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Chief Anaesthetist, Govt- General Hospital, Madras

Modern anaesthesia is based on che-
mical paralysis of the neuro-muscular,
autonomic, cardio-Vascular and tempe-
rature regulating systems of the body,
combined with light narcosis. A global
general survey of the incidence of car-
diac arrests on the operation table, has
shown that the number is gradually on
the incline keeping pace with the
gress of anaesthesia and s /ggly/
Paradoxical it might seem, whethfér” vhe
progress in anaesthesia is tow’r
crease in chances of cardlac~ar‘s

in modern anaesthesia, but not if adm
nistrated by fully trained anaesthesiolo-
gists. Anaesthesia was born in 1842
when Crawford Long administrated the
first general anaesthetic for a cyst remo-

val and Oliver Wendell Holmes, a witty
writer coined the name ‘‘Anaesthesia”
for such a state of sleep. Inhalation
general anaesthesia then rapidly progres-
sed under the able hands of Horace
Wells, Morton, Snow, Simpson, Colton
etc., until the death of Miss Hannah

. Geeener under chloroform on 2nd
mﬁmy\ms led to the researches into

\-._. nised by the then Royal
edicine. In 1891, Corning
’. rk on spinal anaesthesia
lrty years popularised all

and spinal anaesthesm

Society of
published hgs

war, ether and nitrous oxide remaining

as the only safe anaesthetic ageuts,
although different types of anaesthetic

inhalers were introduced in this period ..
JL. w5
Lotdey 7 7020, NEYV ML aeid




leading to the Boyle’s anaesthetic appa-
ratus. Muscular relaxation with quiet
abdomen was however difficult to
attain with only ether, and the emotio-
nal behaviour of the surgeon towards
the anaesthetist under such circumstances
prevented many a capable and self-
respecting doctor taking to this specia-
lity. Spinal anaesthesia, besides its
complication, never satisfied the patient
on the operation table, justifying the
remark of a jokular surgeon that the
hiccups and retching under spinal served
only to remind the surgeon that the
patient was still alive.

Muscle Relaxants :  Griffith and John-
son at last came to the rescue in 1942
when they introduced Curare for mus-
cular relaxation in anaesthesia, which
not only laid the foundation for the
future march of Anaesthesia but com-
pletely revolutionised the techiniques
altogether.  Immediately followed a
number of synthetic muscular relaxants
like Flaxedil, Scoline etc., which have
some advantages over the Curare alka-
loids. Acting on the myo-neural junc-
tion, the muscle relaxants produce motor
paralysis of all the muscles of the body
excluding the myocardium and the con-
sequent respiratory paralysis requires
artificial manual support by the anaesthe-
tist. Employing muscular-relaxants, it
is also easier and safer to perform the
technique of controlled respiration, ori-
ginally invented by Nosworthy in 194]
for thoracic surgery, but now routinely
administrated for all major operations.
With this dawned an era of light narcosis
for surgical anaesthesia which meant less
morbidity in the post operative period,
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contrary to the dangerous depression of
all the vital organs of the body following
ciassical deep anaesthesia with ether or
chloroform.

Control of Blood-Loss: The control of
blood-loss during a major operation
especially in those for radical excission
of malignant growths or in Neuro-Sur-
gery remained still a problem. The
demands on blood banks were far in
excess of the quantum of blood available,
especially in countries like India where
“Donor” positions are precarious. Besi-
des, recent researches in blood trans-
fusions have proved the complications
of minor impatibilities due to existence
of sub-groups and the dangers of citrate
intoxications. About this time a num-
ber of workers on pursuit of safer and
superior muscle relaxants, anti-hista-
minies etc, following closely the chemical
chain of Curare (quaternary ammo-
nium chain) arrived at ganglion blocking
agents which had hypotensive actions.
Barlow and Ing in 1948 and Paton
and Ziamis in 1949 introduced Metho-
nium group of drugs for hypotensive
action. Armsirong Davison Enderby
etc., applied these methonium group of
drugs for hypotensive anaesthesia in
1950, but in 1952 Sarnoff et ¢/ demons-
trated the controllability of hypotension
with “Arfonad™ which still remains a
superior drug for this purpose.

Ganglion blocking agents have a
profound sympatholytic action, so also
their cousins the Pheno-thiazonc deri-
vatives (Chlorophomazine etc) which in
addition were good hypnotics, anti-
emetics, anti-histaminics etc. So came
the introduction of pheno-thiazine deri-
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vation in anaesthesia which are widely
used now for a number of purposes,
viz: potentiation of anaesthesia, hypo-
tension, autonomic blockade for hypo-
thermia ctc., etc. These drugs with
pethidine intravenously or intramus-

cularly are used for entire anaesthesia |

in a technique called Ataralgesia for
operations which do not require much
relaxation (Anaesthesia without an
anaesthesist)

Hypothermia - Qpen  cardiac  sur-
gery, vascular surgery and certain types
of Neuro-surgery required further facili-
ties. 1t was found that unless circula-
tion in the part concerned was stopped,
surgery was not possible for these ope-
rations. It is well known that Brain
cannot stand anoxia for more than 4
minutes at normal body temperature, but
in 1950, Bigelow showed that at tempe-
rature below 84° F. brain survived anoxia
for more than 20 minutes and that com-
plete circulation to the brain could be
stopped safely for about 20 to 30 minu-
tes. Hence came the technique of
Hypothermia, in which the patient is
cooled to a temperature of about 82° F
(26°C) by either application of cold to
the skin surface (surface cooling) or re-
transfusion of cooled blood (vascular
cooling). In the same year McQuiston
showed that “Blue babies” when cooled
to this low temperature showed better
colour. Also it was {ound out that

under hypothermic state, metabolism
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was depressed and that tissues require
less oxygen. Several other advantages
led to its use in anaesthesia and Bailey
et al in 1952 revealed their first successful
cardiac operation in a child under hypo-
thermia. Since then, hundreds of opera-
tions have been performed all over the
world, including Madras, under hypo-
thermia.

Extra Corporeal Circulation : Even these
advanced were not sufficient for direct

vision intra cardiac operations.  Unless
heart itself was stopped, this work could

not be thoroughly carried out. Melrose,
Lillehei and others designed variou

Extra-corporeal circulation pumps. In
these techniques the blood is by-passed
from the vena-cavae into the Pump
oxygenator and re-transfused into the
ascending aorta directly thus by-passing
the heart.

Thus the chloroformist of the past
once pumping the junker bellows,
has now to sit amidst Electrocardiogra-
phs, Cardioscopes, Tachometers, defibril-
lators, pace-makers, oximeters, electrical
thermometers, extra-corporeal circula-
tion pumps etc., etc., to perform such a
complex human experiment, controlling
all the vital functions artificially.

But the danger is yet ‘to come. If
this rate of progress is kept up, Hypnosis
may eliminate the anaesthesia completely
and like the “Toddy tapper’” in prohibi-
tion states, the anaesthetist might also
become extinct.
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Cardiac Emergencies in

General Practice
PALPITATION

By

Dr. D. P. GUPTA, M.D. (Medicine), M.D. (Pharmacology), M.R.C.P(Ed.)
Dist. Hospital, Sitapur '

Palpitation of any kind draws the
attention of the person to his heart and
he begins to question its integrity. It
produces anxiety state which leads to a
vicious circle, being one of the most
important cause of palpitation itself.
Palpitation may be of the following types:

1. Hyperactive or Rapid heart action
(Tachycardia) : It may be : —

{a) Rapid and regular rthythm (Sinus
Tachycardia)

(b) Paroxysmal tachycardia  with
rapid and regular rhythm.

i. Paroxysmal Superaventricular
Tachycardia,

2. Paroxysmal ventricular Tachy-
cardia.

3. Paroxysmal flutter.

(c) Rapid and Chaotic Rhythm:—-
Paroxysmal Auricular fibrillation.

(d) Fleeting and regetitive:—Ectopic
beats.

2. Heavy thudding type:—This is
due to increased stroke volume of
blood. The heart action is not
irregular or fast. This is persent
in hyperkinetic circulatory states:

aortic or mitral incompetence;

* Paper read before the I.M.A.FSivtVapu;'
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Patent ductus; Ventricular or auri-
cular Septal defect.

In both these the sensation is due to
radical change in the natural stroke
action of the heart or unusual movement
of heart within the thorax, strong beat
following the compensatory pause produ-
ces sensation in the ectopic beats.

3. Throbbing: This is vascular in

nature being arterial in aortic incompe-
Fence and venous in gross tricuspid
incompetence. Tactile preceptors in the
skin are stimulated by pressure from
within the vessel.  Patient may also
complain of a beat in the head specially
when in the bed at night.

As regards Cardiac Emergencies pre-
senting as palpitation, (Hyperactive heart
action) tachycardia deserves considera-
tion. It may be a sinus tachycardia or
paroxysmal tachycardia.

SINUS TACHYCARDIA

It means a heart rate faster than the
average normal (50 to -90/ minute). In
sinus tachycardia the increased rate is due
to increased rhythmicity of the sinus
node and is due to diminished vagal
tone or sympathetic stimulation. It

Branch.
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varies in rate from minute to minute or
atleast from hour to hour, and it varies
with emotion., effort. and change of
posture. Vagus stimulation, either by
carotid sinus or Eyeball compression
and release, results gradual rather than
abrupt slowing and quickening of the
pulse respectively, while in paroxysmal
tachycardia the rate is fixed, the carotid
sinus pressure either stops the attack
abruptly as in 50% of cases or has no
effect.

Aetiology: 1t is found in ail forms of
heart disease, and plays great role as a
physical sign in general medicine. 1.e,,
fevers, shock haemorrhage, pulmonary
tuberculosis, anxicty state and in many
other conditions. [t may be com-
pensatory as in high cardiac output
conditions.  Tachycardia accompanies
most infectious discases, specially those
accompanied by carditis. It is caused
by excessive use of tea, coffee tobacco
and alcohol.

Effect on the Heart: On  the whole
heart tolerates sinus tachycardia well. A
normal heart tolerates any natural degree
duration and ratc even approaching to
200/ minute during violent exertion: ov
persistent rate of 120 or so, may be wcll
born without harmful effect even over
20 years, while congestive f ailure results
in diseased heart i.e., in active carditis,
hypertension etc..

Treatment: WNo treatment is required
for sinus tachycardia itself, but the
cause is to be trcated.

PAROXYSMAL TACHYCARDIA

lt comprises those conditions In
which rapid rate of the heart begins and
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ends abruptly. Full velocity is reached
immediately in the space of one beat
and from no sensation (0 maximum
palpitation. It is helpful to ask the
patient to represent them by tapping
with his finger.

There are four different types of paro-
xysmal tachycardia;

1. Supraventricular tachycardia:  The
ectopic focus of excitation may be either
in the atrium or Atrioventricular node.

2. Ventricular tachycardia: The ectopic
focus is in the ventricule.

3. Paroxysmal auricular fibrillation:

4. Paroxysmal auricular flutter;

The recognition of these is important
as their prognosis and treatment varies.
It can very often be decided by ordinary
clinical examination. but E.C.G. is re-
quired to confirm.

1. Paroxysmal Supraventricular tachy-
cardia:  Both atrial and nodal tachycar-
dias are benign occurring in healthy in-
dividual and are fifteen times more com-
mon than the ventricular type.  Rarely
do they occur in diseased heart. Children
do not tolerate rapid ventricular rate and
gets syncopal attacks or congestive heart
failure.

