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Changes in weight and selected haematological values over time. Hydralazine was started in January 1979 and stopped in July 1980

Normal January July August October April April
range 1978 1980 1980 1980 1981 1982

Weight (kg) ..727 56-0 525 57 2 63-4 77-6
Haemoglobin (g/dl). 115-16 5 14 2 7-8 9 8 13 6 12 4 11-8
White cell count ( x 10l) . .. 4-11 6-1 3-4 6-3 5 4 7 0 6-0
Erythrocyte sedimentation rate (mm in 1st h) .. <7 12 130 103 24 20 44
Albumin (g'l) .35-53 42 24 29 40 41 ND
Globulin (gil) . .16-33 29 43 ND 33 30 ND
,gM (gl/) 16.7* 14.0* 12.0* 3-5 2-3

ND = Not done.
*Monoclone.

with hydralazine strongly suggests hydralazine-induced lupus
erythematosus; and the patient's complete recovery after the drug
was stopped also supported this diagnosis rather than that of idiopathic
lupus erythematosus. Increases in plasma immunoglobulin concen-
trations are common in hydralazine-induced lupus erythematosus,3
but a monoclonal gammopathy has not been reported. Benign mono-
clonal gammopathies are not uncommon, occurring in about 2% of
the population aged over 604; the monoclone generally persists in
unchanging concentration over many years. In the present case,
however, the IgM kappa monoclone disappeared gradually and
completely after hydralazine was stopped, suggesting that the mono-
clone was part of the lupus syndrome and not a coincidental finding.
Transient monoclones may occur rarely-for example, in response to
infection or in patients with primary immunodeficiency diseases5-
and this case suggests that they may also be caused by drug-induced
immunological illness.
Hydralazine-induced lupus erythematosus is readily diagnosed

when it presents with arthritis, pleurisy, or rash. It may, however,
present as an insidious illness characterised by general ill health,
considerable weight loss, a high erythrocyte sedimentation rate, and
blood dyscrasia. In these circumstances the diagnosis is easily delayed
or missed completely and there is a danger that advanced malignancy
may be diagnosed incorrectly. The presence of a paraprotein would
tend to reinforce this error, and it is important to recognise that
monoclonal gammopathy may be a feature of this reversible illness.
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Branhamella catarrhalis infection
of the lower respiratory tract:
reliable diagnosis by sputum
examination

Branhamella catarrhalis, an oropharyngeal commensal, has been
isolated from the lower respiratory tract by transtracheal puncture in
acute exacerbations of chronic chest disease.' Sputum may be con-
taminated by oropharyngeal commensals while transtracheal puncture
enables reliable identification of lower respiratory tract pathogens2
but causes discomfort to the patient. We compared sputum and
transtracheal aspirates to investigate the reliability of sputum exami-
nation in the diagnosis of lower respiratory tract infection with B
catarrhalis.

Patients, methods, and results

Ten men and one woman (mean age 61-5 years, range 35-78) were studied.
Ten had chronic chest disease, including chronic bronchitis (3) with
emphysema (1) or with asthma (3), bronchiectasis (2), and asthma (1). One,
without chronic chest disease, was a heavy cigarette smoker; five were
smokers, five ex-smokers, and one a non-smoker. Six were receiving oral
corticosteroids for chronic chest disease and, of these six, one also had
multiple myeloma and one diabetes mellitus.
B catarrhalis was presumptively identified in sputum by the presence of

Gram-negative diplococci in leucocytes and by colonial morphology after
growth in direct and quantitative culture on 5%' sheep blood agar and
chocolate agar. Transtracheal punctures were then performed and trans-
tracheal aspirates Gram stained and cultured aerobically and anaerobically
on 500 sheep blood agar and aerobically on chocolate agar. B catarrhalis was
positively identified in sputum and transtracheal aspirates by the criteria of
Doern and Morse3 and confirmed by the National Health Institute,
Wellington.
B catarrhalis was isolated from 10 of 11 transtracheal aspirates from 11

patients in whom B catarrhalis was identified in sputum. It was isolated in
pure culture in four specimens and with other bacteria in six (table). All 10

Bacteriological analysis of tracheal aspirates

No of
Bacterial isolates aspirates

B catarrhalis (alone) 4
B catarrhalis + H itifluenzzae 3
B catarrhalis + H inifluenzae and

Streptococcus pneumrslotniae 2
B catarrhalis + S p7zeumnoniae 1
Enterobacter sp 1

isolates of B catarrhalis from transtracheal aspirates were susceptible to
erythromycin, co-trimoxazole, tetracycline, and cefuroxime, and five of the
10 isolates produced 5i-lactamase. In four of the five patients with a P-
lactamase-producing B catarrhalis infection amoxycillin or ampicillin was
prescribed before antibiotic susceptibilities were known. In two patients P-
lactamase-producing B catarrhalis persisted in sputum for two and seven
days, and in the remaining two patients amoxycillin-sensitive Haemophilus
influenzae also persisted in sputum for two and seven days despite treatment
with amoxycillin or ampicillin.

