
by dilating quite heavily calcified valves in patients who are
unfit for surgery."2 As in aortic stenosis, it is important that
patients who would be better treated with surgery are not
subjected to valvuloplasty simply because of age if they are fit
for surgery in other respects. Echocardiography is the best
technique for assessing the suitability of the valve for
dilatation.'8 Although transthoracic imaging is usually satis-
factory, the transoesophageal approach provides better detail
of the valve, subvalvar apparatus, extent of mitral regurgita-
tion, and any intra-atrial clot2' (a contraindication to the
procedure).

Balloon mitral valvuloplasty usually converts severe mitral
stenosis to a mild to moderate narrowing, with at least a
doubling of the valve's area and significant improvement in
the patient's clinical state. Unlike in aortic stenosis, these
results are well maintained.2223 In experienced hands the
mortality is less than 1%-considerably less than that of
mitral valve replacement, although a fairer comparison would
be with closed mitral valvotomy, which probably has a similar
risk.24 Important complications of balloon valvuloplasty
include cardiac perforation leading to tamponade, embolic
stroke due to displacement of clot from the left atrium, and
damage to the valve leading to severe regurgitation. These
complications are more likely with inexperienced operators.25
Traditionally, surgical treatment of mitral stenosis has been
withheld until symptoms become severe because of the risks
and inconvenience associated with it. Now that the mitral
valve can be dilated with excellent relief of symptoms, a
mortality of 1%, and only a few days in hospital it is reasonable
to consider the procedure in patients with mild symptoms in
the hope that early intervention may postpone the onset of
atrial fibrillation and pulmonary vascular disease and allow
the patient to have near normal exercise tolerance.

ROGER HALL
Consultant Cardiologist

RICHARD KIRK
Consultant Paediatric Cardiologist

University Hospital of Wales,
Cardiff CF4 4XW

1 Kaplan JD, Isner JM, Karas RH, Halaburka KR, Konstam MA, Hougen TJ, et al. In vitro analysis
of mechanisms of balloon valvuloplasty of stenotic mitral valves. Am J Cardiwl 1987;59:318-23.

2 Reid CL, McKay CR, Chandraratna PAN, Kawanishi DT, Rahimtoola SH. Mechanisms of
increase in mitral valve area and influence of anatomic features in double-balloon catheter balloon
valvuloplasty in adults with rheumatic mitral stenosis: a Doppler and two-dimensional
echocardiographic study. Circulation 1987;76:628-36.

3 Come PC, Riley MF, Diver DJ, Morgan JP, Safian RD, McKay RG. Noninvasive assessment of
mitral stenosis before and after percutaneous balloon mitral valvuloplasty. Am J Cardiol
1988;61:817-25.

4 Mullins CE, Ludomirsky A, O'Laughlin MP, Vick GW, Murphy DJ, Huhta JC, et al. Balloon
valvuloplasty for pulmonic stenosis-2 year follow up: haemodynamic and Doppler evaluation.
Cathet Cardiovasc Diagn 1988;14:76-81.

5 Ladusans EJ, Qureshi SA, Parsons JM. Balloon dilatation of critical stenosis of the pulmonary
valve in neonates. Br HeartJ 1990;63:362-7.

6 Caspi J, Coles JG, Benson LN, Freedom RM, Burrows PE, Smailhorn JF, et al. Management of
neonatal critical pulmonic stenosis in the balloon valvotomy era. Ann Thorac Surg 1990;49:273-8.

7 Zeevi B, Keane JF, Castenada AR, Perry SB, Lock JE. Neonatal critical valvar aortic stenosis. A
comparison of surgical and balloon dilation. Circulation 1989;80:831-9.

8 Sholler GF, Keane JF, Perry SB, Sanders SP, Lock JE. Balloon dilatation of congenital aortic valve
stenosis. Circulation 1988;78:351-60.

9 O'Connor BK, Beekman RH, Rocchini AP, Rosenthal A. Intermediate term effectiveness of
balloon valvuloplasty of congenital aortic stenosis. Circulation 1991;84:732-8.

10 Cribier A, Savin T, Saoudi N, Rocha P, Berland J, Letac B. Percutaneous transluminal
valvuloplasty of acquired aortic stenosis in the elderly: an alternative to valve replacement? Lancet
1986;i:63-7.

11 Safian RD, Berman AD, Diver DJ. Balloon aortic valvuloplasty in 170 consecutive patients. NEngl
J Med 1988;319:125-30.

12 Kuntz RE, Tosteson ANA, Berman AD. Predictors of event-free survival after balloon aortic
valvuloplasty. N Engl3' Med 1991;325:17-23.

13 Block PC. Aortic valvuloplastv-a valid alternative? N EnglJ7 Med 1988;319:169-71.
14 Sprigings DC, Jackson G, Chambers JB, Monaghan MJ, Thomas SD, Meany TB, et al. Balloon

dilatation of the aortic valve for inoperable aortic stenosis. BMJ 1988;297:1007-11.
15 McKay RG, Safian RD, Lock JE, Mandell VS, Thurer RL, Schnitt SJ, et al. Balloon dilatation of

calcific aortic stenosis in elderly patients: postmortem, intraoperative, and percutaneous
valvuloplasty studies. Circulation 1986;74:119-25.