Clinical diagnosis is made oa abrupt
beginning and end of an attack, rate
exceeding 150 per minute, being between
140 and 240/m. in €0% and between 150
and 200/m. in 50% cases (Campblle
1947). In one case of Bouveret’s it was
300/m.  There is usually polyurea
during the attack. These attacks are
not effected by effort, change of pos-
ture, Atropine, Amyl nitrate, Carotid
sinus or eye ball pressure, prostigmine
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or mecholin; if any' such measure ter-
minates the proxysm; if the duration is a
matter of hours rather than minutes or
days or weeks; if the patient is relatively
young i.e. under 40 years of age or was
so when he had his first attack; if the
proxysms have continued with variable
frequency for more than five years; and
if there is no evidence of organic heart
disease or thyrotoxicosis, E.C.G. requi-
res records of beginning and end of an
attack. The onset can only be recorded
by chance, but the end may be recorded
by means of continuous tracing while
the attack is terminated by vagal stimu-
lation either by carotid sinus pressure or
by drugs.

Paroxysmal nodal tachycardia is
difficult to be distinguished from the
atrial tachycardia when the rate is fast,
at slower rate E.C.G. resembles nodal
rhythm and clinically there are large
regular cannon waves in the jugular
venous pulse. It is innocent and res-
ponds well to vagal stimulation.

Paroxysmal Tachycardia may occur
in patients with a short P-R interval with
or without Wolff-Parkinson-White Syn-
drome. Lows et. al. (1952) found it in
9.5% of 200 such cases. Paroxysmal
Tachycardia occurs in 50 to 709 of
cases of W.P.W. syndrome (Wolff 1954),

Other symptoms like dizziness, tightness
in the chest, anginal pain, faintness or
syncope may occur.  Patient may
come anxious. Later symptoms depend
upon the health of heart muscle and dura-
tion of paroxysm. A prolonged attack
may lead to congestive heart failure even
when the heart is normal.
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E.C.G. may show ST segment depres-
sion of flattening; and invertion of
T. Waves. These changes may persist
for several days. Tachycadia make the
heart appear to be clinically enlarged;
murmurs are not heard or timed: and
B.P. falls. It is only examinatioh bet-
ween the attacks which help to decide
the presence of any heart disease.

Prognosis:  Immedjate prognosis s

excellent and physician should assure
the patient of good recovery. The long
term prognosis depends on the state of
of heart between the attacks. Frequent
attacks in normal heart do not shorten

life or damage heart. Onp the whole
mortality rate is 19,. '

Treatment: Supraventricular paroxysms
when of nodal origin may be terminated
by some mechanical manouevre already
known to the patient e.g., change in
posture; putting the head between the
knees; taking full inspiration and then
attempting to expire forcibly with glottis
closc.:d‘: drinking iced water: inducing
vomiting; or by stimulation of the vagus
by way of pressure on the car
of eye-ball. These are successful in
50% of cases. The stimulation of vagus
by cholinergic drugs is successful jn 75%
of cases. The carotid sinus jg situated
at the bifurcation of the common cartid
artery at the level of (he upper border
f’f the thyroid cartilage. The pressure
is applied by means of thumb against
the bodies of the cervical ventribae for
15 to 20 seconds first on the right and
thex.l on the left side, if hecessary. The
patient is seated with head supported
and the neck muscles relaxed, head

otid sinus
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slightly rotated to the opposite side to
that on which pressure is being applied.

This shoald be avoided in old arterio-
sclerotic patients.  Cholinergic drugs
often stop the attack but due to their
unpleasant side effects they may be
avoided, when used a syringe containing
atropine sulphate gr. 1/50 is kept ready
to overcome the undesirable side effects.
The best drug is mecholin (acetyl.Beta.
Methyl-choline).  Prostigmine is least
unpleasant. Mecholin is given subcu-
taneously or intramuscularly 10 to 20
mgm. and is effective in 5 minutes.
Prostigmine in doses of 1 to 2 mgm.
intravenously or intramuscularly being
effective in } to 1 hour.  Presence of
Bronchial asthma is contra indication for
their use.

The cases where the attacks last longer
than 24 hours or congestive heart failure
has begun digitalis should be tried.
Quinidine is not so effective. Jf the
attack unduly disturbs the patient he
may be given strong hypotic and the
attack may stop after sleep.

Paroxysmal tachycardia does not res-
pond to any of the above measures. The
drug of choice is digitalis. In urgent
cases quick digitalisation is necessary
and it is given i.v., in doses of 1 to
1.25 mgm. of Digoxin and the maximum
effect is produced in 4 to 1 hour.
Dose of 0.25 to 0.5 mgm. repeated 4 to
6 hourly till the full effect is produced.
{t is most useful in cases of infants, dose
being 2 mim. of tincture of Digitalis-
6 hourly for babies under 15 lbs. and
0.125 to 0.25 mgm. of Digoxin 6 hourly
in older children.
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When emotional disturbances are
predominant regular sedation with
phenobarbitone or Largactil with mil-
town for prolonged time may abolish
the attack or lengthen the interval bet-
ween them. Quinidine is under trial as
prophylactic 5 gr. twice or thrice a day
for several months. When the attacks
are very frequent and incapacitating
mild hypothyroid state with Marcazole
20 to 30 mgm. td.s. followed by 10
mgm. t.d.s. is relieving. ’

Bilateral stellate and upper dorsal
ganglionectomy abolished the paroxys-
mal atrial tachycardia in several difficult
cases reported by White and Bland (1950).

PAROXYSMAL VENTRICULAR TA-
CHYCARDIA: This is less common
than the supraventricular Tachycardia.
[n over 80% of patients there is serious
heart disease such as heart failure due
to, hypertension, or aortic valve disease,
or myocardial infraction, and may suc-
ceed Stokes-Adams first. Occasionally
it is due to digitalis poisoning. In 20%
of cases it is innocent. It has the same
clinical features as the supraventricular
but there is no response to Carotid
sinus pressure or cholinragic drugs. It
is more frequently followed by conges-
tive heart failure or ventricular fibril-
lation or sudden death. But gross heart
failure wtth prolonged paroxysmal
ventricular tachycardia does not neces-
sarily signify organic heart disease. On
restoring to normal rhythm the E.C.G
changes and cardiac enlargement are
reversible.

Prognosis: It is grave, as the above
mentioned dangers are accompanying
this condition.
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Diagnosis: Tt can be recognised at
the bed side if there are occasional can-
non waves in the jugular venour pulse,
or if the first heart sound is occasionally
extra loud, both indicating a varying
atrioventricular relationship. E.C.G. exa-
mination shows abnormality of the QRs
complex.

Treatment: It is important to stop
the attack as soon as possible. In case
of emergency procaine amide hydrochlo-
ride given intravenously 200 mg. slowly
in 5% glucose solution followed by 100
mgm. every S5 minutes till the attack
stops or a total dose of 1 gm. has been
given. A careful watch is kept on B.P.
as this drug may produce hypotension.
Other drugs given intravenously are
quinidine 3 gr. or magnisium Sulphate
209, Solution. But these drugs are not
so effective. If the case is less urgent it
is better to give procaine amide | gm.
(4 tablets of 0.25 gm.) initially followed
by 0.5 gm. 4 hourly for 24 hours. Quini-
dine is sometimes effective in the treat-
ment 5 gr. 2 hourly total 30 gr. is given
and followed by 5 gr. three times daily.
Armbrust and Levine (1950) found it
suczessful in 81% cases. . Digitalis is
contraindicated. The underlying cardio-
vascular disease amenable to treatment
such as hypertension, thyrotoxicosis,
mitral stenosis and Cor pulmonal should
be treated radically.

Maintenance Therapy : To prevent all
‘kinds of tachycardia the best treatment
is Quinidine sulphate 3 to 15 gr. three
times daily. Heavy doses may not be
tolerated but should be tried (Gold. 1950)
Procaine amide 0.25 to 0.5 gm. thrice
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daily is useful to prevent ventricular
tachycardia. A maintenance dose of
digitalis is best for atrail tachycardia and
prostigmine 5 mg. thrice daily orally for
nodal tachycardia. If attacks are infre-
quent, short lived, easily stopped, and
not disabling maintenance therapy is

not necessary. Only sedatives are
required.

PAROXYSMAL AURICULAR
FIBRILLATION

Patient may have no symptoms or
may complain of palpitation. [If the
veotricular rate is very rapid, syncope,
or angina pectoris may result. 1t often
leads to congestive heart failure in disea-
sed heart. Qn the other hand it may
tself be precipitated by congestive heart
failure :

Diagnosis: In this disorder there is
chaotic rapid cardiac rhythm, E.C.G. is
characteristic.

Treatment : All cases, in which ventri-
cular rate is high, should be treated with
digitalis and a maintenance dose after
full digitalisation is to be continued ave-
rage being 0.1 mg. of Digoxin daily and
is well tolerated by the patient. Attempts
to restore normal rhythm with Quini-
dine is made in all cases where there js
no evidence of intrinsic heart disease,
and in cases of treated mitral stenosis
or thyrotoxicosis, and those cases ir;
which fibrillation has occurred unexpec-
tedly caused by some passing infection
such as tonsillitis or pneumonia of preg-
nancy. The dose is 5 gr. two hourly
total being 30 gr. on the first day followed
by 10 gr. 2 hourly for the second day
and by 15 gr. 2 hourly on the third day
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to a maximum of 40 to 45 gr. per day.
The course is terminated immediately if
the rhythm returns to normal. A
maintenance dose of 5 gr. t.d.s. is conti-
nued for a month in successful cases.
The maintenance dose of degitalis is
given throughout the quinidine course.
Certain cases are hypersensitive to Qui-

. nidine showing signs of oedema, urtica-

ria, purpura, fever, vomiting and col-
lapse. These symptoms are rare. In
about 5% of cases systemic emboli occurs
in which normal rhythm is restored.
Where there is danger of emboli it is
essential to treat them with anti-coagu-
lants for atleast five days and Quinidine
is only given when the clotting Mecha-
nism has been depress.

In cases of hyperthyroidism if it is
due to small nodular goiter surgical
interference is essential, if otherwise
hyperactivity of thyroid is controlled by
thiouracil or Mercazole.

Paroxysmal Auricular Flutter : Clinically
it is suspected in patient presenting a
regular heart rate of 120 to 170/m. unin-
fluenced by effort, emotion, change of
posture. It is relatively uncommon but
may occur when least expected. Itis
twice as common in men as in wornen
and the incidence increases with age
being rare under 30 years. Its incidence
in 88% of cases is between the age of 40
and 70 years. It is rare in normal per-
sons. It may be a complication of
meningitis, pneumonia, cholecystitis or
carcinoma of the colon. 90% cases have
organic heart disease specially rheumatic,
FEBRUARY ’59 2

hyperiensive, ischaemic or pulmonary.
According to Campbell (1947) angina
develops in 25%. Attacks are commonly
transient, some have abrupt onset but
they may last longer for weeks and may
persist for years. Lewis (1937) described
a case in a person who had continued
for 24 years.

Diagnosis :  Carotid sinus pressure,
often causes abrupt - temporary slowing
of the ventricular rate. In sinus tachy-
cardia slowing is slight, while in paroxys-
mal tachycardia it is absent unless the
attack is terminated.  Electrocardiogra-
phy reveals a continuous series of rapid
regular artial “f” waves and in cases of
2:1 block, “f” waves more or less obscu-
red by the QRS complex. Carotid
sinus pressure helps by increasing the
degree of block and so un-masking such
hidden ““f> waves.

