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apaininhisknee. | thinkthat what you should
doistoproceedw thdue caution, knowi ng t hat
you have got that as a back up. You can then
afford to be thorough.

Chai rman (Dr Tony Stark)
I vi ewt he pat hol ogy of deconpressi on si ckness

as going through various phases in which
different aspects of treatnment are nost
i mportant.

Inthefirst phaseit isreconpressionpressure
itself, that is the npst inportant factor.
Then hyper bari c oxygen becomnes nor e si gni fi cant
than pressure. Later, the pathol ogy changes
further and it may be that hyperbaric oxygen
is the only part of the treatnment that is
necessary at all. Going on further, neither
i s goingto nmake any di fference and the | esi ons
are absol utely permanent.

Q her questions were asked and st at enent s nade
by the audi ence. Unfortunately, the quality
of the recordi ng was not good enough to all ow
transcription.
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DECOVPRESSI ON S| CKNESS SESSI ON TWO

Dr Chris Acott

Cerebral oedena and t he use of barbiturates in
the treatnment of head injury is one of ny
interests. | have nade the assunption that

bubbl es inthe cerebral circul ati on causes the
same pat ho- physi ol ogi cal responses as an acute
head injury or an acute stroke. |If so, the
i schaem a, which is the primary neurol ogi cal

danage, is foll owed by secondary neur ol ogi cal

damage. We all know that the nost inportant

thing in treating head injuries is not the
actual primary insult, but the problemthat

secondary danmage i s caused t hr ough hypoxi a and
retention of CO,and an unclear airway. The
mai nstay in the treatnent of cerebral

deconpr essi on si ckness or cerebral air enbolism
i s reconpressional pressure, but before this
can be instituted we have to make the
di agnosi s. A reconpression chanber has to be
made ready and avail abl e. The diver has to be
transportedto the reconpression chanber. And
del ay has t o be mi ni m zed bet ween t he di agnosi s
bei ng made and t he di ver actual |y reachi ng t he

chanber . In South Australia we have a
reconpressi on chanber at the Royal Adel aide
Hospital. It is a Vickers nonoplace oxygen

chamber which | regard as a one nman coffin.

In South Australia the majority of diving is
done either on the Eyre Peninsul a or down the
coast fromAdel aide or at M Ganbler. Now M
Ganbi er presents a very special problem and
thisiswhat stinulatednmetothink about this.
People dive in sink-holes, caves in the
i mest one where the roof has fallenintoallow
access. These are alnost all on farns, and so
transport and getting facilities to the diver
is difficult. If somebody gets bent at M
Ganbler, it is 250 m | es to Adel ai de and about

250 m | es to Mel bourne, sotherew || be del ays
of up to probably three or four hours.

After Tuesday night’s talk, | think we have a

very, very good retrieval system in South
Australia. An Anaesthetic Registrar, or an
I CU Registrar, in his final year, or a Staff

Anaest heti st or Staff | CUperson goes out. W
al ways go out to the patient and bring the
patient back. This is in preference to
bringing the patient tous. W have a St Johns
Anbul ance aircraft onten m nute standby. The
pilot has to be within ten mnutes of the
Adel ai de ai rport. W have a helicopter and a
very efficient road system W take everything
with us, including resuscitation equipnment
and nonitoring equi pnent. W can intubate in
the field, we can monitor ECG s, we can put in
a CVP, and we can ventilate the patient with
a Birdrespirator. Here is an exanpl e of how
ef ficient our systemis. The pupilsof agirl,
aged 13, who had an extradural haenatons,
dilated up while the doctor, 150 miles from
Adel ai de, was talkingto me. W had that girl
onthetabl e with her head open wi thin 2 hours.

Because of the physical inpracticalitiesof M
Ganbi er, | consi dered what we shoul d doif sone
di ver cane up convul si ng and was unconsci ous.
Is there any first aid we can give the diver
at the site? And if reconpression treatnment
fails, isthere any ot her treatnent that we can
givethe diver after histreatnent? So |l began
to think about the use of barbiturates in
cerebral oederma, which after a del ay of about
three of four hours is probably the thingthat
we aretreating. Youhavetheprimary cerebral
insult whichis foll owed by cerebral hypoxi a.
This can either be global or focal. W know
that if we examine divers with bends very
cl osel y, you find subtl e neurol ogi cal changes,
whi ch neans they probably have got focal
| esions. The cerebral hypoxia sets up a chain
of events which then follows a never-ending
circle and ultimately | eads to neuronal death
and death of the patient.

