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SIAD

N Engl) Med 2007;356:2064-72.

Table 1. Causes ofthe Syndrome of Inappropriate Antidiuresis (SIAD).*
Disorders of the
Malignant Diseases Pulmonary Disorders Central Nervous System
Carcinoma Infections Infection
Lung Bacterial pneumonia Encephalitis
Small-cell Viral pneumonia Meningitis
Mesothelioma Pulmonary abscess Brain abscess
Oropharynx Tuberculosis Rocky Mountain spotted fever
Gastrointestinal tract Aspergillosis AIDS
Stomach Asthma Bleeding and masses
Duodenum Cystic fibrosis Subdural hematoma
Pancreas Respiratory failure associat-  Subarachnoid hemorrhage
Genitourinary tract ed with positive-pres-  Cerebrovascular accident
Ureter sure breathing Brain tumors
Bladder Head trauma
Prostate Hydrocephalus
Endometrium Cavernous sinus thrombosis
Endocrine thymoma Other
Lymphomas Multiple sclerosis
Sarcomas Guillain—Barré syndrome
Ewing’s sarcoma Shy-Drager syndrome
Delirium tremens
Acute intermittent porphyria

Drugs

Drugs that stimulate release of AVP or enhance its action

Chlorpropramide

SSRIs

Tricyclic antidepressants

Clofibrate (Atromid-S, Wyeth—Ayerst)

Carbamazepine (Epitol, Lemmon; Tegretol, Ciba-Geigy)

Vincristine (Oncovin, Lilly; Vincasar, Pharmacia and
Upjohn)

Nicotine

Narcotics

Antipsychotic drugs

Ifosfamide (Ifex, Bristol-Myers Squibb)

Cyclophosphamide (Cytoxan, Bristol-Myers Squibb;
Neosar, Pharmacia and Upjohn)

Nonsteroidal antiinflammatory drugs

MDMA (“ecstasy”)

AVP analogues

Desmopressin (DDAVP, Rhone—Poulenc Rorer; Stimate,
Centeon)

Oxytocin (Pitocin, Parke-Davis; Syntocinon, Novartis)

Vasopressin

Other Causes
Hereditary (gain-of-function
mutations in the vaso-
pressin V, receptor)
Idiopathic
Transient
Endurance exercise
General anesthesia
Nausea
Pain
Stress

* AIDS denotes the acquired immunodeficiency syndrome, AVP arginine vasopressin, SSRI selective serotonin-reuptake inhibitor, and MDMA 3,4-methylenedioxymethamphetamine.
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Table 2. Diagnosis of SIAD.*

Essential features
Decreased effective osmolality (<275 mOsm/kg of water)
Urinary osmolality =100 mOsm/kg of water during hypotonicity
Clinical euvolemia

No clinical signs of volume depletion of extracellular fluid

No orthostasis, tachycardia, decreased skin turgor, or dry mucous
membranes

No clinical signs of excessive volume of extracellular fluid
No edema or ascites

Urinary sodium >40 mmol/liter with normal dietary salt intake
Normal thyroid and adrenal function
No recent use of diuretic agents
Supplemental features
Plasma uric acid <4 mg/d|
Blood urea nitrogen <10 mg/d|
Fractional sodium excretion >1%; fractional urea excretion >55%
Failure to correct hyponatremia after 0.9% saline infusion
Correction of hyponatremia through fluid restriction

Abnormal result on test of water load (<80% excretion of 20 ml of water per
kilogram of body weight over a period of 4 hours), or inadequate
urinary dilution (<100 mOsm/kg of water)

Elevated plasma AVP levels, despite the presence of hypotonicity and clinical
euvolemia