Treatment : Patient is put to bed and
is digitalised, and in full doses either it
will stop the attacks or convert the
flutter to fibrillation. When the auri-
cular fibrillation occurs the drugs is
stopped and the heart usually revert to
normal rhythm. If digitalis fails to
stop the attack, . the maintenance dose
should be continued and quinidine is
given as described above. It slows the
auricular rate and digitalis is continued
to prevent the ventricular rate suddenly
responding to every auricular stimulation.

The following chart gives some salient
points of differentiation between these
conditions.
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| Supraventricular Ventricular | Auricul
. tachycardia. tachycardia. | Fibrillaticanl;. Auricular flutter
I 1. | 2. | 37T 3.
) Inciden(;e 60% 49 30% 69*
(2) Age of 20 to 40 years Over 50 years, Over 50 years, Over 50 Years,
onset

(3) Condition 2/3 normal, 1/3  80% Ht. disease

(4) Rhythm & Regular 140-

©)

(6)

5/6 Ht. disease
Infraction; con- Hyperthyroid-

9/10 organic Ht.

rheumatic or disease

of heart

Ischaemic gestive Ht. fai-  ism, 1/6 normal Rh.; Ischaemic;
lure Ht. in acute Hypertensive;
infections. Hyperthyroid
1/10 Normal

Regular 140- Irregular; pulse  2:1 block ventricular

Rate 240/m no 240/m less cons- deficit. rate 120-170/m
variation. tant Ht, quic- slower than /I &2
kening and slo-
wing from
minute to
minute,
Response Stop attac, No. effect. No effect. Tempy irreéularity
ro-
t? caf abruptly or or sudden slowing of
tid sinus  No. effect. Ht. & on rel
. release
ressure.
p return to original
rate,
s .
Velnon:. No. No. No. Rapid flutter wave in some
Pu sation cases rate 280-300/m.
in neck.

* Campbell (1947); Ht. Heart, Rh. Rheumatic.

CONCLUSION :

It is again emphasised that majority of the cases of palpitation seen in General

Practice are innocent, specially if the patient is young, and there is no risk of heart disease
and the duration of the attack is a matter of hours or days, or the attacks have continued,
with variable frequency for more than five years. Majority of these cases require simple

sedative drugs. The remaining cases may be given a number of powerful drugs mentioned
above if considered necessary.
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~ Principles of Prophylaxis

(PART 2)

By

Dr. J. R. SHAH, M.D., M.R.C.P.

Hon. Asst. Physician to G. T. Hospital Bombay,
Hon. Asst. Physician to Bombay Hospital, Bombay

(Continued from January, 59 Issue)

We have seen that Isoniazid given in
larger doses acts as bactericidal drug, and
therefore it can be used to sterilise an in-
dividual of tubercle bacilli during the
primary infection. Again the primary
infection is particularly associated with
a greater incidence of mortality and
serious complications during certain
age-groups. Therefore administration of
[soniazid in sterilising doses in tuberculin
positive childzen and adolescents (be-
cause positive tuberculin test is the evi-
dence that primary infection has occurred,
would prevent not only the progressive
complications of primary infection but
also its associated mortality. This is
especially of consideration in countries
where the inciaence of tuberculinization
in children and younger age-group is so
high, that only a small number will be
available from this group who still have
remained uninfected, although exposed to
the danger of infection in tuberculous
families, and are suitable for B.C.G
vaccination. Here again necessary
isolation of the child or adolescent for
six weeks before and six weeks after
BCG inoculation from the infective
members of the family will not be a
practical proposition in underdeveloped
countries, It is on these facts that
Isoniazid administration would mean a
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positive prophylactic treatment with
practical possibilities compared to BCG
vaccination.

Isoniazid prophylaxis in tuberculosis
is based on the following principles,®
which are supported by a large series of
animal experiments and preliminary re-
ports of clinical trials.

* Isoniazid when administered at
regular intervalsand in adequate
dosage to susceptible individual,
prevents him from contracting in-
fection even when exposed to
massive dose of virulent tubercle
bacilli.

No tuberculous lesions are found at
the end of prophylactic treatment.
Development of maximal resistance
to reinfection tuberculosis whether
endogenous or exogenous.
Bactericidal doses of Isoniazid over
longer period is a safe therapy
unassociated with toxic symptoms.
EXPERIMENTAL TRIALS

Evidence obtained from the experi-
mental studies in animals substantiates
the above principles and is summarised
briefly as follows:

S.H. Ferbee et al" studied extensively
Isoniazid prophylaxis in 1200 guinea
pigs with the following results;

(1) Isoniazid administered in drinking
water protected animals from being

*

*

MEDISCOPE

killed from a larger viralent dose of
tubercle bacilli inoculated endoperi-
toneally.

(ii) The beneficial etfects lasted for
six weeks after the withdrawal of Isonia-
zid, so that their growth and weight gain
were similar to control animals.

(iii) Primary tuberculosis infection
under cover of Isoniazid produced a
remarkable degree of resistance to
reinfection by a similar dose of virulent
organisms following the Isoniazid with-
drawal, which is comparable to that
obtained by BCG vaccination.

B. Morretti et al’s® study of Isonia-
¢zid prophylaxis in young animal conta-
cts exposed to infection.

8 Calves of two cows suffering from
tuberculosis were observed for 60 days.
Four calves were given Isoniazid and four
kept as control. Neocropsy at the end
of observation period showed complete
absence of lesions in the calves treated
with Isoniazid, whereas untreated calves
showed presence of exudative and cas-
cating lesions of lungs and lymph
nodes.

L. Badiali et al*" carried out similar
experiments with four calves in contact
with tuberculous animals observed for a
period of 120 days. Two were treated
with Isoniazid while two remained un-
treated. Necropsy revealed tuberculous
lesions of lungs, bronchi, and lymph
nodes in untreated animals and absence
of lesions in the treated group.

G. Spina and M. Lucchesi * carried
out Isoniazid prophylactic studies in 320
guinea pigs. 160 guinea pigs were ino-
culated with virulent strain of tubercle
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bacilli, of which 120 were treated im-
mediately, while 40 untreated were kept
as controls.

Of remaining 160 animals, 80 were
treated but not infected, this serving
control for weight, mortality and drug
tolerance. The other, 80 were neither
treated nor infecied; thus serving as
control regarding weight and mortality
independent of any treatment.

At the end of 75 days’ observation
period, the surviving animals were
subdivided as follows: '

(i) of the 48 primary infected and
treated animals (a) 24 were reinfected
with the same strain to serve as control
of an eventual vaccinating power of
primary infection under Isoniazid trea-
tment and (b) 24 were kept as control of
an eventual renewal of primary infec-
tion,

(i) of the 32 uninfected animals
treated with [Isoniazid, (a) 16 were
infected with a virulent strain to serve
control of reinfection behaviour, and
(b) 15 were infected and treated with
Isoniazid to observe primary infection in
animals given Isoniazid prophylactically.

(1ii) of the 50 healthy animals, 25 were
infected but not treated while the rest
were infected and treated.  This last
group was the control of the second part
of the experiment. Result obtained are
summarised as below:;

(a) Animals infected with virulent
strain, while under protection of Isonia-
zid did not develop tuberculous lesions
in most cases are only a mild hyperplas-
tic adenopathy at the site of infection.
(b) Cultures of animals who died
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before observation period were sterile and
tuberculin test negative or doubtful in a
great majority. (c) 409 of the infected
and treated group survived as compared
to 109, of the infected and untreated
group. (d) Reactivation of tuberculous
lesions in reinfected and untreated but
primarily infected and treated animals did
occur in few, but it was less severe as
compared to that of controls, which
were reinfected but not primarily infected
or treated. (e¢) The infected animals
treated with Isoniazid for 75 days, but
not reinfected were observed for the
study of the eventual relapse of the
disease. At Autopsy, 50% did not present
signs of active tuberculous lesions, and
cultures of viscera were negative. In
other animals, although there was an
evident relapse of the disease, only 20%
showed severe lesions, while in the re-
maining only caseous lymphadenopathies
were present at the inoculation site.

CLINICAL TRIALS

Gaining encouraging results from the
animals experimental study of prophylac-
tic value of Isoniazid in tuberculosis in-
fection, number of experiments in human
beings of similar type have been initiated
in various countries.

Italy:  Zorini * et al treated prophy-
lactically with Isoniazid 611 children of
both sexes and of varying ages (4—11)
who were mostly tuberculin positive but
had no clinico-radiologic manifestations
of the disease, and were coming from
families with cases of active tuberculosis.
He assessed (i) the tolerance of Isonia-
zid in high dosage (20 mg/kgm daily)
when administered for six months,
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(ii)effect on tuberculin test, and (iii) poten-
tial vaccinating capacity of preventive
Isoniazid treatment mainly in households
infected with tuberculosis. Equal num-
ber of controls were left untreated in the
same environmental conditions.

As the trials are not yet finished. it is
not possible to obtain final result of
Isoniazid prophylaxis in tuberculosis,
but its excellent tolerance in high dosage
has been established beyond doubt. In
only 4 of the 600 patients (0-667) it
was found necessary to discontinue
treatment because of relapsing dermati-
tis and gastro-enteritis. The -clinical
improvement was mainly featured by
increases in body weight. [n the 100
patients followed by controlled intrader-
mal testing, a nearly equal number of
increased, stationary or = decreased
degrees of reactivity were noted, but
negative reactions have not been noted.

India: Dr. Deshmukh ** in 1955
examined in Bombay 381 children from
147 “contact”” families of a working
class section. 160 Mantoux positive
children have been started on Isoniazid
treatment and 135 are being watched as
controls. Detailed findings of 23 chil-
dren who have finished 6 months of
Isoniazid treatment showed reversal of
Mantoux state in 6 children.

Dr- Fox in Madras is trying out
Isoniazid prophylaxis in domiciliary
contacts of active pulmonary tuberculo-

sis patients treated at home and sanato-
ria.

France: In December 1955, Prof.
Debre ** announced a work being car-

ried out in Paris, Lyons, Bordeoux and
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Naney on 4000 skin-positive children of
whom 2000 were treated daily with
Isoniazid in doses of 20 mg/kg for a
period of 6 months and left in their
households. The results are not yet
known.

Japan:* 800 skin positive subjects
were treated with PAS and, in few cases.
with PAS and Isoniazid. The incidence
of tuberculosis in treated patients was
229 as against 11.1% in untreated controls.

U.S.A. and Peutro Rico. “The pro-
tphylactic effect of Isoniazid in infec-
ted children has been studied by the
U.S. Public Health Service. 1376
children received Isoniazid and 135 had
indentical inert rablets. About 40% in
each group had no evidence of infection
other than tuberculin skin sensitivity,
and none of the children had any symp-
oms. Treatment had been continued
in some of them for up to thirty months
when the report was prepared.  Serious
extrapulmonary tuberculous complica-
tions developed in 5 children receiving
Isoniazid and in 28 receiving inert tablets.
The risk of these complications increased
with extent of radiographic involve-
ment; it was 6 per 1000 in those without
X-Ray abnormality and 59 per 1000 in
those with manifest lung lesions. In a
second trial household contacts in 14
cities in the U.S.A. are receiving daily
doses of Isoniazid or an inert tablet, and
the subsequent incidence of tuberculosis
is being observed.”?

Greenland (Iceland) : Experimental
trials by Dr. Hobn®" on Isoniazid chemo-
prophylaxis is being conducted in Green-
land. He gives Isoniazid for first 3 days
of the week every week, for 3 months at
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intervals of three months, controlled
with the strict group given dummy
tablets of Isoniazid.

