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TUBULAO PNEUMATICO
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Lei de Henry
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Lei de Henry e a dissolucao de gas nos tecidos

Pressao

do gas

ou
pressao
ambiente

Tempo de exposicao




Progressao de absorcao/eliminagao de N,

N, tissular: fungao de Pp X tempo X fluxo
Obs.: (1) N, residual e IS ¢/s O,
(2) Altitude e V6o




Tabela de Descompressao

Eliminacao do Nitrogénio Dissolvido

/




bl

P=42T=40 D:V= 1,50 e 2(9) - 16(6) — 26 (3) = 46°20™



O processo descompressivo

Formacao do nucleo gasoso e embolizacao

(Obs.: temperatura da agua)
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Reagao Antigeno-Anticorpo + Mediadores Inflamatérios + Lesao Endotelial
(Citocinas / Leucotrienos / Tromboxane A )
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I-CAM /*V-CAM 1



Table 12-1
Frequency of Signs and Symptoms in 935 Cases of Decompression Sickness

Number of Percentage of Number of Percentage of
Instances Within Instances Within Instances Manifested Initial
Sign or Symptom 935 Cases 935 Cases Initially Manifestations

Localized pain 8358 91.8 744 76.6
Numbness or paresthesia 199 21.2 41 4.3
Muscular weakness 193 206 8 0.8
Skin rash 140 149 42 44
Dizziness or vertigo 80 8.5 24

Nausca or vomiting 74 7.9
Visuval disturbances 64 6.8
Paralysis 57 6.1
Headache 37 39
Unconsciousness 26 2.7
Urinary disturbances 24 2.5
Dyspnea (*“chokes™) 19 20
Personality change I5 1.6
Agitation or restlessness 13 13
Fatigue i2 1.2
Muscular twitching 12 1.2
Convulsions L1 1.1
Incoordination 9 0.9
Fquilibrium disturbances 7 0.7
Localized cdema 0.5
Intestinal disturbance 04
Auditory disturbance 03
Cranial nerve involvement 0.2
Aphasia 0.2
Hemoptysis 0.2
Emphysema—subcutaneous 0.1
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From Rivera JC: Decompression sickness amongst divers: An analysis of 935 cases. Malit Med 129:314-334, 1963,
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(@) Bubbles developing between
the hard contact lens and the
cornea, decompression.

PLATE 6: (b)

Nummular patches of corneal
epithelial oedema, where the
bubbles injure the cornea.
(See Chapter 22).

Photos: Courtesy of Drs. Mark E
Bradley & David Simon.
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Alvéolos rompidos,

inundados de sangue
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Condutas em emergéncias subaquaticas

11) Doencas descompressivas (DD):

Urgéncia / Emergéncia em MH
SEMPRE mesmo apos remissao
Valorizar mesmo sinais / sintomas discretos
Inaptidao temporaria ou definitiva
12) Embolia Traumatica pelo Ar (ETA):
EMERGENCIA DAS EMERGENCIAS em MH
Drenar torax ANTES de
Pode estar associada a DD, barotraumas ou afogamento
Obs.: Exame neuroldgico detalhado / documentado
Estar preparado para SBV / SAV




ventilation, or it allows a breathing person | who"_ .
is ill or injured to receive oxygen on demand i

Withthe demand inhalator valve, oxygen ﬂows on!y_
‘when the injured diver inhales, and the available
oxygen supply will often last much longer than with
- a constant-flow system. You may use eitheran
 oronasal mask or an oronasal resuscitation mask

to fit the demand valve to the injured diver’s face.

OXYGEN
SYSTEM
BASICS

Emergency oxygen
systems come in various
sizes and styles, but most
incorporate the same
basic elements: a high-
pressure oxygen storage
cylinder, a regulator/con-
trol valve assembly and a
delivery mask.

The two primary
types of emergency
oxygen systems for
divers are constant-flow
systems and demand
systems. Constant-
flow systems provide
a regulated, and in
some cases adjustable,
flow of oxygen to the
delivery mask. Demand
systems provide oxygen
in response to the user’s
inhalation, thus deliver-
ing a higher percentage
of oxygen and wasting
less gas. Because treat-
ment needs can vary
from case to case, DAN
recommends a multi-
function system that can
provide oxygen using
both the demand and
constant-flow options.













STEPHEN FRINK

Full Treatment
Emergency oxygen is only the first step to treating
suspected cases of decompression illness.

The Diver
The diver was a 44-year-old male
recreational scuba diver, fied for
more than 10 years, who was active
in the sport and had no known
medical conditions. During a two-
week dive vacation in the South
Pacific, he completed 36 dives on
air over a 12-day period. His deep-
est dive in the series was to 100
feet, and his last dive was to 75 feet
for 60 minutes. All dives went as
ned, and he denie history
of rapid ascents, gear malfunctions
or decompression obligations.

The Incident
When he surfaced from his 36"
and final dive, he lost feeling in his
lower back and legs. His condi-
tion rapidly progressed to include
loss of vision and lower-extremity
muscular weakness. He required
assistance getting into the boat and
was immediately placed on high-
concentration oxygen via a demand
regulator. He had a brisk response
/gen and reported feeling nor-
mal after 30 minutes of therapy, at
which point oxygen treatment was
discontinued. Physical examination
revealed that he still had weakness
and sensory deficits in his legs.
Taking no chances, the boat crew
arranged transport to the near-
est medical facility for evaluation
and recompression. The time from
developing symptoms until the ir
tiation of hyperbaric treatment was
approximately two hours.




Barotrauma

|

Pneumotoérax




TABLE 6 DEPTH/TIME PROFILE

Descent Rate = 25FL./Min.
Ascent Rate = 1Ft./Min.

Total Elapsed Time: 285 Minutes
{Not Including Descent Time)

Depth (feet)

Time (minutes)

Obs.: existem tabelas com e sem oxigénio




Diagnosticos Diferenciais para DD e ETA

1- S. Guillain-Barré
2- Esclerose Multipla
3- Paralisia Ulnar Progressiva
4- AVE
5- 1AM
6- Embolia Pulmonar

7- Hipoglicemia

Obs.: Dieta Vegetariana




UHM 2010, Vol. 37, No. 3 Decompression sickness in a vegetarian diver

Decompression sickness in a vegetarian diver
Are vegetarian divers at risk? A case report
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We present a case of a diver who suffered decompression
sickness (DCS), but who also was a strict
vegetarian for more than 10 years. He presented with
symptoms of tingling of both feet and left hand,
weakness in both legs and sensory deficits for vibration
and propriocepsis after two deep dives with
decompression. The initial clinical features of this case
were most consistent with DCS, possibly
because of a vulnerable spinal cord due to cobalamin
deficiency neuropathy. This case illustrates the
similarities between DCS and a clinically defined vitamin
B12 deficiency. The pathophysiology of
vitamin B12 deficiency and common pathology and
symptoms of DCS are reviewed.
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