Severe hyponatremia, serum sodium
level <125 mmol/liter
Documented as acute Meoderate symptoms and A .
(duration <48 hr) or coma, seizures unknown duration symptomatic
Begin correction immediately Begin diagnostic evaluation Begin diagnostic evaluation
3% Saline infusion at 1-2 mlfkg (Consider CT or MRI)
of body weight/hr Rule out extracellular-fluid volume
Furosemide, 20 mg intravenously depletion
A Aim for increase of 2 mmol/ If present, use 0.9% saline
cute . g .
Hyponatremia liter/hr in serum sodium level _lnﬂmon .alone
Check serum sodium level every Begin correction
2 hr and adjustinfusion rate 0.9% Saline infusion with
Stop when symptoms improve furosemide, 20 mg
Begin diagnostic evaluation Aim for increase of 0.5-2 mmol/
liter/hr
Stop when serum sodium level
rises by 8—10 mmol/liter within
the first 24 hr
Consider conivaptan
Check serum sodium level every
4 hr and adjust infusion rate
Rule out or address correctable
factors
Restrict fluid intake —— Urinary sedium+urinary potassium  Recommended
Encourage dietary intake of salt plasma sodium fluid intake
and protein if hyponatremia
Chronic continues >1 <500 ml/day
Hyponatremia Demeclocycline, 300-600 m
= twice daily, or urea, 15-6(Jgg = 500-700 ml/day
daily , <1 <1 liter/day
Vasopressin-receptor gonists
(if available)
Figure 2. Algorithm for the Treatment of Hyponatremia Associated with SIAD.

N Engl ) Med 2007;356:2064-72.
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RESPIRATORIKUS ACIDOZIS
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CENTRALIS LEGZESDEPRESSZIO: VISSZALEGZES
GYOGYSZEREK, TRAUMA, VERZES, OBEZITAS,
TETANUSZ

IDEG-1ZOM RENDELLENESSEGEK: GBS,
MG, ORGANOFOSZTFAT, MIOPATIAK

TUODO VAGY MELLKASFAL ERINTETTSEG: ' ,','.  y
MELLKASI TRAUMA, PTX, HTX, COPD AKUT Y ; g | ‘
EXACERB., TUDOODEMA, ARDS

LEGUTI OBSTRUKCIO

EGYEB: NEM MEGFELELS LELEGEZTETES




KRONIKUS RESPIRATORIKUS ACIDOZIS

PH NORMALIS

PCO, ™1
PO, I

O, TERAPIA VESZELYEI!

PINK PUFFER VS BLUE BLOATER



-

5% DEXTROSE (DEST.Viz)

SA / RINGER ‘

kOLLOID

CAPILLARIS MEMBRAN

£
e

CELLULARIS MEMBRAN

0% 20% 40%

B PLAZMA B INTERSTITIUM

60% 80% 100%

w SEJT ™ FEHERJE, CUKOR, ZSIR, SO...



VOLUMEN STATUSZ

|

HIPOVOLEMIA

FOLYADEKVESZTES OKA
MERTEKE
(MINOSEGI/MENNYISEGI
)

AN V2

FOLYADEKPOTLAS
& KRISZTALLOID
& KOLLOID
& VERKESZITMENY

v

VOLUMEN STATUSZ

—>  NORMOVOLEMIA

v

VEROVOLUMEN ‘

v

HIPERVOLEMIA

NORMAL SZISZTOLES FUNKCIO

+

GYENGE SZISZTOLES FUNKCIO

VOLUMEN

ELOTERHELES/VOLUMEN




KRISZTALLOIDOK

A TELJES EXTRACELLULARIS TERBEN OSZLANAK MEG
OSSZETETELUK MEGEGYEZIK AZ INTERSTITIALIS FOLYADEKEVAL
OzMOZISNYOMASUK A PLAZMAEVAL AZONOS