Cat echol am ne- nedi ated hypermetabolism is
i ncreased. There is an increase in anaerobic
glycolysis which leads to an increase in
I actic acidosis. This acidosiscanleadtotwo
things. First aninter-cerebral hyperosnolarity
and oedenma which causes neuronal danmage.
Also, it leads to reactive hyperaem a and
di sturbed autoregulation of the cerebral
bl ood flow. Both of these |ead to vasogenic
oedena. So you get a raised intercranial
pressure which itself will decrease cerebral
perfusion pressure, and so reduce cerebral
per f usi on and so you have got secondary danage
to the neurones which then conpletes the
vicious circle leading to cerebral hypoxia,
and so you get the whole circle starting all
over again.

Way do | advocate the use of barbiturates?
Experi nmental evidence, nainly fromthe United
States, in baboons, nobnkeys and dogs, has
shown t hat experinental ani mal s, subjectedto
i schaem a, either gl obal or focal, have a 100%

survival rate if they are treated wth
barbiturates, either post or pre-ischaenic
epi sode. The response to post-ischaenia



treatment isquiteinportant. Reye' s syndroneg,
whi ch occurs mainly in children followi ng a

viral illness, and consists of cerebral
oederma, hepatic coma, liver failure and
hypogl ycaenmia had a nortality rate of 75%

until peopl e began to use barbiturates in the
treatment. Nowthenortalityrateiszero. In
atrial inPittsburg, inthe United States, 14
out of 22 patients who had a cardiac arrest
survived when treated with thi opentone after
the arrest. The arrest tinme was between 5
m nut es and 22 mi nutes of cardi ac standstill.
There is also good evidence conming fromthe
Uni t ed St at es about the use of barbiturates in
head i njury pati ents. Anaesthetists here know
that cerebral air enbolismoccurs in patients
on bypass, and they seemto survive and not
have any neuronal danmage at all even though
t hey have been shown by Doppl er nonitoring to
have bubbles being lodged in the cerebral
circulation. | think that probably the reason
isthat they were all i nduced withthiopentone
bef or ehand.

How do t he bar bi t urates work? They supposedly
depress the lactic acidosis induced by
cat echol amine rel ease intracellularly. They
al so, since 1950, have been known to decrease
the cerebral netabolic rate. They decrease
t he neuronal netabolism They decrease bl ood
pressure and so decrease cerebral bl ood flow
whi ch becomes quite inportant in treating
cerebral oedema. It is said that they have a
menbrane stabilizing effect.

If you are going to use barbiturates in head
injuries or the sort of situation | have
post ul at ed, one has to consi der when you have
to gi ve themand i n what dosage. Experi nmental
evidence suggests that you have to give
barbiturates within 3 hours of the primary
insult for it to have any effect. So when you
read about theinefficiency of barbituratesin
the journals, consider when the barbiturates
were actual ly gi ven. They can be gi ven either
pre- or post- ischaem a, but they have to be
given within 3 hours of theinsult andthisis
quite inportant. It is also no use deciding
24 hours after all treatnent has failedtogive
the fell owbarbiturates. Cinically, the dose
varies, however one has to give enough
barbiturate to make the EEG on the patient
i soel ectric. After that you can continue
giving barbiturate andit will have no effect-
on survival at all. Qur regime for head
injuries at the Flinders Medical Centre, in
Adel aide, is to start with aninitial dose of
3 to 15 ng per kg of thiopentone. This dose
is tolerated haenodynanically. This is
foll owed up by 1.54 ngs per hour for the next
24 hours. Then we switch over to saline and
anyl obar bi t one 1. 54 ng per kgthreetinmes aday
and this is titrated against the patient’s
intracrani al pressure, as we have a Ri chnond
screwintraventricular drainin place and are
nonitoring his intracranial pressure.

Ther e ar e obvi ousl y several probl ens associ at ed
with this giving of barbiturates:

1. You need t o have haenodynami ¢ nonitoring
bl ood pressure, pulse rate etc., even
CVP.

2. You have got to have a person who is
skilled in resuscitation, so obviously
you need an anaestheti st.

3. You need full resuscitation equipnent.

The other maj or thingis that the barbiturates
will alter all neurol ogical signs and so you
need a careful clinical assessnent bef or ehand,
using the dasgow coma scale and various
clinical evaluations of what is going on.