INDICATIONS FOR ISONIAZID
PROPHYLAXIS

Indications of specific drug prophy-
laxis are well summarised by Dr.
Deshmukh?® (i) Prophylactic treatment is
indicated in all those infected, to cover
the danger period which is 2-3 years after
the infection.

- {ii) Infants under the age of one,
since the mortality and complications
are very serious and high.

(iti) Adolescent and young adults.
Statistics show this group is in great
danger of contacting the disease, and
drug prophylaxis will be a great advan-
tage.

(iv) Those living in contact with open
cases of tuberculosis.  Obviously, this
group is in the greatest danger of
suffering from tuberculosis.

(v) During and after infectious fevers
in childhood, which diminished the
immounity and fiares up the infection.
Diabetes is also known to lower immu-
pity. Specific drug prophylaxis may
be advocated particularly if it is known
that tuberculosis infection has occurred
recently. ‘

(vi) In those rare cases where tuber-
cle bacili enter through skin and set up
peripheral lesions.

(vii) Infants of tuberculous mothers,
if they show tuberculin-test-conversion
soon after birth.

(viii) Persons in whom B.C.G. vacci-
nation site does not heal or glands
remain enlarged.
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FINAL CONSIDERATIONS

On the basis of above facts it can be
concluded that prophylactic treatment
based on the administration of high
doses of Tsoniazid is greatly useful in
tuberculin negative and tuberculin posi-
tive subjects exposed to the danger of
infection.

Isoniazid administration in adequate
dosage and in a regular way prevents
the development of disseminated tuber-
culous lessions when exposed to massive
dose of virulent infection of tubercle
bacilli. The drug appears to block the
multiplication of bacilli in the primary
foci. Usually it is possible to obtain
complete sterilization of pre-existing
foci, however in exceptional cases
bacilli might persist in lymph glands,

spleen and other organs. But then,
these organisms by becoming transformed
into catalase negative Isoniazid-resistant
bacilli are a virulent and after cessation
of therapy can no more cause renewal
of these localised foci which may grad-
ually get healed up.

Isoniazid increases organ resistance
even when therapy is interrupted for
many weeks. Similarly vaccinating
power of Isoniazid-resistant strain against
that of virulent strain is very similar in
allergic pathologic features of BCG
vaccination.

It has been pointed out that toxicity
of Isoniazid is negligible and doses of
20 mg/kg body weight daily are well
tolerated especially in healthy children
undergoing prophylactic therapy.
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Prednisone and Prednisolone in Chronic Allergic Diseases, H. Sherwood

A\,

é/
and J. H. Barnard. J. Allergy 29:222-226 (May) 1958 f?t»l.ouig),x s
Jr~ :

(Via J. A. M. A.)

This study is a continuation of one on which a preliminary report was
made in 1955. At the timz only 8 patients with bronchial asthma had been
treated for only 4 weeks. No sideffects were found during that .time.’ The
dosage of prednisone and prednisolcne necessary for symptomic relief was
one-half to one-third that of hydrocortisone, with which these patients were
treated previously. The present report is coyncerned with the treatment of 58
patients. Thirty seven had asthma, 9 had seasonal rhinitis, 4 had perennial
rhinitis, and 8 had dermatitis. These patients were followed from 7 weeks to
16 months. All patients were being treated with specific injection therapy,
sympathcmimetics, antibiotics, and any other symptomatic therapy, necessary.
Most of the patients with asthma had other disorders as well.  Good clinical
response was obtained with refatively smll doses of predaisone and predniso.
lone. In 30 of the 37 asthma patients control was maintained with 15 mg. or less
per day. The remaining 7 were controlled with 20 to 40 mg.pcr;day.» Satis-
factory response to the drug wasnot influenced materially. by t,'hg presence of
complicating diseases age, duration of symptoms, or sevc?rity ofthe diseage i f.

Excellcnt results were obtained in chronic dermatitis, perennial rhip®i

noted in these 3 typss of all rgic conditions. Side-effects in 4 patients

asthma included peripheral edema in 3, with moogq facies in ‘3 plu
increase in hypertension in 1. In each case the side)¢ffewis were mild a
not require cessation of the drug. These patients w _bv?gfl,yea o
the symptoms were of long duration and 3 of them halg: Rl
complicating diseases.
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Complications of Diabetes Mellitus

and Its Management

By

Dr. HARDEO NARAIN SINGH, M.D., M.R.CP., etc.
Physician, Paina Medical College Hospital

As a direct consequence of improved
diabetic treatment, very few diabetic
patients now die of their disease. Insulin
has revolutionized the life of diabetic
and rendered remote the immediate
risks of diabetic acidosis and coma.
The span of life of diabetics have gone
higher up.  Older patients tend to
accumulate in the population and more
diabetics now live to reach the age when
arteriosclerosis might be expected to
develop.

DJABETIC COMA-—is practically
always preventable and should not occur
when an intelligent patient is under
efficient treatment.  This dangerous
complication is due to poor control of
diabetics and loss of ability to metabolise
carbohydrate with the result that ketone
bodies are formed in large quantities by
the liver. Some of these acid bodies
are excreted as free acid, other portions
are neutralised and excreted. The excess
of ketone bodies are formed, neutralisa-
tion of these acid is done not only by
ammonia but by withdrawal of fixed
base, chiefly sodium from the blood and
tissues with a consequent reduction
in the base of the blood and a
lowered concentration of total salt

and total electrolyte in the body
fluid. The excretion of so much
fluid results in dehydration, reduction of
so much fluid volume of the body and
further loss of base. The end results
are haemconcentiation and dehydration,
loss of both base and chloride, reduction
of plasmo carbondioxide combining
power of the blood, shift of the PH of
the blood towards the acid side, kussa-
maul breathing (air hunger) fall of blood
pressure followed by circulatory collapse,
depression of renal activity, retention of
N.P.N. in the blood, subnormal tempe-
rature and finally death. Delay in
diagnosis and treatment is the chief
factor in producing unusual severity and
fatal termination of coma,

Diabetic coma occurs due to delibe-
rate breaking of diet or consumption of
body tissue as in undiagnosed diabetes,
fever or hyperthyroidism. It may be
due to omission of insulin from careles-
sness or ignorance or the discovery of
diabetes with the onset of coma. Patients
may be progressing serenely with diet,
insulin and exercises well balanced.
\W hen, with the development of a carbon-
cle, pneumonia, upper respiratory
tract infection or other acute febrile

* Paper read in the refresher course under the auspicious of Patna Brancb of All lndna Medxcal Associa-

tion on the 7th December 1958.
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dlness acidosis, may be precipitated.. The -
diabetic whose urine has been kept;‘

sugar free by proper treatment, begins
to have glycosuria on the same diet ahd
dose of insulin, the physician should
immediately search for an infection,

During the precoma stége there is
weakness, loss, of appetite or nausea and
vomiting, slightly increased frequency
of respiration, acetone odour of breath
and slight drowsiness. Later on there js

Diabetic coma.

abdominal. pain, constipation. dnd air

“hunger. During the comatose stage there

is rapid pulse and rapid deep respiration,
dehydration, soft eyeball, coldskin, dis-

ter.mon of stomach and retention of
urine,

Piabetic coma is one of the most
;e'nous of medical emergencies  with
igher mortality. It has 1o be differen-

tiated .from hypoglycaemic coma by the
following table:

Hypoglycaemic coma.

History ;Fool_much food, too little ‘ Too little food
asulm, presence of infection. | Too much insulin
Onset Slow-ds :
. oW-days. : Sudden-minutes,
B. Symptoms-Thirst, Extreme i
Hunger Absent r l/§b~ent
Vomiting Common Sfequent.
l}:’aln abdomen Frequent Aetldon:
ever Absent con . sent.
C. Physical sign- except with infection, | Absent
ékpii)learance IF)lorid-exlreme]y ill Pale, weak-faint
g, -fain
Tongue Diy Sweating
y Mois
BPMI;C f{m;ll volume Bo(:rs\ging
. . e
Breath Acetli)c:g may be present Normal or raised
IE{yebglll ttension Reduced present. Egraceltone.
espiration Deep & SIOW “air hun s ma
y er api
ltj/l:(r:\lal silate Restless & distressed £ i‘;glﬂeﬁ ‘shalk?w.
T onsclousness Gradually approaches May ,(' liritable
remors. Absent Freg mlclrvene suddenly.
uent,
D. Laboratory tests-
Sugar Present

(i) Urine
Keton bodies | Present

(1i) Blood-Sugar .
cu.mm,)
(iiiy Plasma CO, Diminished
E. Therapeutic-

Speciflc treatment-
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High (usually 400 mgm. per

[nsulin, fluid, salt
.. Response to treatment { Gradual, hours.

Absent (always in the second
Specimen)
Absent)

Low (less than 60 mgm per
cent)
Normat

Carbohydrate.
Quick, minute.
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The principles of treatment in -diabe-
tic coma are to eradicate the ketosis by
giving soluble insulin; to combat dehy-
dration and circulatory collapse by givi-
ng fluids and to administer potassium
salts during the recovery phase so as to
prevent serious hypo-potassiaemia. In
addition, wash out the stomach, evacuate
the bowel and treat any associated infec-
tion which may have precipitated the
coma.

Insulin should be given in large doses
in the first few hours of treatment—rather
than in moderate amounts spread over
24 hours. 75 to 100 units should be
given as an initial dose, 30 to 50 of
which can be given intravenously as the
absorption of insulin from the subcuta-
neous tissues may in severe cases be very
slow owing to the shocked state of the
patient. 1f no facilities for blood --sugar
estimation, give 50 to 100 units subcute-
nous 1} hours after and repeat the same
dose again after 1} hours. Thereafter
appropriate small doses with longer
intervels between them can be given till
ketosis has disappeared. Amount of
sugar in urine gives no indication of
blood-sugar until this falls below 300
mgm. percent. Give 40 units, if Bene-
dicts test is red or yellow=+ + +sugar;
20 units if gren with copper deposite=
trace, if blue=no sugar. When blood
sugar estimation are possible take blood
for sugar immediately after the initial
insulin dose. If the blood-sugar is 600
mgm. per cent, repeat 100 units (80

units IL'M. & 20 1.V.)  Repeat blood
sugar 1} hours interval and adjust fur-
ther insulin dosage accordingly.
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Replacement of water and salt. defici-
necy shovld be done by giving two
litres of normal saline in the first three
hours of the wreatment. If the patient
is still dehydrated at the end of this time
and unable to swallow or retain fluid,
give extra fluid in the form of 5 per cent
glucose, without saline owing to the
danger of producing hyperchloraemia.
When the patient can swallow and
retain fluid, large quantities of water
should be given by the mouth, and
frequent drinks of hot tea and coffee.

Patients in diabetic coma often have
dilated stomachs containing quantities
of fluids which may be regurgitated and
inhaled. The stomach should be eva-
cuated by stomach tube and washed out
with warm water, and the tube way be
left in position to allow repeated gastric
suction. As soon as the patient is out
of danger from Ketosis and dehydration,
olive oil should be given per rectum and
followed by plain water enemata.