SzOVETI VIZENYOT EREDMENYEZHETNEK

NAGYOBB MENNYISEGBEN ACIDOZIST OKOZHATNAK

KOLLOIDOK

MAKROMOLEKULAKAT TARTALMAZO OLDATOK
AZ INTRAVAZALIS TERBEN MARADNAK, ES OTT VIZET KOTNEK MEG
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HA A KOLLOIDOZMOTIKUS NYOMAS A PLAZMAENAL NAGYOBB,



a

PLAZMA SA RINGER RL FELES RD BALANCE
OZMOLARITAS 288 312 150 426
PH 7,4 5-7 5-7 3-6
GLUKOZ Smmol 5%
NA 140 147 130-140
K 4,2 4,0 4,5-5,0
MG 3 0-3
FOSZFAT 1,25
CL 103 155 96-109
LAKTAT 1-1,5 0-29
ACETAT - 0-27
NA:CL 1,36




a

PLAZMA SA RINGER RL FELES RD BALANCE
OZMOLARITAS 288 308 312 150 426
PH 7,4 4,5-7 5-7 5-7 3-6
GLUKOZ Smmol 5%
NA 140 154 147 130-140
K 4,2 4,0 4,5-5,0
MG 3 0-3
FOSZFAT 1,25
CL 103 154 155 96-109
LAKTAT 1-1,5 0-29
ACETAT - 0-27
NA:CL 1,36 1




a

PLAZMA SA RINGER RL FELES RD BALANCE
OZMOLARITAS 288 308 312 300 150 426
PH 7,4 4,5-7 5-7 5-7 5-7 3-6
GLUKOZ Smmol 5%
NA 140 154 147 131 130-140
K 4,2 4,0 5,4 4,5-5,0
Ma 3 0,5 0-3
FOSZFAT 1,25
CL 103 154 155 112 96-109
LAKTAT 1-1,5 27 0-29
ACETAT - 0-27
NA:CL 1,36 1 1,17







Bood pulmonary
transit ime

Figure 8-1. Hemodynamic effects of mechanical ventilation. The cyclic changes in LV stroke volume are mainly related to
the expiratory decrease in LV preload due to the inspiratory decrease in RV filling. reproduced with permission from Crit
Care/Current Science Ltd.




'VOLUMEN OVERLOAD
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Source: Nat Rev Neph © 2010 Nature Publishing Group




Prowle et al. Critical Care 2012, 16:230
http://ecforum.com/content/16/4/230

C, CRITICAL CARE

Clinical review: Volume of fluid resuscitation and
the incidence of acute kidney injury - a systematic