That sort of thing does not real |y present nuch
of a problemto us in South Australia, because
all our retrievals are done by anaestheti sts,
and we actually do these things in the field
wi t hout any probl ens.

Advant ages t hat nay be seen for this treatnent
are:

1. If a diver is convul sing then obviously
these convul sions are repressed.
2. I f you consider the cerebral conpliance

curvethestinuli responseinintracranial
pressure i s reduced to a m ni numbecause
you had him barbiturized and still and
transport himlike that.

3. It is thought that wusing hyperbaric
oxygen wi th the patient barbiturized you

will increase his threshold to having
cerebral oxygen toxicity.
Question: Dr Bill Hurst

What advantage does barbiturate have over
Decadr on?

Dr Chris Acott
Al ot of peopl e believe that steroids have got

no place in the treatnent of acute head
injuries. They have only got a place in the
treatnent of cerebral runours. Patients
coning to an operation for renobval of a

cerebral runour are often only kept alive by
their dose of steroids. It is a debatable
point. If | had a head injury | would Iike
everything given to ne including steroids if
t her e was any chance t hat t hey ni ght do me some
good. There are cerebral conpliance curve
studi es where steroids have shown a great
decrease in intracranial pressure. It has
been simlar to that with hyperventilation,
barbiturates and mannitol. So if you did not
want to use barbiturates in a patient who is
convul sing, | feel that you could begin with
a dose of steroids. | do not think that you
are going to do himany harmat all.

Question: Dr Janene Mannerhei m

When you are neasuring hi s neurol ogi cal signs
by exami ning him how are you goi ng to do that
when he i s unconsci ous and you ar e transporting
hi n®?

Dr Chris Acott

You woul d use thiopentone initially and then
transport him Theoretically, if you use up
to 4 or 5 ng of thiopentone per kg and the
transportation getting himto a chanber takes
two hours, the patient can be aroused and
exam ned at the end of the journey. It takes
a while for the barbiturates, especially this
barbiturate, to be redistributed however |
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think you could examine him 4 ng per kg is
t he st andar d dose f or i nducti on of anaest hesi a.

Question: Dr Janene Mannerheim
You do not t hi nk you m ght overdose the patient
trying to get a flat EEG?

Dr Chris Acott

That i s when you have got themon an EEG in
theatre and an EEGin the I1CU.  \Wat | neant
by the isoelectric EEGis the fact that once
you have got the EEG i soel ectric you do not
have t o go to any greater dose of thi opentone.
| think any dose of thiopentone is worthwhile
because it will reduce the cerebral nmetabolic
rate and so reduce t he oxygen requi renents. |f
you have got a di ver fromM Ganbi er who i s al so
cold, you are al so addi ng the advant age of a
guy who is hypothermic as well as having
bar bi turates on board. In South Australia we
are the only place in the world at the nonent

that still wuses hypotherma to renove
i ntracerebral runours.

Question: Dr Tony Slark

You gave us your starting dose, if |I have got
you right, as 3 to 15 ng per kg. That is an

extraordinarily wi de range of dosageto start.
How do you choose when you are going to give
3 nmg or 15 ng ?

Dr Chris Acott

Just on t he haenodynami c responses i f you gi ve
3 ng per kg and you do not get much of aresponse
you can increase it if you want to. People
advocate using up to 15 nmg in sonme cases.
Ooviously if you hit themwith 5 ng or 6 ng and
t hen, as you often do, you get a great decrease
i n bl ood pressure and a bit of tachycardi a, you

will be worried about cerebral perfusion
pressure. If you want to get the EEG
isoelectric you have to watch the blood
pressure as well.

Question: Dr Darrell Wallner

| amjust alittlebit concerned; howwoul d you
ensure that you were also not depressing
respiration?

Dr Chris Acott

I n South Australia, those who go out to coll ect
patients are all anaesthetists. |f necessary
we can put down an endotracheal tube and
ventilate them which we would do if the
respirati on was depressed.