It has been established that many pati-
ents have died during active treatment of
diabetic coma, not from the complica-
tions of acidosis but from potassium
deficiency.  In the past potassium
deficiencies have been  overlooked
primarily  because their  clinical
signs have not been recognised. A
second difficulty has been the lack of
adequate testing procedures to aid in the
diagnosis. The clinical syndrome of
potassium deficiency in diabetic acidosis
is mainly the result of muscular weak-
ness. It generally begins ten to twenty
hours after the start of coma therapy.
The earliest and most prominent sign is
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usually difficult in respiration. There is
restlessness and possibly disorientation,
After some hours general muscular
weakness becomes evident. Under ideal
conditions intravenous 5 per cent glucose
should be replaced by a solution contai-
ning glucose, potassium and other elect-
rolytes, provided always the urinary
output is normal. When such a sclu-
tion is not available 5 per cent glucose
should be used and potassium should be
given by mouth as soon as possible.
This can be given as potassium citrate
60 grains T.D.S. or a drink containing
glucose 50 Gms. dibatic potassium
phosphate 2 Grm. in 500 ml. water fla-
voured with orange juice. Upto two
litres of this mixture should be given
daily for two or more days or until the
patient is taking the full diet.

Alkalies : Clinical opinion has differed
concerning the value of alkalis in the
treatment of coma. It is a praclice in
some clinics to give 7% per cent Sodi
Bicarbonate 1.V if there is lag recovery
of the carbon-dioxide combining power
after the blood sugar level falls.

Eradication of any septic focus pre-
sent should be done.  Any Infection
(like boils, Infection abscesses, prelimi-
nary tuberculosis, etc., should be treated.
Penicillin 3 lac units b.d. should be given
prophylactically even if no infection is
found. Glucose is always present in
large quantity in the patient with diabe-
tic coma and can be utilised as satisfac-
torily as ingested glucose if adequate
insulin is given. Anuria may result
from intravenous injection of dextrose-
Glucose in later stages may prevent
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?ypoglycaemia when large doses of
insulin have been given. Tt prevents
further Ketone formation and furnishes
energy. It is wise plan to give glucose
as 5% in normal saline six hours after
the onset of therapy by insulin.

Patients who have been in deep coma
sh'ould not be allowed to sit up or other-
w1§e exert themselves for several days.
After the first three hours of intensive
treatment by insulin and fluid the patient
will usually have recovered sufficiently
to permit oral feeding which should be
started as soon as possible. 25 Grm. of
Glucose or its equivalent like oranges
3} 0z and glucose 1 oz. with lemon
flavour or strained porridge 4 tablespoon.
ful with milk 3! oz. or bread 3/4 oz.
milk 6 oz. and sugar 1 teaspoonful may
be given every 2 hours unti] the patient
is fit for ordinary diet.  Ag long as
Ketonuria is controlled no serious
attempt need be made at thjs stage to
get the patient sugar-fiee till he is again
fit to take his normal djet.

HYPOGLYCAEMIC COMA— An
overd'ose of insulin produces hypogly-
caemic coma. A drink of water should
be taken with sugar to facilitate its
absorption.  When sugar is not at hand
any o|h.er. carbohydrate food such as
orange juice or bread can bhe takep.
Occasionally a patient is in deep coma
and capnot swallow. In these subcuta-
neous injection of 0.5 m.1. of Adrenaline

(I in 100 sol.) should be given.  This

converts any available glycogen into
glucose and thereby raising the blood
sugar- - -when he becomes conscious give

glucose or sugar in orange juice orally
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In exceptiorally severe cases give 50 ml
of 25% glucose solution or two oz. of
glucose in 10 oz. of water by stomach
tube.

KIMMELSTIEL—WILSON
SYNDROME

Atherosclerosis, arteriolar and cap-
pillary disease occur in the diabetic as
well as non-diabetic. But in the diabetic
there is premature development and
hastening of these degenerative process.
Susceptibility of the diabetic to degene-
rative complications depends not on the
age of the patient but the duration of
the diabetes. The increased span of
life of a diabetic has now exposed him
to the risk of degenerative vascular
complication which determine the long
term prognosis of the diabetic.

Kimmelstiel-Wilsen Syndrome  was
named after its two investigators in
1934.  Patients are usually middle
aged (45 years or over) more often
female than male, with a history of
diabetes for many years. Its incidence
is 20 to 38 per cent. The histological
picture in the kidney is characterised by
the presence of discrete islands of nodu-
les of hyaline material in the gloceruli.
Hyaline deposits represent an exaggerated
localised thickening of the basement
membrane and shows the end stage of a
diffuse hyalinisation of the glomeruler
capillasies and is nodular type which 1is
pathognomonic of diabetes.  Once the
renal disease had developed there was
an elevation of small seram lipo-proteins
in the serum. This suggested (Wilson-
1957) that these lipo-hyaline lesions
arise as thrombi in the capillary aneu-
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rysms of the glomerulus. The suscepti-
bility to the development of intercapillary
glomerulosclersis usually manifests after
the patient has been diabetic for about
13 years and in poorly controlled
diabetic.

Hypertension may be absent but as
the Renal lesion advances it becomes
more marked. Retinal lesions precede
the renal and are present as a rule but
in a few cases which presented as neph-
rotic syndrome no retinopathy has been
reported. Intermittent or continuous
albuminuria, which may last scveral
years without other signs, is followed by
slight or massive oedema of dependent
parts. The oedema is striking once
congestive  heart failure has got in.
Hypoalbumiraemia is a result of albumi-
nuria which may be heavy.

Retinopathy may be severe leading to
failing vision.  Most of patients have
high blood urea (rarely above 100 mgm
per cent) and a decreased urea clearance.
Hypercholesterolaemia is not a constant
feature. Most patients have a normo-
chromicanaemia due to depression of
the bone marrow by renal failure or
hypoalbuminacniia.

The treatment consists in the control
of hyperglycaemia with insulin and diet.
Oecdema without uraemia but with hypo-
albuminaemia needs about 100 Gm.
protein; but restriction of salt to 1 gm.
a day. In the presence of uraemia there
should be restriction of protein to 30
Gms per day. In the former case when
the blood Urea is not above 50 mgm pet
cent mercurial diuretics can be tried
whereas in the latter case it is contraipn-
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dicated.” Characteristically, the ‘insulin
requirements fall as the renal disease
advances. Hypertention secondary to
renal disease is refractory to drug therapy
and the reliance must be placed on
sedation. For anaemia blood transfu-
sion may be valuable, but should not be
given when blood urea is above 50 mgm
per cent.

It is probable that really good control
of diabetes delays or prevents the onset
of these complications but once they are
established, control of diabetes does not
prevent their progressive course. Death
from renal failure, cardiac failure, or
cerebral haemorrhage occurs upto about
10 years from the first manifestations of
renal complications.

OTHER RENAL LESIONS :—The
other commonest renal complications are
acute pyelonephritis, a group of arterio-
selerotic ischaemic lesions, chronic pye-
lonephritis was a rare complication,
of malignant hypertention is very rare
in diabetes.

CARDIAC COMPLICATIONS: —
It is reported that coronary disease is ra-
pidly becoming the commonest cause of
death in the diabetic. Reinhardtd et al
(1955) found 57 patients having diabetes
and hypertension out of 5C00 patients
examined. Obesity was a common
factor in the both Diabetes should be
controlled by insulin in those who are
not obese--Diabelic control should be
done in obese diabetizs, hypertension
should be controlled by hypotensive
measures if B.P. is above 100 mm of
Hg. diastolic.
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‘PERIPHERAL VASCULAR DISE-
ASE:—  Diminished or absent foot
pulses gangrenic intermittent claudica-
tions and pains in the feet on standing
or on walking have been secen in about
33% of cases of diabetics whose age

varied between 22 to 60 years and
upwards.

In diabetics, atherosclerosis has its
predilection for the coronary arteries
and the medium sized muscular arteries:
of the lower extremities, Gangrene s
most common in the lower cxtremities
particularly the toes and heels. It is
rare under the age of 40 years. Joslin has
said that if diabetics kept their feet as
clear as their faces, gangrene would be
practically unknown. Warm socks or
stockings should be worn and easy
fitting soft leather shoes. All corns and
callosities should be treated with the
greatest care. Abrasions of the skin
should be cleaned with simple spirit
lotion. The toe nails should be care-
fully cut in good light.

NEUROPATHICS:—  Of diabetes
are common and protien in their mani-
festations and practically never occur in
well controlled diabetics.  In diabetics
of some years standing it is common to
find, absence of ankle jerks, sometimes
associated with some loss of vibration
and deep pressure sensation in the legs.,
but without  subjective complain;s.
There may not be any objective sensory
disturbances, but the patient may Con1;;~
lain of various pains and paraesthesiag

usually in legs. Occasionally they may

take the form of severe burning pain in

the feet, worst or almost intolerable at
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night. These are rare forms of diabetic
neuropathics. In one the patient is
acutely ill. The legs show weakness,
wasting, flaccidity, loss of tender jerks
and various degrees of sensory loss. In
another what is called  diabetic
pseudo-tabes, the pupils are irregular
and react poorly to light, a neuropathic
bladder may develop and the protein
content of the Cerebrospinal fluid is
high. Besides these, there is nocturnal
diarrhoea; controlled by Liver Extract
injections.

Isolated cranjal nevere palsies may
occur  which recover spontaneosely
Impotence can occur, more often due
to anxiety. The mechanism of produc-
tion of diabetic neuropathy is still a
matter of speculation. Because of the
frequent association of diabetic retino-
pathy, diabetic nephropathy and diabetic
neuropathy atherosclerosis has been
incriminated and the neuropathy has
been explained in terms of ischaemia
of peripheral nerves, due to atheroscle-
rosis of the nutrient vessels of the nerves
in the older diabetic. In young diabetics
vitamin deficiency (Vit. B,, and Vit.
B,) may be the cause of the neuro-
pathy.

A few cases of diabetic meuropathy
may improve quickly with the control
of hyperglycaemia, but many are
extremely intractable. Adequate control
of the diabetic state with nutritive diet,
adequate vitamins, should be given. For
pain analgesics such as codeine and
aspirin should be given. Thiamine and
cyanocobalamin  (Vitamin B,, have
often been used, but are valueless. When
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diarrhoea occurs, the fruit, and vegeta-
bles and the coarse cereals should be
omitted temporarily, The Carbohydra-
tes should be increased by the addition
of boiled milk, fine cereals and crisp
toasts-—such cases are likely to go into
hypoglycaemia. Codein 1 gr. or in
severe cases Tinct opii m 15 may be
given at -night. A course of Tetracy-
cline (Achromycin) may be useful.

DIABETIC RETINOPATHY— After
the discovery of Insulin, the incidence of
diabetic retinopathy has slowly risen.
Good control of hyperglycaemia did not
alter the incidences; it however did
diminish the severity of retinopathy.
The earliest lesion in diabetic retinopa-
thy is the micro-aneurysin located at the
venous end of the retinal capillaries and
occur in the inner nuclear layer of the
Retina in the posterior polar region. It
is the dilation of the retinal capillaries
(due to tortuosity and congestion of
Retinal vessels) which produces the
micro-aneurysin, capillary fragility may
lead to rupture and hemorrhage. In
addition haemorrhages may form from
diapedisis from the increased permeabi-
lity of the capillary walls. In presence
of angiosclerosis and hypertension, there
is aggravation of retinal haemorrhages in
the diabetics. Septic focus anywhere in
the body may induce a haemorrhagic
tendency, probably by first producing an
infective perivasculitis. Thrombosis of
the Central vein or one of its branches
may occur which may further contribute
to haemorrhage.