16 Culliford AT, Galloway AC, Colvin SB, Grossi EA. Aortic valve replacement for aortic stenosis in
persons aged 80 years and over. AmJ Cardiol 1991;67:1256-60.

17 Patel J, Vythilingum S, Mitha AS. Balloon dilatation of the mitral valve by single bifoil (2 x 19mm)
or trefoil (3 x 15 mm) catheter. Br Heartj 1990;64:342-6.

18 Palacios IF, Block PC, Wilkins GT, Weyman AE. Follow-up of patients undergoing percutaneous
mitral balloon valvotomy. Circulation 1989;79:573-9.

19 Herrmann HC, Wilkins GT, Abascal VM, Weyman AE, Block PC, Palacios IF. Percutaneous
balloon mitral valvotomy for patients with mitral stenosis. Analysis of factors influencing early
results. J Thorac Cardiovasc Surg 1988;96:33-8.

20 Lefevre T, Bonan R, Serra A, Cretlan J, Dyrda I, Tetitclerc R. Percutaneous mitral valvuloplasty
in surgical high risk patients.,7 Am Coll Cardiol 1991;17:348-54.

21 Manning WJ, Reis GJ, Douglas PS. Use of transoesophagheal echocardiography to detect left atrial
thrombi before percutaneous balloon dilatation of the mitral vale: a prospective study. Br HeartJ
1992;67: 170-3.

22 Babic UU, Grujicic S, Popovic Z, Djurisic Z, Pejcic P, Vucinic M. Percutaneous transarterial
balloon dilatation of the mitral valve: five year experience. BrHeartJ 1992;67:185-9.

23 Casale PN, Stewart WJ, Whitlow PL. Percutaneous balloon valvotomy for patients with mitral
stenosis: initial and follow up results. Am Heart3' 1991;121:476-9.

24 Hickey MSJ, Blackstone EH, Kirklin JW, Dean LS. Outcome probabilities and life history after
surgical mitral commissurotomy; implications for balloon commissurotomy. J Am Coll Cardiol
1991;17:29-42.

25 Herrmann HC, Kleaveland JP, Hill JA, Cowley MJ, Margolis JR, Nocero MA, et al. The M-heart
percutaneous balloon mitral valvuloplasty registry: initial results and early follow-up. J Am Coll
Cardiol 1990;15:1221-6.

Reaccrediting general practice

GMSC, RCGP, and regional advisers in general practice should get together

In a survey earlier this year ofgeneral practitioners working in
the NHS nearly two thirds disagreed with the statement that
"Once a GP has acquired a basic level of competence no
further form of reappraisal is necessary during the rest of
his/her active professional life."' Given that no professions
currently reaccredit their members, here is evidence that most
general practitioners are forward looking and have the
interests of their patients in mind.
Why should the profession with one of the longest periods

ofprofessional training now be initiating reaccreditation? The
sheer quantity of new knowledge and the pace of change
demand unprecedented intellectual and emotional commit-
ment from medical generalists.

Reaccreditation is mainly for patients. Like the original
licence to practise, it should be an assurance that education
has been effective, competencies have been acquired, and
patients can consult with confidence. It ought also to give
something to the profession, both individually and collec-
tively. For the individual doctor the process should be
stimulating and educational, while for the profession there
should be corporate pride in a job well done.

There are three ways in which reaccreditation could be
done in general practice, all with advantages and disadvan-
tages. These are by re-examination, a requirement to attend
educational sessions, and assessment of performance in the
practice itself.2 An examination is the easiest and cheapest
option, and there will be pressure for it. In British general
practice this is likely to be the examination for membership of
the Royal College of General Practitioners (MRCGP) or a
variation of it. This may not, however, be the most popular
proposal, and there are problems. Firstly, the MRCGP
examination has been designed to assess vocational training,
and though three quarters of all trainees now take it
(examination board ofRoyal College of General Practitioners,
personal communication, 1992), it is not designed as a test of
competence for experienced general practitioners. Although
there is now a debate about "qualifications and quality of
care"3 and a defence body offers discounts to doctors with the
MRCGP,4 it is not an ideal examination for reaccreditation.

Attendance at courses is an easy option and the approach
favoured by the Royal College of Obstetricians and Gynae-
cologists.5 Given that attendance at courses is already
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included in the 1990 general practitioner contract adopting it
for accreditation smacks ofdouble counting, and there is little
evidence that it is associated with better performance. Select-
ing and monitoring educational events and monitoring
attendance-let alone how much learning actually goes on-
would be difficult.
The third approach is to measure general practitioners'

performance in their practice. Difficult and expensive, it
requires national agreements on standards of performance,
objective measurements, and visiting teams. It is, however,
the one method that is already operating in general practice-
through visits to approve trainers and to accredit members of
the Royal College of General Practitioners as fellows. The
survey earlier this year found that more than two fifths of
general practitioners reported that their practice participated
in training and so were being assessed. '
The survey also found that general practitioners have a

preference regarding how they might be reaccredited: they
would clearly prefer peer reviewed practice visits with
external visitors. ' Their responses were also analysed
according to their degree ofinvolvement in training-from no
involvement, through training provided in the practice, to
providing training personally. A clear gradient existed: the
greater the general practitioner's participation in training the
more likely he or she was to believe that reaccreditation was
necessary. Trainers, who are reaccredited for teaching at
least every five years and in some regions every three, value
reaccreditation most.

