
this seems a problem of minor importance. Obviously,
research should continue for other antibiotics that are active
against Hpylori so that 100% eradication can be achieved.
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Thrombolytic treatment

Valuable in arterial thrombosis but ofless certain value in venous thromboembolism

Thrombolytic treatment has quickly established itself
as effective, but doctors may have problems in drawing
conclusions from the large number of clinical trials and
anecdotal reports. Guidelines prepared by experts are
therefore welcome-particularly on such a rapidly developing
subject. The Haemostasis and Thrombosis Task Force of
the British Committee for Standards in Haematology has
recently prepared new guidelines on the use of thrombolytic
treatment,' which supersede those of the American College of
Cardiology and American Heart Association.2
Unless there are clear contraindications, all patients with

myocardial infarction (as diagnosed by - 1 mm ST elevation
in two or more contiguous leads or left bundle branch block in
an electrocardiogram) should receive aspirin and thrombolytic
treatment with a minimum of delay. Patients diagnosed as
having evolving myocardial infarction should receive aspirin
and have serial electrocardiography; once the above criteria are
met, thrombolytic treatment should be started. The extent of
the benefit clearly depends on how quickly treatment is given,
particularly in the first six hours. Nevertheless, thrombolysis
given as late as 12 hours after the first symptoms improves
survival, and some benefit may accrue even up to 18 hours,
especially in patients with stuttering infarction.3

Clear evidence exists that very early treatment maximises
the benefit of thrombolysis, but neither the British task force'
nor the guidelines of the American College of Emergency
Physicians4 recommend that thrombolytic drugs should be
given outside hospital, though they might be beneficial. The
British Heart Foundation's working group took a less timid
view.'
These broad guidelines need slight modifications depending

on the site of the infarction. The time window for thrombolysis
should be wider for patients with an anterior wall infarction
(which is associated with higher mortality) than for those with
an infarct in other locations. Patients with inferior infarctions
seem to have a poorer outcome as a result of complications of
thrombolysis, but this does not apply to those in whom the
infarction is associated with second or third degree heart
block.6
Age over 66 was used as an exclusion criterion in many of

the clinical trials, but other studies consistently showed that
the reduction in mortality was greater in those patients aged
over 65 and treated with thrombolytic drugs than in control
patients.78 Thrombolytic treatment should, however, be
given to older patients only after careful assessment for any
potential risk ofbleeding.
What about the choice of drug? One placebo controlled trial

in patients treated within six hours of the onset of symptoms
of myocardial infarction showed that 26 lives were saved per
1000 patients treated with 1 500 000 IU of streptokinase over
60 to 90 minutes.9 An additional 9-11 lives per 1000 patients
were saved in the global utilisation of streptokinase and
tissue plasminogen activator for occluded coronary arteries
(GUSTO) trial, which used 100 mg of alteplase in conjunction
with aspirin and intravenous heparin. This treatment lowered
the 30 day total mortality to 6-3%, compared with 7-2%
achieved with streptokinase, aspirin, and intravenous
heparin.10

In patients with peripheral arterial thromboembolism
thrombolytic drugs are now usually given locally with a pulse
spray technique. A rapid spray of drug through multiple holes
in a catheter increases the amount of the surface of thrombus
treated and simultaneously disrupts the thrombus. The result
is that short occlusions (10-20 cm) are lysed within two hours,
compared with 24 hours with the former slow continuous
regional infusion.
Doubts continue about the use of intravenous thrombolytic

drugs to treat proximal deep vein thrombosis. The trials so far
published have not shown any clinical benefit either in
mortality or in the incidence of the chronic post-thrombotic
leg syndrome. Treatment is difficult because the mass of the
venous thrombus is much greater than that in arterial
occlusions and is often of mixed age. Thrombolytic drugs
need to be given for a long time-sometimes days-and this
increases the risk ofbleeding.
Thrombolytic drugs are being recommended for acute

rapidly evolving major pulmonary embolism of haemo-
dynamic importance. Intravenous administration is said to be
just as effective as the intrapulmonary route and has the
advantages of simplicity and speed. There is, however, no
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evidence from randomised trials that thrombolytic treatment
lowers mortality in patients with life threatening pulmonary
embolism.
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Monitoring children's growth

