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it will not be smooth sailing. China places great em i i i

and 'technology and maintaining highpstanda%ds in thgh;:iffeos?ioildsucji?otﬁ,e Si::nce
uration of .the' Academy, representatives from China’s leading med:ical institutiug-
and organizations honoured us with their presence. So with the support of (()):lls
Szﬂfiigues dand f(:lr}ends, especially from the well-established sister Colleges, Acaf
achievi daTn medical centres, I am confident the Academy’s objectives will be

Medlcal education in Hong Kong began over a hundred years ago and thr

medlf:al gradgatcs of Aberdeen University played a vital pioneering role lee
Scottish tradition has persisted through outstanding medical men agnd w.om :
from your country teaching here, further nutured by our very close links W':E
your Colleg?. My lecture is in honour and memory of Sir Stanley Davidson1 I
hope you will agree that the subject was appropriate, for Sir Stanley was a gr(;at

~ Scotsman, physician and educationist. I am honoured to have been invited to

deliver the lecture and thank you for your attention.
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THE MANAGEMENT OF CORONARY ARTERY DISEASE: A
TIME FOR REAPPRAISAL

B. M. Hegde,* Kasturba Medical College, Mangalore, India

Simple linear mathematical relationships govern most of our thinking in medi-
cine. Even in the present day when the genes responsible for both atherosclerosis
and myocardial infarction have been identified, we are lost in our age old belief
that coronary artery disease is due to atherosclerosis narrowing the epicardial
vessels and that the treatment is revascularisation on an acute or long term basis.

The naive thinking that the evolution in time of body organ functions
depends solely on the initial conditions and that changing the initial state will
have a salutary effect on the final outcome has repeatedly been proved wrong.
The dynamic human body does not follow these linear relationships and doctors
have been predicting the unpredictable!

With this background let us look at myocardial ischaemia. It is believed that
subclinical ischaemia (so called silent ischaemia) damages the myocardium and
subsequent periods of ischaemia may eventually cause an infarct. An editorial in
the BMJ clearly states that this is not the case.! Marber and colleagues have
shown by elegant studies in dogs that brief periods of ischaemia trigger adaptive
changes in the myocardium protecting it from subsequent prolonged ischaemic
insult.? This is called ischaemic preconditioning. Clinical studies have shown
similar preconditioning in humans.?> With further work I think the mist around
the pathophysiology of myocardial damage will be lifted and we may be able to
induce preconditioning pharmacologically.

Let us look critically at the logic of doing either angioplasty or coronary
bypass grafting in patients who have an anatomic stenosis of one or more of the
epicardial coronary arteries. The whole reasoning is based on two fundamental
postulates: that a tight coronary block is always potentially dangerous and that
attempts at revascularisation are always effective and safe.

Whereas tight stenoses of these vessels gradually progress to a complete block
as time evolves,® the occluded vessel does not pose the risk of an infarct and its
complications or even of a long term detrimental effect on ventricular function.
Complete occlusion resulting in infarction is almost always the result of thrombo-
tic obstruction of a near normal vessel.5 In the absence of an infarct, the stenoses
do not alter the long term changes in total left ventricular function despite
evidence of exercise induced signs and symptoms of myocardial ischaemia.®

It is, therefore, likely that silent ischaemia or even the reduced blood supply
due to fixed coronary lesions may be beneficial to the system by facilitating
myocardial toleration of a future major failure of blood supply. The danger to
those with coronary syndromes, therefore, lies in the sudden occlusion of a near
normal artery producing an infarct or unstable angina, brought on by plaque
disruption with consequent platelet adhesion and thrombosis.” If only we could
unravel the mystery of this sudden clotting, we would be able to manage these
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patients better. Recently i i
. ' y inflammation has been impli i i
P ; en implicated in th 8
Se:z ‘Z(l)lrllglt gois back to the time of Virchow. The inflammator lsfeziﬁcess’ re
seen cons sh ent yhln all plaques despite varied plaque morpholo)é FurfS .Wel’e
colles Sgﬁl ] v;tvel shown thath other factors are involved in the clot,? gut in:’l61 -
e : ement in thls field. Another field of renewed inte;est is thatan}m%
rige disgr . t.ors——acute risk facFors——that in the presence of a vulnerable 01 e
cawse d begi;ognalr;ld thromlizo‘o}slls.10 It is also interesting that most ocfh?g v
aques which are very small i hic
porom y small and never produc i
hypmhe%irsee;tgr‘ci}_ltz}n 1ﬁfty percent (<50%). This challenggs the ea:;%cl)o%;af})lhlc
pypothests of l1 1cal narrowing needing revascularisation’.!! The secong .
iy e dscu 1ii}rlsatlon procedures are always effective and safe rests ey
g éndard’s.tes t0i rsltliﬂz élias shqwn fthat coronary angiography is requii')er:ld ‘;esrz
1 ' agnosis of coronary di b 1vi i
B0 y disease before gi
en nl;ag:;ill‘a;?d;}clal ther.apy,lzwhe'reas, on the contrary, randoilfsl::ldg :?izlpal?ent
(pmonstrated betz;t ballz)lzg::;“‘ 11[():11d lowering regimes in individuals witli h;ilgli
. -y - > an ] .
Enbibitons can v me T » more recently, angiotensin converting enzyme
Despite thousands of angi plasti
‘ ioplasties done to d i
ony gioplasti o date, not a single
g ran;eo msit;ccllytsgliports. the superiority of angioplasty over medi%:al g;c;zzﬂy 1r6a?_
2 randomised nna angioplasty r.educed angina at six months with slightl yl‘) t .
e ot ncethco?lparcd Wltl.l medical therapy in single vessel diseZse ebter
more patiehts in | 0ef Sl‘rlsgd};addperll;procedural myocardial infarction.!” In pa,tienlg
n death as a result of cor I
who run : onary artery d
u rigosrgd ‘(I):Ssserllsot affi)rd any protecqon.18 Supporting theyconten};iorllseté}lls;; tlzy}fx):lss
shonosed vesse lra(lire y produce an infarct and kill is recent data demonst ting
e e hea ‘s,e 0 not .evelrlr }ieduce blood flow to the distal myocardiur;?r;g
no angina. There may be h !
e y be enough collateral supply.1®
graphy Shocl)lrlzn;reyd;rteryl Surgery Study, (CASS) clearly shor\:\l;)ez that angio-
grapny stould be do ebon'y to pl'an the operation after the decision to operatge i
er anc not. Z 1risek e?lzhof diagnosis.2® If angiography is done before th;:
lec ot the patient being frigh
dec : , . . ghtened by the doct i
anxlziyo;ﬁ) ualt vplgﬁni) . which mlghF kill him at any tinz,e. Mucolf (c))? ath;tl}tle .
Ny, andwclto 1162 gfl;l;sg ifro];n ang;cl)graphy can be allayed by a landmarkogtlj)crl;
n Bost ini i
o the conar s on“! on second opinion for angiography which