Question: Dr Chris Lourey

| can see the rational e of using barbiturates
for controlling fitting and the rational e of

having the expertise on site. However, |

cannot see the rationale of |arge doses of

barbiturates. |f you can have an anaest heti st

on site who has the skill to place the
endot racheal tube, why not conpl et el y paral yse
the patient, ventilate himwith at | east 60%
oxygen, possibly give steroids, and then when
he reaches a hospital with reconpression
facilities, de-curarise?

Dr Chris Acott

I discussed what we use in head injuries at
Flinders Medical Centre and what they are
tryingtodo. | wouldnot |liketouserel axants
to stop himfitting, as just because sonebody
is paralysed and cannot nove, does not mnean
that the EEG stops having fits. | agree with
you paral yse and ventilate himand take him
away. | think that is the way to do it. |If
you are going to use barbiturates, you are
going to have to ventilate the patient. W
know that we can reverse all the nuscle
rel axants once we get hi mi ntothe chamber. At
| east you have a secure airway and you are
reduci ng t he secondary danage that is goingto
happen.

Dr John Ml ler

Oxygen toxicity in this situation w th oxygen
enrichment during transport, particularly
with a barbiturate | oad on board is unlikely
to be a problem There are situations where
r epeat ed oxygen treat ments nmay be giveninthe
chanmber where oxygen toxicity will probably
ensue. | ampretty sinple mnded about sone
of these things. For the nost part, pul nonary
oxygen toxicity is a reversible lesion, at
|l east functionally, if not pathologically.
Pat hol ogi cal ly there are significant changes
in the lung. The gas exchange returns to
normal , particularly at rest. What does it
matter, if youinpair hisexercisecapabilities

to some extent in order to save sonebody’s
life?
A couple of coments about the use of

barbiturates in these cases and a little bit

about the differences between cerebral air
embolism and central nervous system
deconpressi on sickness. Central nervous

syst emdeconpressi on si cknessis dueprimrily
to obstruction of the venous outflowfromthe
spi nal cord. Cerebral deconpression sickness
is very uncommon by itself. Central nervous
syst emdeconpr essi on si ckness i s a gl obal cord
lesion. It may be quite highinthe cord. In
cerebral air enbolismyou nay have one or a
series of focal lesions that are arterially
nmedi at ed t hroughout the brain and the brain
stem The nature of both is to produce an
endot helial injury and that results i n oedenma
either of the cord or of the brain.

For sonme tine now we have al so t hought about
giving patients barbiturates, particularly
the ones that have obviously very severe
injuries. W have not done soonthe follow ng
grounds. Recovery and rousability follow ng
a single induction dose of thiopentone is
rapi d. However, although thiopentone is said
to be short-acting, it isonly short-acting by
virtue of the fact that the drug redistributes
inthe body tissues, and cones therefore to a
| ower | evel. So when you gi ve anot her dose of
t hi opentone that will al so produce a peak with
unconsciousness and subsequently
redistribution. Inorder tohave a maintenance
| evel at a nice elenentary point, the patient
may not be rousable. W have avoi ded using
t hi opent one because of the fact that we cannot
predi ct beforehand j ust howrousabl e a pati ent



will be after a particul ar series of doses of
t hi opentone when we are faced with the
situation where the co-operation of the

pati ent may bevital. Theoretically, | amvery
much in favour of doingit in serious cases of
cerebral air enboli sm where we have docunent ed
a mgjor injury and have nade a full clinical
eval uati on beforehand. Essentially, you are
cooling the brain down, reducing cerebral
oxygen requirements, reducing the perfusion
pressure and at the sane time going on with
oxygen, steroids and all the other things.

Dr Ji my How

If you have a diver with a cerebral air
embolism there is obviously going to be
ti ssue damage wi t hin the I ungs, with air being
carried to the brain. He may also have a
pneunot horax. | share Janene’ sworry. | think
such a hi gh dosage of thi opentone to a pati ent
coul d mask useful signs.
We have used very small doses of Valiumsuch
as 5 ng and our patients go off to sleep. This
introduces two problenms when you reduce
pressure. Wth a very drowsy patient who is
breathing slowy during the ascent from 165
to 60', you have to keep on rousing the
patient, as thereis the chance of | ung danage
from over-expansion if he is breathing very

slowy. How serious thisis, | amnot sure,
but we always keep our patients awake.
Secondly, if he is drowsy the signs and
symptonms of a small pneunothorax getting

bi gger may be masked. The patient nay not be
awake enough to conpl ain of painor difficulty
i n breat hing.