rev I eW GDT Control )
Author & Year AKl+ AKI- AKl+ AKI- QOdds ratlo for AKI 0dds ratio [95% CIl
No Greater Fluid Administration, No Inotropes :
Jhanji, 2010(SV) 3 42 10 35 e 0.25[0.06, 098]
Forget, 2010 3 37 3 38 — . 137[029. 654]
Noblett, 2006 0 54 2 52 - 0.19[0.01, 4.11]
RE Model for Subgroup ——— 047[013,175]
No Greater Fluid Administration, Inotropes in GDT
Restrictive  Standard Benes, 2010 3 57 5 55 —-— 058[013, 254
" Mayer, 2010 1 29 5 25 —_— 0.17[0.02, 1.58
Author & Year AKI+ AKL.  AKI+ AKL 0dds ratio for AKI Odds ratio [95% CI] Jhanji, 2010(SV+DPX) 4 41 10 35 —— 0.34[{0.10, 1.18
Kapoor, 2008 1 29 1 29 —_— 1.00(0.06 , 16.76
: Donati, 2007 2 66 7 80 — 0.26(0.05, 130
B Lobo, 2000 2 17 1 17 e 2.00[0.17,24.19
| o 2 LR A Y E(is 32
H iison, 1 1 —— 23,
Lobo, 2011 0 45 1 42 _— 0.31[0.01, 7.85] RE Model for Subgroup > 046[027,0.77]
RE Mode! for all: No Greater Fluid Administration - 047({029,0.76]
Futier, 2011 4 32 0 3 = 10.11[0.52,195.01]
More Fluids Administered in GDT, No Inotropes
. Shallmdéo%%ﬂ 10 79 6 84 ——— 3‘15717 [[6).5672 ,zg.;g
: 1. X . arten, 5 9 2 13 — . ,22.
Jammer, 2010 1 110 7 113 - 61[060, 432] 2007 1 1. s “-— . 0.03[0.00, 028
: Chytra, 2007 0 80 1 — . 033[001, 831
: Wakeling, 2006 3 61 2 62 —_— 152[025, 945
T McKendry, 2004 1 88 3 82 —_— 031003, 3.05
: Gan, 2002 2 48 4 4 ———— 043[008, 274
H Venn, 0 61 2 27 - 0.09[0.00, 193
RE Model - 168[069, 4.12] RE Model for Subgroup (excludes Lopes) g 1.00[0.46,217]
More Fluids A in GDT, pes in GDT
: Cecconi, 2011 0 20 0 20 1.00(0.02,52.85
H Pealse2w5 3 59 4 56 —-— 071[015,3.32
[ T I I 1 Bonazzi, 2002 0 50 0 50 1.00[0.02,5138
Va]ennne 1998 4 56 1 —_— 421[046, 3886
Bender, 1597 0 53 0 5 0.96
0.01 0.10 1.00 10.00 100.00 Bishop, 1995 6 44 16 49 —— 042[[015 116
Favours FIU Restiction (44 oo 100 ceale)  Favours Standard Care RE Model for Subgroup ———— 0.73[031,1.69]
°9 RE Mode! for all: More Fiuid Administered in GDT (excludes Lopes) - 0.88[049, 1.58]
Figure 4. Meta-analysis of restrictive fluid g with goal-di d therapy and risk of acute kidney injury. Meta-analysis of RE Model for All Studies - 059[039,089]
restrictive fluid management in conjunction with goal-directed therapy and risk of acute kidney injury (AKI) using a random effects (RE) model Cl, :
confidence interval. [ I I I |
0.01 0.10 1.00 10.00 100.00
Favours GDT Odds Ratio (log scale) Favours Controls
Figure 3. Meta-analysis of goal-directed therapy in surgery and risk of acute kidney injury. Meta-analysis of goal-directed therapy (GOT) in
surgery and risk of acute kidney injury (AKI) using a random effects (RE) model. CI, confidence interval.




ALLERGIAS REAKCIO

Diagnosing Infusion-Related Anaphylaxis Signs and Symptoms of an Acute Infusion Reaction
Anaphylaxis is strongly suggested if one of the following three Neurologic Dizziness, headache, weakness, syncope, seizure
criteria is fulfilled: Psychiatric Anxiety,“sense of impending doom”

1. Acute onset of an illness (minutes to hours) affecting skin or Respiratory Nasal congestion, rhinitis, sneezing, oropharyn-
mucosal tissue (eg, hives, pruritus, flushing, or swelling), plus a or b: geal or laryngeal edema, bronchospasm,
a. Dyspnea, bronchospasm, stridor, reduced pulmonary = € el (e O el
expiratory flow, hypoxia Cardiovascular Tachyc:?rdia,lhypotfension,arrhythmia,chest pain,
b. Hypotension and associated symptoms (eg, hypotonia, Ischemia or infarction, cardiac arvest
Cutaneous Flushing, erythema, pruritus, urticaria,

syncope)
2. Rapid occurrence of two of the following four events after likely
exposure (minutes to hours)

a. Skin/mucosal tissue involvement (eg, hives, pruritus/flush,
swelling of lips-tongue-uvula)

b. Compromise of respiratory system (eg, dyspnea, broncho-
spasm, stridor, hypoxia)

¢. Hypotension and associated symptoms (eg, collapse, syncope,
incontinence)

d. Gastrointestinal symptoms (eg, abdominal pain, vomiting)

3. Hypotension following exposure to known allergen (minutes to

hours)

a. Systolic blood pressure < 90 mm Hg or a > 30% decrease from
the baseline blood pressure

angioedema, maculopapular rash

Gastrointestinal Nausea, vomiting, cramping, diarrhea

Adapted from Scarlet?