With the progress of retinal degenera-
tion a network of new capillaries arise,
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near the optic disc, extending into the
vitreous. This network gradually be-
comes vascular, dense, white and opa-
que; called retinitis proliferans, leading
to loss of vision, blindness and detach-
ment of retina and even glaucoma.
Rete-merabile which are the new vessels
growing around the fibrous bands, are
formed. ‘

In the advanced stages of diabelic
retinopathy exudates occur. They have
sharp but irregular edges and appear as
small, wax white or yellow spots in the
posterior pole grouped round the macu-
lar region or near the optic disc called
Hirschbergis central punctate diabetic
retinitis.

The exudates may cause central sco-
toma, and are very resistant and choles-
terin crystals are deposited in them. In
older patients, the picture of diabetic
retinopathy is often complicated by the
addition of hypertensive changes—narro-
wing of the arterioles, superficial flame
sktaped haemorrhages and ‘cotton wool’
exudates.

Retinopathy is probably part of a

generalised vascular process since capil-
lary fragility as measured in the arms is
increased in diabetes with retinopathy.
There is no evidence that drugs which
may reduce capillary fragility such as
ascrobic acid, vitamin P and Rutin have
any effect on the course of diabetic
retinopathy.

Becker (1€54) has shown that pregna-
ncy, infection and A.C.T.H. administra-
tion ushered in or aggravated diabctic
retinopathy, which was probably due to
excessive. Adreno-cortical  activity
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present in the three conditions. - He also
demonstrated that cortisone increased
the renal excretion of Vitamin B, in
ra.ts. His view was that deficiency
Vitamin B,, was responsible for diabetic
retinopathy.  Secondly Saskin Et Al
(1951) postulated that in diabetics liver
%nsufﬁciency was common, which results
in incomplete inactivation of Ocstrogens
and thus lead to a preponderance of the
oestrogen over testoskerone. Thus Vitamin
B, and Testostrone are suggested in the
treatment of Diabetic retinopathy, but
their use has not proved to be successful.
The line of treatment of diabetics retino-
pathy consists of control of diabetes by
Tusulin and diet. Once retinopathy has
become established, stricter treatment of
diabetes makes little difference.

CATARACTS— Diabetic cataracts
are juvenile and senile.  The cataracts
in the younger age group’ of diabetics
represent true diabetic cataract and that
diabetes does usher in carlier and hasten
the development of senile cataracts. The
incidence of senile cataract is about
equal in both the diabetic and non-dia-
betic. The treatment is the same as in
non-diabetic.  True diabetic cataract or
'snow flake cataract’ is very much rarer
and occurs in adolescence or early adult
life. lcis reversible and may improve

or even disappear with strict treatinent of
diabetes.

TRANSIENT CHANGES IN REF-
RACTION. Blurring of distant vision
from myopia may occur in untreated
diabetics and the sudden onset of myopia
any patient should raise a suspicion of
diabetes and lead to testing of urine.
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* It is not at all uncommon for diabe-
tics who have just begun Insulin
therapy to complain of blurcing of vision.
It is caused by osmotic changes due to
sudden lowcring of blood sugar level
and that its disappearance in a few days.
The patient should be prevented from
seeking glasses or new glasses until 1t 18
seen whether the blurring disappears
after the diabetes has been satisfactorily
controlled for 4 weeks.

DIABETES AND PULMONARY
TUBERCULOSIS:— ‘Lhe liability of
diabetics to develop pulmonary tubercu-
losis should constantly be kept in - mind
and they should be encouraged to attend
a mass-X’ Ray unit once a year. Pulmo-
nary (uberculosis should always be
remembered as a possible cause of
unexplained loss of weight or deteriora-

tion in Diabetic control. The danger is
greatest in patients  who has suffered
from diabetic coma and in diabetic
children, the latter should be tested with
wubercullin when first seen.  Negative
reactors should be vaccinated with
B.C:G and positive reactors should be
X-Rayed twice a year. Patients with
diabetes and active Pulmonary tubercu-
losis should be treated with a liberal
high carbohydrate diet and enough
Insulin to ensure good control.. Inso-
niazide impaire ~carbohydrate tolerance
and may increase Insulin requirements.

With early diagnosis of the tuberculo-
Jis and efficient treatment of the diabetes
the prognosis is not unduly gloomy or the
diabetes has an adverse effect on the

tuberculosis process.
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GLEANINGS
FROM THE
MEDICAL PRESS

CLINICAL PATTERNS OF PEPTIC
ULCER AFTER SIXTY.~(Surg. Gynaec.
and Obst., 107 : 23-30. July ’58 via
J.AMA)

While peptic ulcer develops most fre-
quently in patients in the active middle
years of life, a considerable number of
patients seek relief from the distress of
gastric and duodenal ulcers and their
complications after the age of 60 years,
This was exemplified by the fact that 430
of 3,049 patients with the peptic ulcer
whose cases were recorded at the Roosevelt
Hospital in New York during the 16 years
from 1940 through 1955 were hospitalized
after they were 60 years old. This group
included 319 men and 111 women,
Duodenal ulcer existed in 286 patients
gastric ulcer in 126, marginal ulcer in 10,
and both duodenal and gastric ulcers in 8j
During the same period 176 patients past
60 years of age were admitted for cancer of
the stomach. The incidence of malignant
neoplasm was 419% higher than that of
gastric ulcer. The gastric ulcers were
localized on the lesser curvature in 121
patients and on the greater curvative in
5. Of the duodenal ulcers, 34 were deep,
penetrating the intestinal wall, and in
6 instances they invaded other organs. The
presence of arterioslerosis was recorded in
186 (or 43%) of the patients. Relatively few
ulcers developed for the first time after the
age of 60, and these often manifested them-
selves by severe hemorrhage or by perfora-
tion sometimes Wwithout premoaitory
compliant.

The most frequent of the complications
of ulcer creating a true emergency was
hemorrhage, and in a fair proportion of
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cases bleeding had occurred before, per-
haps p.eriodically, over a period of years.
Cases in which bleeding was the first ulcer-
symptom occurring after the age of 60 were
likely to be particularly severe. Perforation
of ?he stomach or duodenum was the second
Serious emergency in point of numbers, and
it usually occurred in old and chronic cases
of ulcer and less frequently as the result of
late-developing ulceration. Obstruction of
lh.c stomach, while a less acute emergency.
sull' demanded active treatment. These
patients had longstanding ulcer complaints.
There was a larger group of patients with
symptoms of many years duration whose
tolerance had been exhausted and who
sought relief from the intractability of the
ulcer.

Hemorrhage, especially if massive or
recurrent, demanded surgical intervention.
Subtotal gastrectomy was justifiable and
safer' than permitting continuance of
bleedl_ng, and in the great majority of such
cases 1t was successful. In perforation of
the stomach or duodenum, simple closure
was the safest operation. In obstruction
and intractability, unless the patient’s
status was favourable and there was
reasonable assurance of the safety of sub-
total gastrectomy in the individual case, it
seemed best to be content with the empk,)y-
ment of a less hazardous, if less ideal,
procedure except when cancer was sus-
pected. In hemorrhage, unless massive
and continuing or recurrent, in obstruction
9f moderate degree, and in many cases of
intractability except perforation the resylts
of medical therapy, as distinct from
surgery, were ofter adequate.

THE TREATMENT OF EOSINOPHILIC
(TROPICAL EOSINOPHILIA) WITH
DIETHYLCARBAMAZINE.

T.J. Danaraj. Quart. J. Med. 27 : 243-263
(April) 1958 (Oxford. England). via JAM A.
Earlier the author had demonstrated the
efficacy of organic arsenicals in eosino-
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philic lung.. The use of organic arsenicals,
however, is associated with definite risks,
so that a search was made for some form
of treatment as effective but not toxic.
Groups of patients were treated with varlous
drugs—sulfathiazole, bismuth, peaicillin,
Achromycin, cortisone, piperazine citrate.
and diethylcarbamazine—but only diethyl-
carbamazine is known to be effective in the
treatment of filariasis, it was important to
exclude this disease. There was no evidence
suggestive of past or present filarial infec-
tion in any of the 110 patients analyzed
in this report. The duration of illness
-when they were first seen was variable,
the shortest period being 1 week, and
the longest 4years, in the majority of
the patients (97) it was under 6 months.
The initial complaint was cough, which
was most frequent and severe at night,
occurring in paroxysms of a few minutes
and productive of slight mucoid or
mucopurulent sputum, which was some-
times streaked with blood ; sleep was badly
disturbed. A feeling of suffocation and
breathlessness was usually present after
each bout of coughing, and at times was
severe enough to resemble bronchial
asthma. The severity of symptoms was
considered to be slight (cough oniy) in
9 patients, moderately severe (cough with
breathlessness) in 75, severe (status asthma-
ticus) in 1 patient. Occasional bouts of
low fever, lasting for a few days, were
noted in 24 cases. No history of allergy
was obtainable, expect in 1 patient, who
suffered from attacks of urticaria. A family
history of bronchial asthma was given by
6 patients. Abnormal physical signs, which
were confined to the chest, were present in
88 patients and consisted of coarse crepita-
tions, and rhonchi heard over the bases of
the lungs, together with bronchial spasm in

26 patients.  In mnearly all the patients
radiologic examination of the chest revealed
increased striations, with varying degrees

of mottling.
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The dosage of diethylcarbamazine given
initially to 46 patients was that generally
recommended in the treatment of ascariasis:
4 mg. per kilogram of body weight given
3 times daily for 4 days. Later, 2 larger
dosages were tried; 6 mg. and 10 mg. per
kilogram of body weight given thrice daily
for 5 days to groups of 57 and 7 patients
respectively. The average total adult dose
for each of the 3 dosage schedules was
3,200 mg., 6,000 mg., and 10,000 mg.,
respectively. The drug was given after
meals in the form of 50 mg., tablets, the
sirup being used for children.  Except for
11 patients who exhibited severe bronchial
spasm and were treated with antispasmodics
aswell, the patients were given only
diethvicarbamazine. The drug proved to
be safe and effective in the 110 patients
with eosinophilic lung. It had no effect
on patients suffering from other diseases
with eosinophilia. The results obtained
compared favorably with those obtained
with organic arsenicals.  Diethylcarba-
mazine should replace the organic arsenicals,

because the latter sometimes results in

encephalopathy and death in a disease which,
although incapacitating, bhas no mortality
in itself

SERUM-LIPIDS AND BLOOD-SUGAR
LEVELS IN CHILDHOOD DIABETES,
O.H. Wolff and H.B. Salt, Lancet 1:
707710 (April 5) 1958 (London). via
JAM.A., July. 19. 58, Vol.167 : No. 12.

Although it is generally accepted that
the lipoproteiq level of the serum rised
before the development of atheroma, it has
not been proved that the rise caused the
disease ; nor is there amy agreement about
the precise lipoprotein fraction or fractions
that are increased before atheroma deve-
lops. In diabetes mellitus there is a tende-
ncy for arterial disease to develop prematu-
rely, leading to occlusive coronary disease
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retinopathy, or nephropathy, but is uncer-
tain to what extent these complications
are preventable by strict diabetic control.
The authors made a study of the levels of
lipids and of lipoproteins in the serum of
35 children attending a diabetes clinic.
The diabetic regimen included a diet where-
in only the carbohydrate was regulated,
but an ample supply of carbohydrate was
allowed, namely, 200 to 250 Gm. for a
child aged 8 to 10 years. All the children
received a single injection of insulin-zinc
suspension 20 to 30 minutes before break-
fast. Blood for analysis was taken at a
routine monthly visit to the clinic, neither
parent nor child knowing beforehand that
any special test would be applied. The
clinic tock place in the afternoon; hence
the blood was obtained 2 or 3 hours after
the main meal, which contained 50 to 70
Gm. of carbohydrate. This explains why
in many patients the blood sugar level was
high, even though the patients were free
from diabetic complications, and routine
examinations of urine in the patients’
homes every morning and night usually
indicated good or fair diabetic control.