Question: Dr Chris Lourey

Could we have some coments in regard to

transport del ays such as getting the patient
to the RAN chanber in Sydney?

Dr Chris Acott

The time lag is one thing that | amworried
about. That is why | was advocating the use
of barbiturates, etc. In the extrene case of
a person convulsing, to give him a
haenodynami cal | y stabl e dose of thiopentone
and put in an endotracheal tube. In South
Australia we have i ntercostal drainage tubes
and we know howto put themin. |f we put them

in, on both sides is necessary, if we have
clinical indications.
Once you have given the initial dose of

t hi opentone you will decrease the cerebral
net abolic rate. Then you can paral yse hi mand
t ake hi mt o Sydney. Those of us who have wor ked
in ICU caring for patients with a Ri chnond
screw intraventricular drainage wll have
seenthe changes inintracrani al pressure when
sonmebody i s noved and what t hi opent one does to
it. As an anaesthetic aside, bypass patients
al | obviously get the sane ai r bubbl es but very
few have any clinical problens.

You have got everythi ng going for you, you are
nmoving him heis still, heis paral ysed, you
are reducing his stinmuli and you can get him

to the chanber and there i s no need f or anot her
dose of thiopentone within 2 or 3 hours. To
get hi mnovi ng agai n you gi ve hi matr opi ne and
sone neostigm ne. It all followed from ny
readi ng about cerebral oedena.

Dr John Ml ler

We have treated a nunber of patients with
severe cerebral air enbolismfollow ng sone
sort of nmedical catastrophe rather than
diving. They have had significant del ays of
up to 54 hours between the incident and
treatment in the chanber. |In nost patients
where there has been a significant delay, we
have f ound despi t e very aggr essi ve conpr essi on
t herapy and very aggressi ve oxygenati on, t hat
thereis consistently alatent period of about
18 to 30 hours between the onset of treatnent
and t he begi nning of an inprovenent. |f one
is going to use a barbiturate and recogni si ng
that there is a latent period, then why not
take t he advant age of the cerebral barbiturate
right through into that period? Instead of
turning of f when you get to the chanber, use
t he chanber as the extra part of the treatnent
as well as the barbiturate. Then turn the
barbiturate off sonme tine just before you
woul d expect to see sone i nprovenent, and the
patient may well wake up.

Dr M ke Davis

You are in a uni que position in Adel ai de. You
have a group of people who are extrenely
conpet ent i nthe basi c precepts of resuscitation
and mai nt enance of patients during transfer.
That is unique and there are very nmany areas
of the Paci fic Basinand Aneri ca and Eur ope and
a |l ot of other pl aces where such skills are not
available. | think there is a great risk of
putting the cart before the horse. Wil st
theoretically barbiturates in this situation
sound attractive, there are certain riders
that | would put onthat. Firstly, that there
is agreat deal nore basic education required
in the managenment of airways, fluids, etc.
during any form of evacuation. The second
thing is the rol e of thiopentone, as far as |

understand it, in the nanagenent of severe
intracranial conditions, is in the reduction
of intracranial pressure. There is no

evidence as yet that the use of barbiturates
in situations where intracranial pressure is
not el evated i nproves survival . This includes
Reye’ s syndrone, when the prinary problemis
a raised intracranial pressure which you are
treating with thiopentone.

We do not knowto what degree the intracranial
pressure rises in air embolism | would be
sonmewhat dubi ous about the use of barbiturates
in a situation where you are not nonitoring
i ntracrani al pressure. I think that there
woul d be potential risks to advocating that
sort of treatnment, particularly inthe field,
when not everybody nay have your conpetenceto
manage the patient.

Dr Chris Acott

According to a paper inCritical Care Medicine
thi opentone wi | | reduce cerebral oedena. They
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treated cardiac arrest patients who had 5
mnutes to 22 m nutes of cardiac standstill.
How rmuch cerebral oedena we get with cardiac
arrest we do not know, but they used
barbiturates. It is a debate that is going on
on both sides of the North of the Atlantic. |
am one who ardently believes.

Dr Ji my How

Patients should be transported with a clear
ai rway and adequat e oxygenati on.

Dr John Ml er

Yes, and hyperoxygenation of the patient.
Hyper oxygenationis acerebral vasoconstrictor
and a reducer of intracranial pressure.

Question: (unidentified voice)

Do you give the barbiturate all at once?