Adapted from Sampson et al'

J Support Oncol 2007;5:451-457
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McCague et al. Scandinavian Journal of Trauma, Resuscitation and Emergency Medicine 2011, 19:24
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Sodium acetate infusion in critically ill trauma
patients for hyperchloremic acidosis
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COAGULOPATHIA
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Is the patient anaemic and haemodynamically stable?

Early (< 6 h from onset) and
evidence of tissue hypoxia

- Target Hb 90-100 g/

Late (> 6 h from onset)

- Target Hb >70 g/l

Is the Hb >90 g/1?

NEURO CRITICAL CARE

Traumatic brain injury
and/or cerebral ischaemia

- Target Hb 90 g/l
Subarachnoid haemorrhage
- Target Hb =80-100 g/l

DO NOT
TRANSFUSE

Does the patient have acute
coronary syndrome, severe sepsis
or a neurological injury?

{

ISCHAEMIC HEART DISEASE

Acute coronary syndrome
-Target Hb =80-90 g/l
Patient with stable angina
- Target Hb =70 g/l

GENERAL CRITICAL CARE
Use a default Hb trigger of <70 g/l with a target range 70-90 g/l

Be confident using an Hb trigger of 70 g/l (but

target Hb should be between 70-90 g/l)

Be confident using an Hb trigger of 70 g/l

- The patient is elderly with significant - The patient is younger than 55 years.
cardiorespiratory co-morbidities. - The patient’s severity of illness is relatively low

- The patient has evidence of inadequate oxygen
supply to the tissues (high lactate or low ScvO,.)

British Journal of Haematology, 2013, 160, 445-464
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THE CAPACITY OF A SHIP TO ABSORB DAMAGE AND MAINTAIN MISSION INTEGRITY

f @ EDITORIAL
Damage control resuscitation: A paradigm shift

in the management of haemorrhagic shock

YPOTHE

Emergency Medicine Australasia (2008) 20, 291-293

COAGULOPATHY




Emergency Medicine Australasia (2008) 20, 291-293

Table 1.

Damage control resuscitation in exsanguinating

trauma Table 2. Adjuvant options for damage control resuscitation
Indication Calcium
Haemorrhagic shock requiring immediate damage control Target serum ionized calcium >1.0 mEq/L
surgery Dose 2 g calcium gluconate or 1 g calcium chloride IV

Anticipated massive transfusion
Manifest or high risk of coagulopathic bleeding

Damage control resuscitation: haemostatic resuscitation with
early 1:1:1 transfusion of packed red blood cells, fresh frozen
plasma and platelets

Restricted crystalloid infusion

Systolic blood pressure (adult) 80-100 mmHg (consider
paediatric equivalent) until bleeding surgically controlled

Immediate damage (and haemorrhage) control surgery (DCS)

Restoration and maintenance of normothermia

Consider adjuvant therapy (Table 2)

Regular assay of targeted laboratory parameters, including
full blood examination, coagulation status including serum
fibrinogen level, acid-base status including serum base
deficit and lactate, serum ionized calcium

Consider antifibrinolytic therapy (Table 3)

Reversion to restrictive blood component transfusion strategy

Completion of abbreviated DCS procedure

Adequate haemostasis

Optimized intravascular volume state

Admission to ICU for ongoing management and monitoring
of coagulation, circulatory function, acidosis, body core
temperature and general stabilization and care

Revision of systemic blood pressure target

Preparation and planning for definitive surgical repair,
including transfer and retrieval to specialist centres

increments
Cryoprecipitate
Target serum fibrinogen >1.0 g/L
Dose 1 unit (20 mL)/10 kg IVI
Recombinant activated factor VIla
Dose 90 mcg/kg IVI by convention with wide dose range
reported in literature including second dose at 20 min to
2h

Ineffective with severe acidaemia (blood pH < 7.20),
thrombocytopenia (< 50 x 10%/L) and hypothermia (body
core temperature <34°C)

Effectiveness reduced by hypofibrinogenaemia (<1.0 g/L) and
anaemia (Hct < 24%)