Comment

We recognise B catarrhalis as a pulmonary pathogen because of its
isolation in pure as well as mixed culture from the lower respiratory
tract by transtracheal puncture and from frankly purulent sputum
during acute exacerbations of chronic chest disease. Also, the presence
of B catarrhalis within leucocytes in sputum suggests pathogenicity.
An exacerbation of chronic chest disease by infection with p-

lactamase-producing B catarrhalis may be treated with an inappropriate
antibiotic unless this micro-organism is looked for and identified. We
have seen two cases of persisting clinical infection during treatment
with amoxycillin or ampicillin until r-lactamase-producing B
catarrhalis was recognised and an alternative antibiotic used. Further-
more, the production of r-lactamase by B catarrhalis may protect
other pathogens from the action of penicillins. In two cases of P-
lactamase-producing B catarrhalis infection treated with amoxycillin
or ampicillin H influenzae as well as B catarrhalis persisted in sputum
for two and seven days despite in-vitro sensitivity of H influenzae to
amoxycillin.
B catarrhalis is a recognised pathogen causing pneumonia in

immunosuppressed patients.4 In our 11 cases, five had no cause of
generalised immunosuppression and none had a risk of aspiration
from the oropharynx.
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B catarrhalis was isolated from transtracheal aspirates in 10 out of
11 patients in whom B catarrhalis was identified in sputum before
transtracheal puncture. We conclude that the method of sputum
examination which we describe is reliable in detecting lower respiratory
tract infections with B catarrhalis in clinical practice without the need
for transtracheal puncture.
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Branhamella catarrhalis: 11 cases assessed by transtracheal puncture.
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Repeated renal failure with use of
captopril in a cystinotic renal
allograft recipient
The orally active converting-enzyme inhibitor captopril is extremely
valuable for severe hypertension. Side effects are, however, common.
Acute renal failure has been reported both with' and without2 pre-
ceding hypotension. We describe a patient in whom captopril was
associated on three separate occasions with deterioration in renal func-
tion and in whom biopsy showed acute interstitial nephritis.

Case report

A 7-year-old girl weighing 20 kg had end-stage renal failure secondary to
cystinosis. Peritoneal dialysis was started in March 1980. She required anti-
hypertensive treatment.
A cadaveric renal graft from a 48-year-old donor was transplanted in

February 1981. Initial oliguria persisted for 22 days and an episode of rejec-
tion was diagnosed by needle biopsy one month after operation. After stan-
dard treatment with intravenous methylprednisolone she was discharged
home. Serum creatinine concentration was 60 tLmol/l (0 7 mg/100 ml) and
blood pressure 120/70 mmHg. Prednisolone 20 mg daily and azathioprine 25
mg daily were started.

Two weeks later she was readmitted with hypertensive encephalopathy and
blood pressure 190/130 mm Hg. She was treated with intravenous diazoxide,
chlorothiazide 500 mg in the morning, propranolol 120 mg daily, and prazo-
sin 4 mg daily. Four days later serum creatinine concentration rose to 90
jimol/l (1-0 mg/100 ml) and renal biopsy showed mild interstitial rejection
not requiring treatment. Hypertension remained difficult to control despite
increasing propranolol to 240 mg daily and prazosin to 6 mg daily. We there-
fore decided to withdraw these drugs and begin treatment with captopril
6-25 mg, increasing to 25 mg eight-hourly (fig). Though blood pressure did
not fall further, after six days serum creatinine concentration rose suddenly
to 220 smol/l (2-5 mg/100 ml). Renal transplant biopsy showed interstitial
cellular infiltration in which eosinophils were prominent. These findings were
thought to represent interstitial nephritis.

Captopril was discontinued and conventional antihypertensive agents
reinstituted with the addition of minoxidil. Blood pressure remained difficult
to control. Three weeks later captopril was reintroduced but renal function
deteriorated and the drug was stopped. Serum creatinine concentration had
risen slightly when captopril was started but we were not certain that deterio-
ration in renal function was attributable to the drug.

Diazoxide 600 mg daily was subsequently used in addition to metoprolo
200 mg daily, frusemide 500 mg daily, and chlorothiazide 1 g daily. On this
regimen brittle diabetes developed, with frequent hospital admissions for both
hypoglycaemia and hyperglycaemia. In view of the severe intractable hyper-
tension and complications of treatment captopril was again introduced. After
two days acute oliguric renal failure developed, necessitating temporary
peritoneal dialysis (see fig). Creatinine concentration returned to the baseline
value of 340 ,umol/l (3-8 mg/100 ml) and diazoxide was reintroduced.

Comment

In our patient captopril was associated with deterioration in renal
function on three occasions in the absence of hypotension. The third
episode was severe and necessitated dialysis, though function subse-
quently returned to pretreatment values. Acute allergic interstitial
nephritis was diagnosed after biopsy.
The nature of the biochemical abnormality in cystinosis is unknown.

Thiol compounds such as cysteamine, when added to the culture
of cystinotic fibroblasts, induce elimination of the cystine and have
been shown clinically to lower the leucocyte content to the hetero-
zygote range.3 Captopril is a mercapto compound and the possibility
therefore arises that it may interact in a similar way, perhaps producing
a toxic metabolite.
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