The blood specimens were analyzed for
the levels of sugar in the blood and for the
levels of total lipid, lipoprotein-lipid in 3
electrophoretic  fractions,  cholesterol,
esterified fatty acid, and phospholipid in
the serum. The mean levels of beta-lipopro-
tin lipid, cholesterol, and esterified fatty
acid in the serum were significantly higher
in the children with blood sugar levels
above 200mg. per 100 ml. A progressive
rise of beta-lipoprotein level in the serum
was observed with a rising blood sugar
tevel. In 3 hitherto untreated patients
with only moderate or slight ketosis, the
initial levels of serum lipid were high, the
rise being largely due to the beta-lipopro-
tein fraction. Under treatment with
insulin, as the blood sugar level fell, the
level of betalipo-protein in the serum also
fell; in 2 patients it reverted to normal,
One girl, with long-standing diabetes, had a
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high level of iotal lipid and betafraction in
her serum when admitted in coma. Her
recovery was complicated by gangrene and
peripheral neuritis. Four months after the
coma, when the complication were still
present, her serum lipoprotein pattern
was within the normal limits when the blood
sugar level was near normal. In this case
the serum lipid abmormality preceded the
development of arterial disease but remai-
ned reversible despite the persistence of
complication. The results support a hypo-
thesis  that  hyper-beta-lipoproteinemia
develops whenever insufficient carbohyd-
rate 1s available for metabolic needs. The
high levels of beta-lipoprotein and
cholesterol in the serum resemble those
known to precede the development of
atheroma in nondiabetic persons. Although
the increased amount of betalipoprotein
has not been proved to cause the early
development of an arterial complications in
juvenile diabetics, the facts strongly suggest
the desirability of maintaining normal
serum lipid pattern.

BRONCHO-PULMONARY MANIFEST-
ATIONS IN CIRRHOTIC PATIENTS.
by R. Poinso and P. Chanas. La Presse
Medicale, Vol, 66, No. 53, July 5, 1958.
via La Medecine En France January °59

The authors in a study of the whole of
pleuro- pulmonary manifestations in cirrho-
tic patients observed the presence of such
accidents in 280 patients out of 400. They
dealt with the pleural manifestations in a

~previous article in this Journal (103 patients),

the broncho-pulmonary signs having been
recorded in a little less than half of these
cases.

Most of the broncho-pulmonary manj.
festations, whether bronchial or Parenchy-
matous,would develop insidiously and would
be of mechanical order, being macroscopi-
cally shown by a congestion of the bases
and histologically by an edematous alveolitis.
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As regards tuberculosis, its incidence n
cirrhotic subjects proved so far extremely
low, since the authors could record only
4.59 of evolutive lesions in the 400 patients.

A SIMPLIFIED TECHNIQUE FOR
CYTO-DIAGNOSIS IN CARCINOMA
OF THE ESOPHAGUS. The procedure
by means of cotton plug. by CH. Debray,
J. P. Hardouin, A. Deporte and Martin.
La Presse Medicale, Vol. 66, No 65, Sept.
24, 1958.-La Medecine En France. Jan. 59

In carcinoma of the esophagus the

prognosis and therapy are so greatly signifi- -

cant that it is indispensable to reach an
unquestionable diagnosis as made only
possible by histologic investigations. Biopsy
punctuie proves often negative because of
the difficulty in removing the proper tissue.
Usual cytodiagnostic methods with wash-
ings of the lesion make use of so large an
amount of fluid as to require special
centrifuges with a very large capacity,
which do not exist in all the laboratories.

The authors propound a simple technique
for collecting the neoplastic cells at the
level of the cancerous lesions of the
esophagus. It consists in inserting into the
esophagus lumen a catheter covered with a
cotton plug. This is allowed to remain for
one hour in contact with the lesion. The
collected material is stained according to
Papanicolaou’s method. As a rule this
material ts profuse and shows neoplastic
cells readily identifiable.

Provided that the catheter should
overpass the stricture of the esophagus the
cyto-diagnosis by means of cotton plug
proves positive in 8 out of 10 cases of
esophageal epithelioma.

(Hospital Bichat. Paris)
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Notes & News

FAMILY PLANNING BOARDS IN
STATES

Family Planning Boards have been for-
med in all States, except Jammu and
Kashmir, according to the progress report
on the Family Planning Programme for the
month of September. 1958. The States of
Andhra Pradesh, Bombay, Kerala, Madras,
Mysore, Punjab, Rajasthan, Uttar Pradesh
and West Bengal have appointed full-time
family planning officers.

Up to September, 1958, the total expen-
diture, including the amounts sanctioned
and advances made to State Governments,
was about Rs, 17.81 lakhs.

Sixty seven rural and 20 urban clinics in
Bombay and six urban clinics in Kerala
were opened during the month. The tota
number of clinics set up so far is 812,

MADRAS SCHEME OF FAMILY
WELFARE

In a written reply to another question
Shri D. P. Karmarkar said that according
to available information the Government
of Madras had instituted the following
schemes of steriliztion:

(i) Scheme for payment of subsidy to
selected private medical practitioners in
Madras city for vasectomy operations for a
period of one year. The rate of subsidy
was Rs. 25 per operation for a period of
12 months from the date on which a sur-
gery was first approved for subsidy under
the scheme; the rate was to be reviewed
and revised from year to year. The subsidy
was restricted to cases of operation on
persons with an income of Rs. 200 and less
per mensem.

Under the scheme, four private medical
prectitioners having enough surgical expe-
rience and nursing home facilities had been
appointed.
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(ii) Scheme of payment of special remu.
neration of Rs. 2 for each case operated to
the canvassers and tutors in family plan-
ning to canvass and send cases of vasecto-
my to approved surgeries or Government
hospitals,

(iii) Scheme in Madras city called the
‘Madras City Public Employees’ Family
Welfare Scheme, under which concessions
had been extended to public employees in
Madras City, seeking surgical methods of
family planning. Under this scheme,
public employees in Madras city who had
attained the age of 32, in the case of men,
and 26 in the case of women, and who had
not less than three living children were
eligible to avail themselves of the conces-
sions extended under the scheme. For
men undergoing vasectomy operation a
cash grant of Rs. 13 each, and for women
undergoing salpingectomy operation a
cash grant of Rs. 25 each was payable
under this scheme., To perform vasectomy
operation under this scheme, two surgical
teams had set up— one at the Government
General Hospital and the other at the
Government Stanley Hospital, Madras.
As salpingectomy was being performed
usually immediately after delivery and as
the medical units in which such patients
were performing the operation on willing
patients, no separate surgical unit for
salpingectomy was being set up under this
scheme.

(iv) The Director, Indian Institute for
Population Studies Madras, was directed to
conduct an attitude survey of fathers
under the Madras City Public Employees’
Family Welfare Scheme for which a sum
of Rs. 1,500 was sanctioned as grant,

FAMILY PLANNING CLINICS IN
SECOND PLAN
In a written reply to a question in the

Lok Sabha on December 12, Shri D. P.
Karmarkar, Minister of Health, said that
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ther.e was no specific scheme “to establish
family planning clinics districtwise in the
country although all districts were likely to
be covered under the present scheme.

It was proposed that 500 wel) equipped
and staffed centres should be opened in
urban areas and 2,000 in rural areas during
the Second Five Year Plan period. 1t was
also‘proposed that as far as possible a
farcily planning clinic should be opened in
each maternity and child welfare centre,
primary health centre; dispensaries, hos-
pitals and medical teaching institutions.

In rural areas, the centres were to be
associated with the existing primary health
centres. Each centre would normally cover
a population of 50,000.

Tne Minister also gave details of staff
requirements, expeuditure and pattern of
assistance for rural and urban centres.

GRANTS FOR FAMILY PLANNING

The Union Ministry of Health has revi-
sed the pattern of sanctioning grants to
voluntary organizations for the opening or
maintenance of family planning clinics in

rural areas says an  anoouncement of
December 5.

According to the revised scheme, grants
will be sanctioned to clinics in rural areas
opened by voluntary organizations at the
rate of 100 per cent of the actual recurring
expenditure incurred during the entire
period of the Second Five: Year Plan,

Grants will continue to be sanctioned at
the rate of 100 per cent for the first year
and 80 per cent for the subsequent years of
the Second Five-Year Plan 1o family
planning clinics of voluntary organizations
in urban areas. Grants for free distriby.
tion of contraceptives and at subsidized
rates will continue to be given at the rate

of Rs. 1,500 for one year both for the rural
and urban clinics,
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Book Section

ANNOUNCEMENT

We are proud to announce that the <Mediscope’ dedicated
to serve the Indian Medical Profession, has ventured to
publish <Text Books’ for Medical Students & Doctors, thus
affording our regular subscribers to possess ‘Text Books’
without paying specially for them.

The text books written by eminent authorities—Profes-
sors, Lecturers and Specialists—in Medicine and Surgery haye
graciously come forward to have their text books published in
the ‘Mediscope’ serially, each author taking about eight to
sixteen pages in each issue until the Text Book is completed.

In this issue the ‘Mediscope” has commenced the valuable
work of Dr. R. J. Maneksha, F.R.C.S. (Eng), on “PLASTIC
SURGERY FOR MEDICAL STUDENTS & DOCTORS”.
From April ’59 we are planning to publish concurrently the
text books of two or three eminent authors. Ofcourse the
‘Text Book’ will be in addition to the usual features of
Articles, Case Reports, Gleanings, Notes & News etc.

As a few of our regular readers have observed, that the
‘Book Section' not only affords an opportunity to possess
text books, it also gives a very great incentive to the eminent
Medicos of our country to come forward to write ‘Text Books.’

Writing of a ‘Text Book™ suitable for the Universities
is the hardest job, requiring the full time attention of an
author at the sacrifice of his practice, not to mention of the
financial risk.

Having risked time and tinance none can be sure of the
attitude of the Universities to recognise the merit of such
costly works and prescribe them to the Medical Students.



Although the talent is not lacking in our country to
write Text Books suitable to our Universities, many an
authority on Medicine & Surgery, under whose coaching the
Indian Medical Profession has today grown to a lakh and
odd strong, have not ventured—rightly, to indulge in the
highly speculative art of writing text books. Consequently this
great Nation still depends on the resources of our brethern
abroad to feed us with text books. It certainly does not stand
in good stead of our National Prestige.

To fill up the lacuna in the field of Medical Text Books
by our Indian Authors, the Mediscope has boldly ventured
to publish Text Books absorbing the financial strain of the
authors, thus giving them an impetus to contribute theijr

precious knowledge and wide experience in the field of

Medicine & Surgery for the benefit of our Indian Medical
Profession,

We fervently hope that the Indian Medical Profession
will appreciate our aim—Ilaudable indeed,

and make our
efforts a success.

—Editor,
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This book is dedicated to the unfortunate
sufferers from physical deformities who
by their great endurance and courage
contribute in no small measure to the

progress of Plastic Surgery.
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PREFACE

Why a book on Plastic Surgery ftor the medical
student and doctor ?  The main reason for writing such a
book is because of constant demand on the doctor by
patients and their relatives who are anxious to be enlighte-
ned on the interesting aspects of Plastic Surgery, to know
its benefits, its limitations as well as its successes.