Reversal of refractory severe metabolic acidaemia (pH < 7.20
despite invasive mechanised ventilation and resuscitation)
sufficiently to augment the function of administered
pH-dependent coagulation factors
Consider buffer therapy options
Note 100 mL 8.4% sodium bicarbonate equivalent to 300 mL

of 0.3M Tris-hydroxymethyl aminomethane




Massive transfusion protocol (MTP) template

The information below, developed b‘{‘conscnsua broadly covers areas that should be included in a local MTP. This
template can be used to develop an MTP to meet the needs of the local institution’s patient population and resources

Senior clinician determines that patient meets criteria for MTP activation

OPTIMISE:
A 4 * oxygenation
» cardiac output
Baseline: « tissue perfusion
Full blood count, coagulation screen (PT, INR, APTT, fibrinogen), biochemistry, » metabolic state
arterial blood gases
Y MONITOR
Notify transfusion laboratory (insert contact no.) to: (every 30-60 mins):
‘Activate MTP' « full blc;od count
« coagulation screen
\ 4 v « ionised calcium
» arterial blood gases
Senior clinician
Laboratory staff 2 Reqt:ostr:"
* Notify haematologisttransfusion specialist 4 units RBC AIM FOR:
*» Prepare and issue blood components o 2 units FFP R twre > 359C
i ::mrequets!ed S Taoling and : Consider:* '_Tpe;a
o "lp"'mat“""a - “ o 1 adult therapeutic dose platelets *pH>7.2
M e T e tranexamic acid in trauma patients * base excess < -6
« Minimise tes! tumaround times
« Consider stalf resources * Include:* « lactate < 4 mmol/l
cryoprocipitate if fibrinogen < 1 gL « Ca?* > 1.1 mmol/L
Haematologist/transfusion BUCCDUHY P uiyiun « platelets > 50 x 10%/L
specialist * PT/APTT < 1.5 x normal
* Liaise regularly with laboratory v *INRs15
and clinical team Bleeding controlled? « fibrinogen > 1.0
* Assist in interpretation of results, and . h‘ p gJ'L
advise on blood component support YES v NO

Notify transfusion laboratory to:
‘Cease MTP’
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Figure 1: Adverse reactions to blood transfusions (TACO: Transfusion-
associated circulatory overload; TRALI: Transfusion-related acute lung injury),
based on the 2009 National Blood Collection and Utilization Survey Report [23].

Leichtle, et al. J Blood Disord Transfus 2011



Stanworth et al. Critical Care 2010, 14:R239
http://ccforum.com/content/14/6/R239
@ CRITICAL CARE

RESEARCH Open Access

Reappraising the concept of massive transfusion
In trauma
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Figure 1 Transfusion-related mortality. Mortality by packed red
blood cells (PRBCs) administered during the first 24 hours of
admission.
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ENG) i1

& VIZELET OUTPUT

%> VIZELET NATRIUM ES OZMOLARITAS

= MAP (CPP Es APP)

< BUN

& SVI

< HR

& LAKTAT(CLEARANCE)

< pH, BE, HCO3

& SMvO2, VAGY ScvO2

< pCO2

& szOVETI PCO2 (SUBLINGUALIS, GASTRICUS)
" SPEKTROSZKOPIA

& EXTRAVASCULAR LUNG WATER (EVLW)

=" [INTRA-ABDOMINAL PRESSURE (IAP)
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26 EVES, EPITKEZESEN KISEGITO, AMUGY EGESZSEGES FIATALEMBER A NYARI
| KANIKULABAN HANYINGERRE, GYENGESEGRE PANASZKODIK.

KINALJAK FOLYADEKKAL, DE NEM ISZIK, MERT FEL, HOGY KIHANYIA.
‘ 2 ORA MULVA ESZMELETET VESZTI, BESZALLITIAK A SURGOSSEGRE.