General practitioners have given their representatives an
effective mandate to put reaccreditation on their national
agenda. Many groups, such as patients and managers, may
now try to get in on the act. They would, however, be wise to
stand back: this is a delicate time when the first shoots of a new

growth could easily be damaged. General practice has taken
the first step: it should now be encouraged and allowed to
work out its own solution, probably by peer review. It
must, for example, construct a sensitive, educational, and
appropriate system for those who have problems in being
reaccredited.
Three groups have a stake in this: the General Medical

Services Committee, which organised the survey; the Royal
College of General Practitioners, which developed vocational
training' and higher professional education in general practice7
and published the most advanced system of reaccreditation in
general practice, Fellowship by Assessment; and the university
appointed regional advisers in general practice, who are
already reaccrediting about two in five British general
practices. '

In the mid-1970s general practice needed to invent a new
organisation, the Joint Committee on Postgraduate Training
for General Practice, to handle vocational training. Could the
three national groups with an interest in reaccreditation now
get together, share their skills, and take the process forward?

DENIS PEREIRA GRAY
Professor of General Practice and Director,
Postgraduate Medical School,
Exeter University,
Exeter EX2 5DW

1 Electoral Reform Ballot Services. Your choicesfor the future. London: GMSC, 1992:99-104.
2 Pereira Gray D. Accreditation in general practice. Qualitv in Health Care 1992;1:61-4.
3 Pereira Gray D. Qualifications and quality of care. Lancet 1991;337:1025.
4 Refunds are for MRCGPs only. General Practitioner 1991 April 6:1.
5 Royal College of Obstetricians and Gynaecologists. Report of the RCOG working party on continutng

medical education. London: RCOG, 1991.
6 College of General Practitioners. Special vocational training for general practice. Report from general

practice 1. London: CGP, 1965.
7 Royal College of General Practitioners. A college plan. Priorities for the future. London: RCGP,

1990:32-42. (Occasional paper 49.)
8 Royal College of General Practitioners. Fellowship by assessment. London: RCGP, 1990. (Occasional

paper 50.)

dOsteoporosis in men I i

Hormonal protection eventually fades and prevention is key

Clinical osteoporosis may be defined as thinning of the bone-
with normal mineralisation- severe enough to lead to fracture
with minimal trauma. The incidence of vertebral fractures is
up to six times less common in men than women,' but
osteoporosis and its problems are on the increase in both
sexes. Men are relatively protected for several reasons.

Firstly, age for age their bone density is higher. Their bones
are bigger; and they continue to increase in size owing to
growth of periosteal bone.2 Androgens have a direct effect on
bone cells, probably in conjunction with insulin related
growth factor I, on chondrocytes of the growth plate, and on
osteoblasts.3 The anabolic effect of testosterone on muscles
probably increases the stresses on bones during exercise, and
this in turn would be expected to lead to more deposition of
bone in men.

Secondly, spermatogenesis is a production line process that
does not progressively deplete the stock of germ cells;
normally therefore, both the structure and function of the
seminiferous tubules, which are important for the function
of Leydig cells, are maintained into quite advanced old age.
The production of testosterone (and oestradiol) is well
sustained in old men.4 This hormone pattern contrasts with
the single batch process of oogenesis in women, which means
that once stocks are depleted production of oestradiol
virtually ceases-with the consequent menopausal accelera-
tion of bone loss.

Thirdly, and probably as an adverse consequence of high
concentrations of testosterone on other body systems, men on
average live about five years less than women, so there are
fewer old men to develop cortical osteoporosis and so to
sustain fractures of the neck of the femur. The pattern of
osteoporosis in men is different from that in women, with less
loss of trabeculae and thinning of trabeculae being more
prominent.5 6

Except in extreme old age, men with osteoporosis generally
present with pain due to vertebral crush fractures. Several
studies have shown that identifiable risk factors play a more
prominent part than in women. These include predisposing
illnesses -any condition leading to treatment with steroids or
excess natural secretion of these hormones, hypogonadism
(with or without hyperprolactinaemia), gastrointestinal
surgery, defective synthesis of type I collagen leading to
osteogenesis imperfecta tarda, and, rarely, systemic masto-
cytosis.6"-' A clinician in doubt about the diagnosis should
measure the serum concentrations of luteinising hormone,
follicle stimulating hormone, testosterone, and prolactin and
do screening tests for Cushing's syndrome such as measure-
ments of the 24 hour urinary free cortisol excretion and serum
cortisol concentration after suppression the previous night
with a single dose of I 5 mg dexamethasone. Behavioural risk
factors include heavy cigarette smoking, excessive drinking, a
low calcium diet (which may result from alactasia), and
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