteristically, radiological
evidence of consolidation on chest radiograph is not matched
by as extensive physical signs. Acquisition of the disease is
via inhalation of infected material on exposure to infected in-
dividuals, with an incubation period of 2 weeks.?

In the vast majority of patients who develop clinically appar-
ent M. pnenmoniae pneumonia, should abrupt deterioration cc-
cur in their clinical status, such deterioration is reported to oc-
cur only 7-14 days following the onset of illness.! This is in
contrast to the short duration (2 days) prior to deterioration
experienced in our case, a feature more in keeping with the
more commen bacterial pneumonias.

The best discriminating variables between the more common
bacterial pneumonias and M. pneumnoniae infection are usual-
ly the presence or absence of predisposing disease or previous
antibiotic treatment, the ESR rate (ESR was 5 mm in our case},
the presence of lymphocytes and the band neutrophils count.®

The common bacterial pneumonias are favoured by predispos-
ing disease, a short duration of illness before hospitalisation,
the presence of alcoholism, the absence of signs of an upper
respiratory tract infection, high C-reactive protein determina-
tions and ESR, total leukocyte counts greater than 15.0 x
10°/1, abnormal auscultatory findings and the presence of lo-
bar consolidation on chest radiograph. M. ppeumoniae preu-
monia, however, usually presents with symptoms before
hospitalisation for a fong period of time, and patients are often -
more likely to have received antibiotic treatment before such
hospitalisation. 1 Neither of these factors pertained in our casc.
Lobar consolidation also occurs in mycoplasma pneumonia and
no distinction between it and the usual bacterial pneumonias
can be made on the basis of radiclogical changes alone.
However, radiological resolution is usually most rapid in M,
pneumoniae infections,

Appropriate diagnostic investigations for the detection of M.
preumoniae, such as sputum and blood cultures, are mandato-
ry, although more commonly mycoplasma infection is diag-
nosed on positive serclogy and by the demonstration of the
presence of cold agglutinins. :

Although mycoplasma pneumonia is very seldom the cause of
life-threatening illness, such cases are being reported in the liter-
ature. The need to consider M. pneumoniae as the infecting
agent in acutely ill patients with progressive pneumenias re-
quiring ICU admission is stressed. In critically il patients with
pneumnonia, particularly those unresponsive to usual empiric
antimicrobial therapy, therapy with agents effective against M.
prieunoniae should be considered early. This treatment should
be institited even before a positive diagnosis has been estab-
lished. Failure to consider M. pneumnoniae as the cause of in-
fection may lead to death from an illness, usually emineatly
treatable with antibiotics such as erythromycin or tetracycline.
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