Dr Chris Acott

No, the slug doseistitrated. You do not draw
up a gramand just giveit. If you do not get
the response you want wi th 3 ng per kg gi ve nore
and see what happens.

Chai rman (Dr John Kni ght)

Any nore questions on barbiturates, cerebral
oedema and so on? |f not, | think we will ask
Jimmy Howto tell us about the diving habits
of the people he treats, and why t hey get bent
4 days out from Singapore.

Dr Ji mmy How

I will not talk too nuch about the fishernen
di vers because you can hear a great deal of

t hi s at the conferencein Si ngapore. Professor
Ong is looking after themin terms of the
preventive side and Professor Bose of the

ort hopaedi c depart nent after we have fi ni shed
with them and have sent the patient to the
rehabilitation unit.

We see four categories of patients. Firstly,
we have professional divers. They conme to us
because we have good communi cati ons i n Si ngapor e
and we have t he chanber here. The cases that
cone have already been treated and fail ed.

By and | arge t hese cases are dueto failureto
followthe tables. They are rushing. In an
enmer gency they have to surface, and when t hey
surface their problens start. They also |ike
surface oxygen deconpressi on. They come upto
about 40 feet and then from40 feet they shoot
up to the surface. They rush into the chanber
and try to be under pressure again within 5
m nutes. Then t hey breat he oxygen just to cut
short the deconpression time. Many of them
have probl ens at t he stage when t hey | eave t he
wat er, getting caught up with things as they
rush into the chamber. Wen they reach the
chamber sone of themstart to get the synptons
and signs conmng on. They come to us from
Brunei, fromthe | ndonesi an si de and even from
t he east coast of Malaysia. All these coneto
Si ngapore for treatnent.

In the second group are the fishermen divers.
They are the people you will hear about in
Si ngapor e. Their equipnment is primtive.
They just do not know anythi ng about diving.
They do about three or four dives a day.
Basically, they are of the ol der age group.
One woul d think that because they do so many
di ves a day they woul d have a tol erance, but
this is not really so. Wen they get a hit,
itisjust purely because of the type of diving
that they are doi ng. The best way to get their
fishisjust tothrowsone dynanite in, “boont
it goes, and then they can take any hookah and
go down and choose t he size of fish they want.
That is exactly what they do at 120 feet out
in the South Chi na Sea, about three days away
from Si ngapore.

By and | ar ge t hose who cone back t o us have gone
down to fish as soon as they anchor. They
remai n underwater for two or three hours and
they conme up. They have their | unch and down
they go agai n. They repeat t he same t hi ng over
agai n. They go on about three dives a day. The
amazing thingis that they have been doingthis
for 10 years and no bends. But | o and behol d
in the tenth or eleventh year they becone
conpl etely paral ysed.

The sports divers are nostly visitors. They
cone up here and they get very engrossed in
their diving. They put on a second tank and
they go in, they put on a third tank and t hey
go in. Some of them do not use the tables
properly and deconpress | ess t han t hey shoul d.
They too cone back to Singapore and give us
sone probl ens.

The fourth group we see are divers inthe Navy
and it is avery small group. They do not get
deconpressi on sickness. We have sone
experimental diving. W have to push them
deep. We get some problens. So these are the
sorts of cases we have seen in Singapore.

We will hear nore in Singapore regarding the
fishermen divers, when we will be show ng you
sone sl i des about these peopl e. The equi prment
they haveis very primtive. They wear a Worl d
War || gas mask. Air comes in through the hose
and bubbl es out at the side of the mask. There
is one chapontopcontrollingthe conpressor.
As they |ower the hookah they increase the
pressure. Sometinmes the conmpressor stops and
no nore air reaches the man. They ditch the
mask and charge all the way up. Very, very
prinmtive indeed. W are trying to educate
these fishernen divers, they are beginningto
under st and deconpression and lately we are
recei ving fewer cases.

Chai rman (Dr John Kni ght)

Thank you Jimy, that is a nost illumnating
description of what | would have called an
al nost suicidal nethod of diving. But it is
not very different from what the abalone
divers were doing in Victoria 10 to 12 years
ago. The abal one divers had problenms wth
deconpressi on sickness. | amsure Jinmy can
renemnber very clearly the two nen who went out
from Eden and did what turned out to be a
sui ci dal series of dives. They invol ved ot her