New charts will help

Children whose growth is extremely abnormal are easily
recognised. The aim of growth monitoring is to identify
children with less obvious but treatable growth disturb-
ances,'" such as growth hormone insufficiency, Turner's
syndrome, and hypothyroidism.
Cheap, accurate, self calibrating equipment5 such as the

Leicester height measurer and better training should ensure
that children are measured accurately. Interpreting measure-
ments is more difficult: there is no easy way of separating
children with true growth problems from the more numerous
"short normal" children. For this, growth charts are essential.
The Tanner-Whitehouse charts, which have been used in

Britain for 30 years to assess height, weight, and head
circumference, are now out of date. The average height of
British children has increased (the so called secular trend).
The increase in breast feeding and the "humanising" of
formula feeds are responsible for more rapid weight gain in
the first few months of life, followed by a deceleration.
Thus the typical appearance of a weight chart for an infant
born in 1995 is different from that indicated by the Tanner-
Whitehouse chart.
New growth charts are now available, based on seven

growth surveys between 1978 and 1990.6 They are called the
1990 nine centile United Kingdom charts and should replace
the Tanner-Whitehouse charts. As well as describing current
growth patterns more precisely, they have some new features.
Firstly, they eliminate the "step" at the age of 2, when
standing height is substituted for supine length. Secondly,
nine centiles are now provided instead of the traditional
seven. The lowest centile is the 0 4 line; only one child in 250
will fall below this line, which is a clearcut indicator for
referral. Children with heights between the 0-4 line and the
second centile may be normal short children of short parents
but merit observation. Similarly, in a child whose height
is above the 99-6 centile a growth disorder should be
considered. Thirdly, the interval between each pair of centile
lines is the same-two thirds of a standard deviation.7 This
will simplify interpretation of unusual growth patterns.
The centile lines on standard weight charts do not define

a "normal" pattern of growth. Rather, they show the distri-
butions of weights of a range of babies at various ages and are
said to be cross sectional. Weight at birth and growth in
extrauterine life are determined by different factors, so
the weight gain of individual babies may deviate from the
centile position defined by their weight at birth as they

take up their genetically determined growth trajectory.
A common problem for primary care teams is the baby

whose weight gain line is crossing the centiles downwards.8
Failure to thrive is suspected, but when no organic diagnosis
can be made, inadequate parenting, neglect, or abuse is
considered and child protection procedures may be initiated.
These concerns are sometimes justified, but the diagnosis of
non-organic failure to thrive is difficult 9 and errors can have
serious consequences.

If crossing centiles can be normal, how do you decide
whether a particular pattern is pathological? Conditional
reference charts address this question by defining the centile
ranking of the rate of weight gain over a period of time.10
Substantial centile shifts turn out to be much commoner than
most people imagine. Unfortunately, the extent of centile
shift depends on the starting position-the more extreme the
initial weight centile the greater the extent of centile shift. The
charts that describe this phenomenon are inevitably more
difficult to use than conventional growth charts, but the effort
will be worth while and may avoid unnecessary interventions.
How do you decide if a child is too fat or too thin? Answer-

use the body mass index, obtained by dividing the weight (in
kg) by the height (in m) squared. The body mass index rises
steeply in infancy, falls during the preschool years, and then
rises into adulthood. It must therefore be related to age and
yet another set of new charts enables this to be done." The
role of these charts in clinical practice has yet to be
determined. An extreme centile position does not necessarily
indicate disease. The age at which the slope of the body mass
index curve changes from down to up (the age of "adiposity
rebound") predicts adult fatness-the earlier the rebound the
greater the risk of adult obesity. Whether this pattern could
be changed by better diet or more exercise in early childhood
is a question for long term research.
The 1990 nine centile charts, the conditional reference

curves, and the charts ofbody mass index come from the same
dataset of measurements on white children only. The number
of non-white children measured in the various samples was
small; furthermore, the influence of social class and the extent
and rate of the secular trend vary among ethnic groups.
Construction of growth charts for them all would be almost
impossible. Data are available, however, on racial differences
in growth and body build.6
Monitoring growth is easy to do but difficult to do well.'2

An investment in the training of primary care staff should
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