Inal i ; .

safelyagﬁge lf‘rr::i:tlon :rf; r;:irilcatllg S;SE/IC pffments with coronary disease, angiography can be
) ate % of co i : 2

USA is unnecessary, or at least could be postr::;;}i'. angiographies being undertaken in the

The authors have been
. . generous. In their study of 186 pati i
fjfgéoizimés hac} reffj‘rred for the procedure only 3% needfil21 ;flrlgtii) v::? O}lln SI‘:snlor
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atherosclerosis in the proximal segments of grafted vessels along with progressive

blocking of the saphenous vein.2% ‘
For angioplasty the restenosis rate may be as high as 50% and the blockage is

due to a newly recognised disease, fibrocellular intimal hyperplasia, for which
there is no remedy in sight.?® Interestingly, patients after angioplasty do not seem
to resume their previous employment as well as do medically treated patients.?”
Even the usual claim of better quality of life after bypass needs appraisal, as new
thoughts on quality of life demand more critical appraisal of how it 1s
measured.?®
As the number of revascularisation procedures increases, it is important for
doctors to appreciate that there is no direct correlation between stenoses demon-
strated by angiography and the risks of morbidity and mortality. Treasure has
drawn attention to the need for rethinking on this whole question.?® The audit of
coronary angiography and bypass surgery in Nottinghamshire came to the con-
clusion that only 49% of angiograms and 55% of bypass procedures were
appropriate.>® When obstructed internally coronary arteries are capable of re-
modelling themselves and of enlarging at the site of obstruction. How pleasant to
recall the body’s capacity to adjust to changes.31"32 Day in and day out we are
given the impression that there is an epidemic of coronary disease in the west,
but a recent study by Stehbens fails to support this.3?

I believe that the ‘magic bullet’ of revascularisati
not lived up to its reputation. To be fair there are two definite indications for

revascularisation, intractable chest pain and poor left ventricular function with
anatomic changes, such as aneurysm, ventricular septal defects or mitral leaks,
making life miserable for the patient. Coronary bypass surgery is a boon to these
unfortunate victims. We should encourage revascularisation based on the patients
symptoms and disability rather than on ‘menacing angiograms’. There is indeed a
need for rethinking in this field.

on in coronary stenosis has
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Short Report

THE EFEECT OF TESTOSTERONE ON DELAYED PUBERTY IN
CYSTIC\FIBROSIS

S. Mukhopadhyay and F. Carswell, Department of Child Health, University of Dundee
and Institute of Child Health, University of Bristol

Cystic fibrosis (CF) is associated with delayed puberty?! o(fi' uncertain Zen}cl)h:igczi
The onset of puberty in these circumstances can be‘ expecte 1t,0 1mprc:iv r}; vzth !
status and to boost morale. The simplest way to stimulate pu eréy an tﬁs- b s
to administer physiological amounts of testosterone for up to monOiné this &
generally sufficient to stimulate bone and physmai maturation to a p

pubertal development will continue spontaneously.

TABLE
Measurements before and after treatment
) Patients 1 2 3 4

Pre Post Pre Post Pre Post Pre Post
General
He‘ifgltocity 34 60 38 70 83 60 53 70
Ws;iilct)city 50 —20 90 10 40 40 25 80
BonYee:ig‘: 100 125 115 135 105 128 115 140
Ch\'(oe';"rls"gi“'l e 142 152 148 158 135 145 143 153
Endocrine (serum levels)
Tezrtlorﬁgl%e <05 <05 06 <05 09 25 03 38
Ts(iu/l) 12 08 11 13 10 19 21 11
L}zIU/l) 24 44 19 15 22 — 41 44
FS(?U/I) <10 18 <10 <10 14 74 17 18
Respiratory function
FE(I"/A: mean pred) 52 46 26 18 13 18 73 62
FvC

(% mean pred) 6 60 47 24 32 21 70 63
General, endocrine and respiratory status of the 4 subjects before and 6
months’after completion of the testosterone therapy. .

FEV, =forced expiratory volume in 1 second (as % of mean predicted).
EVC =forced vital capacity (as % of mean predicted).

Ie i iti the velocities over
Height (cm/yr) and weight (kg/yr) velocities compare v
thzlgyeaE inliy;n)ediately prior to start of therapy V\{lth the. year which
includes the 6 months of therapy and the six months immediately after.
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