In preparing a book on Plastic Surgery, one is con-
fronted with an immense amount of material The
decision as to what to include or exclude is often difficult.
The decision has been made on the basis of my clinical
experience.  Since this is a book for the general practition-
er the intricate technical details are purposely omitted.
The would be plastic surgeon is advised to consult more
advanced books on Plastic Surgery.

There are many children, men and women suffering
from deformities, to whom authentic information on the
possibilities of Plastic Surgery would restore the inestimable
blessings of peace of mind.

The medical man should provide all the answers to
all queries regarding plastic surgery to put the patients
on the right path.  Persons of normal appearance can
seldom imagine the tragic inner feelings which prevail and
dominate the lives of these countless less fortunate human
beings ever conscious of some deformity.  Plastic Surgery
can do a lot to help these sensitive individuals to regain
their self confidence and rightful place in society.
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In fact those who are disfigured in face or form have
a legitimate interest in the entire question of the deformity
and are entitled to know what the possibilities are of safe
relief from their handicap. The family doctor is his best
guide.
The author has purposely written this book in the form
of questions and answers. It also makes far more interes-
ting reading. 'The matter is simplified as far as possible.

February, 1959 -—Dr. R. J. MANEKSHA
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CHAPTER ]

Introduction to Plastic Surgery

What is Plastic Surgery?

By definition Plastic Surgery mieans the art of moulding human
tissues that are deformed, i.c., it deals with restorations of defects,
present from birth or acquired during life.  Plastic operation improves
both the function and appearance of the patient. Plastic Surgery does
not mean that some plastic substance is always introduced in the body,
neither does it mean that a skin is grafted from one place to another
in every plastic operation although this very often forms a part of such
operations,

What is the history of Plastic Surgery?

The practice of Plastic Surgery started since antiquity at around
4000 years B.C. and most of the operations were confined to the nose
as nose is the most prominent and hence the most liable to injury.

The carliest records of Plastic Operations were found in Egypt
and India between the years 2500 to 600 B.C. as mentioned by Sus-
ruta in India. Susruta possesses 125 different instruments for his
operations but in the shape of birds and beasts! One method of
repairing a cut nose is known as the ‘Indian Flap Method’ and the skin
flap is taken from the forehead.

Plastic Surgery then spread to Europe and was practised by a
famous surgeon named Celsus in the first century A.D. This period
was followed by an era of darkness till in the 17th century Dr. Gaspare
Tagliacozzi of Bologna in Italy revived Plastic Surgery mostly of the
nose by using a skin flap from the arm which is now called the Italian
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Methed.  Much against the wish of the Roman Catholic priests they
practised this art successfully for a period of 20 years, when the rich
and the poor from all over Europe thronged to his Clinic to receive the
benelit of his skill.  After his death the people of DBologna erecied
his statue in the University Gardens showing him holding a  golden
nose in his right hand. During the early part of the 20th century Profes.
sor Jacques Joseph of Berlin who is now considered the father of nose
surgery. improved Plastic Operations and made 1t a  definite  surgical
science. During the first world war a group of young English and
American surgeons headed by Sir Harrold Gillies established centres
for fasciomaxillary surgery and thus started plastic surgery as a definite
speciality.  During the second World War many such centres  were
started all over the Commonwealth countries and great progress was
made. American Plastic Surgery made tremendous progress during
the last 20 years. The first International Congress of Plastic Surgeons
was held in Sweden in 1955.
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CHAPTER 2

General Considerations

TISSUE DEFECTS
PLASTIC FROCEDURES
PSYCHOLOGICAL ASPECTS

What are the usual types of defects that require the help of Plastic Surgery ?

Defects may be congenital or acquired.  There are three main
types of defects. (a) Tissue displacements, (b) tissue excesses
(c) tissue deficiencies.

What is the method of treating these defects ?

Whenever there is a displacement of tissue from its normal posi-
tion, it is corrected and placed in its normal position.  When there is
an excess of tissue, that part is removed by surgery, in cases of
deficiency a substitute is added depending on the part that is absent.
Nature demands a faithful imitation of the part to be replaced.
These are the main guiding principles of  Plastic  Surgery with the
addition of restoration of function of the affected part.

What are the conunon tissues of the body that are mostly dealt with in Plastic
Surgery?

The first and the most important is skin, the biggest organ in the
body which covers an arca of 20 square feet in an adult. It serves

the very important function of protection of the deeper tissiies from
injury and infection. [t is also a very vascular organ.  Most of the
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Plastic Surgery is done on the skin, The other structures lying under

neatl.m the Skl'ﬂ namely the fat, fascia muscles, cartilage and bone also
require Plastic Surgery for various defects

What are some of the comn ]

; 10N con ects ]
— genital defects thay require Plastic
" 1’:ahpes Equmf) Varus or Club Foot is the most common congeni-
tal e cct.. Hare-Lip and Clef( Palate defect come second. This delect
s tound in one birth per every thousand.  The other .

ne ' . defects
amenable to Plastic Surgery are various deformities of th

¢ car, defects

of the fingers and toes known as Syndactily or fused fingers.  Defor-

mities ot the urinary bladder and (he genttal organs

and hypospadius. like epispadius

W . .
hat are the most common operations for acquired defects ?

Defects of the nose are the most

Plastic Surgery as the nose s such an important part of the f
The treatment of scars on the faccis th ndition,
Surgery of burns is a routine proce
hospital.

o

¢ mext common condition.
dure in any plastic unit of a general

v " , g
How does plastic operations differ from ordinary operationy ?

_ Plas‘llc Opera.tions are usually planned ones and may  require
Seres gf Operations at certain  interyyls, Plastic Opcmtiun"cl d
very.dehca[c, No other speciality demands more minute 'm“ o
detail. No other speciality requires more patience us“- Ull]Ol.lllO
Constructive imugination_is necessary for the plastic S~ a requisite.
onset anq he m.ust be able to visualise the end rcsuit as urg;:lm’l ‘at the
step leading 1o‘n. Very often plastic OPCI':xtioxl; cun(‘bcwcd d? every
local anaesthesia whilst ordinary Operations are often dop .Onc under
under general or spinal anaesthesija. one with persons

428 4
MEDISCOPE

commonly treated procedure of

GGeneral Considerations

Is it possible to avoid a scar of operation?

No. But the cut can be placed in such a way as to be inconspi-
cuous. Nose operations are done from inside the nose hence no scar
is seen, similarly other operations could be donc from inside the
Cuts are always made in the natural folds of the body and
hence they are least visible. [n many cases the cut line is “Saundpape-
red’ i.e., Dermoabraded then the incision is less visible. The skin is
also stitched with very fine material, and since the stitches are also
removed on the second or the third day. no stitch marks are left.

mouth.

What is the usual ave when plastic operations should be done

it is not possible to answer this question.  Usually in children

born with defects (congenital)—the operation is usually done when the
infant is about ten pounds in weight as in the case of Hare-lip. Usually
the operations are tried to be completed before school going age.
Operations on the palate (cleft-palate) and male genital organ {(Epi and
Hypospadius) are completed before four years when the child goes to
school.  This is helpful as otherwise defective children are looked upon
by the other students as somewbat apart from them thus giving rise to
inferiority complex, mental depression and late serious repurcussions
which are then difficult to eradicate with surgery alone.

When is the operation necessary’

Plastic operations are usually planned operations. They are not
emergency operations as in cases of accidents, strangulated hernias
and the like.  Still, operations for correction of physical defects are
necessary for social and economic reasons.  Its main advantage is
that the operation is preplanned, patient properly prepared before
operation as mentioned before for congenital defects in children repair
should be complete before a child goes to school.

What are the special preoperative preparations !

All patients undergoing plastic surgery are thoroughly examined

and operated when they are physically fit. Since most of the operations
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are on the skin—there should not be any focus of infection on the skin—if
possible operation is delayed till such time as the skin returns to normal

When are skin stitches removed ?

The skin of the face heals very quickly in two days hence stitches
are and can be removed within two to three days and a special skin
dressing is applied called “butterfly” dressing of collodion gauze. It
is applied at right angles to the line of incision. Stitches removed
two to three days leave no marks behind.

in

When is the recovery period in plastic operations”

Unless there is a special reason to keep in bed as after operations
on breast and abdomen, the patient is usually out of bed the same
evening—actually patients operated under local anacsthesia do not

require to stay in the hospital even for a day but are treated as out-
door cases.

What is the post operative care?

There is slight pain for the first 24 hours but quite bearable and

usually an Aspro or Veganin tablet is taken with a cup of tea or coffee
an hour after the operation.

Is there any special after care of the operared area ?

The area operated usually remains slightly swollen for about
fifteen days to a month c.g., after nose operations. After seven days

the part is gently massaged by the patient as instructed by (he
surgeon. ’

How are the records kept of plastic surgery cases ?

Besides detailed notes at the first examination, all plastic surgeons
take photographs of their patients before and after operations. It
remains as a proof of the improvement or otherwise obtained by plas-
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General Considerations

tic surgery. Photographs are also very useful for teaching and confe-
rences. Actual plan of the operation is recorded in detail.  Plastic
impressions arc sometimes made especially for the nose.

Will X-ray or radium treatment be necessary after plastic surgery ?

Yes in some cases where there is a tendency for the scar to be-
come hypeitrophied then post operative X-ray on the skin is advisable.
similarly when a keloid is to be removed it is better to give X-rays both
before and after surgery.

If the result is unsatisfactory can it be improved by a second operation 7

Yes. Cases which are spoilt can be operated again (o improve
the result. This can be done if the part is not irrepairably damaged.
It is important to know when not to operate as it is to know when to
operate.

Do patients with physical defects have any psychologic al effect?

Yes, those who are suffering from any type of physical defect
either since birth (congenital) or acquired later on in life from accide-
nts, burns, are bound to suffer from an inferiotity complex as they
are always looked upon as different from the normal crowd. Ultima-
tely this type of inferiority complex has a definite effect on their
mental outlook very often ending in depression, melancholia and other
psychological conditions. The medical man should consider the physi-
cal as well as psychological aspects of deformed cases. Surgical treat-
ment of a disfigurement is only half of the problem in plastic surgery
of which the psychological treatment is the other hall.

Are these patients social ourcasts’!

Unfortunately, modern society treats these patients as social
outcasts although their defect is very often through no fault of theirs.
Ignorant parents who do not have their children vaccinated in time
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against infectious diseases like small pox leave the misfortune of having
their children’s faces riddled with small pox marks with the result that
they are not tolerated by society. Deforming contractures of burns
often occur in childhood.

Should children be treated differently by parents if they have any physical
handicap ?

It is very often noticed in a family where therc are many children
that if one child has got a physical handicap that child is very often
pampered and given all the attention thus making the child spoilt and
dependant. Parents should be made to realise that this physical defect
should be treated as early as possible so that the child can be restored
again to normal and he can mix freely with his brothers and sisters,

Do these patients suffer economically when they grow up?

A child grown up with a physical defect is always at 2 disadvan-
tage in later life in this world of economic and social competition.
Decent jobs are very difficult to get and promotions are rare, even
though the patient may be very competent in his work. The old saying
is quite true that ‘One’s face is one’s fortune’.

Do such cases often end up in mental institutes and even prisons?

It is often noticed that people with physical defects who are shun
by society often develop into delinquent children and in later life if
they continue doing so end up in prison cells. It is a pity that such a
person with a physical defect could have been easily reverted to normal

by the aid of Plastic Surgery and could have led a normal healthy
life.
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