KOMOLYABB MEGBETEGEDESE NEM ISMERT, GYOGYSZERERZEKENYSEG:
PENICILLIN

3. NAPJA JAR AZ EPITKEZESRE, EDDIG NAGYOBB BAJA NEM VOLT, CSAK HAMAR
FARADT.

EL6ZO NAP KEZDODOTT EGY HOHULLAM, MOST IS 37 °C VAN ARNYEKBAN.



NEZD, FIGYELD, LASD!
POCT

EGYEB LABOROK
KEPALKOTOK

CTAS/HUTAS
JAVASOLT TERAPIA
TERAPIAS VEGPONTOK



SZARAZ, MELEG BOR, SAPADT BETEG. GCS: 14/15. RR:110/70, P:
134/miN, SPO2: 94 %

| PH:7,51, PCO2:49 HGmMm, PO2:85 HGmM, BE:5, NA:159, K:3,0,
HCO3: 29, LAKTAT: 1,9, SAO2: 96 %

‘ CN: 11, creAT: 112, INR:1,09, VERKEP: VVT:5,8, HT:0,54, HB:168,

' Fvs:8,9, TCT:198

CTAS/HUTAS
JAVASOLT TERAPIA
EGYEB VIZSGALATOK
TERAPIAS VEGPONTOK



19 EVES, ISMERT 1TDM-BAN SZENVEDO FIATAL NOT SZALLITANAK A MENTOK
ESZMELETLEN ALLAPOTBAN A SURGOSSEGRE.

10 EVES KORA OTA DIABETESZES, AMIT NEM VOLT KONNYU BEALLITANI. A
BETEG NAGYON SOVANY, BMI:17. GYOGYSZERERZEKENYSEGE NINCS.
EDESANYJA ELMONDASA SZERINT NAPOK OTA LAZAS, KOHOG, KOPETE 1 NAPJA
SARGAS.KEVESEBBET EVETT, INZULINJAT IS MEGFELEZTE ENNEK MEGFELELOEN.



' GCS:1-T-4, DURVA NEUROL. GOCJELE NINCS. RR:80/50 HGMM,
P:125/mIN, SPO2: 78 % (F102:0,21)
PH:6,97, PCO2:17, PO2:61, BE:-19, NA: 132, K:5,7, HCO3:14,
LAKTAT: 2,8, SAO2:78 %

| EGYEB LABOROK: CN: 17, KREAT:132, INR:1,25, VERKEP: WT:4,2,
HT:0,48, HB: 148, Fvs:22.000, TCT: 98, PCT:3,8

|
CTAS/HUTAS
EGYEB VIZSGALATOK
JAVASOLT TERAPIA

' TERAPIAS VEGPONTOK



VERCUKOR > 11mMmmoL/L
BIKARBONAT (HCO3) < 15 mmoL/L
(VENAs) PH< 7.3

[ TERHESSEG

[ BIKARBONAT < 5 MMOL/L

R PH< 7.1

R HIPOKALEMIA (<3.5 MMoOL/L)

7 GCS < 12

b SPO2 <92 %

[ ANION GAP > 16

o SBP < 90 Hémm / 60> BPM < 100




%~ NEM KONTROLLALT DM
%~ HIPEROZMOLARIS ALLAPOT
& STRESSZ (HIPERGLUKEMIA)

HIPERGLIKEMIA

DKA

, METABOLIKUS
KETOZIS ,

ACIDOZIS
ALKOHOL
HIPEREMEZIS N & LAKTAT ACIDOZIS
KeToTiKUS HIPOGLUKEMIA & HIPERKLOREMIAS ACIDOZIS
EHEZES & UREMIA
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SadicyL (1)



IV UT BIZTOSITASA
0.9% NACL - 1000ML/ORA
INZULIN MELLETT 500ML + 2G KCL/H

PoCT

& BG (PH; BIKARBONAT)

@ VERCUKOR

& ANION GAP

& |ONOK (VOLUMEN STATUSZ)
& \/IZELET (KETON)

START INZULIN
ROVID HATASU INTRAVENAS (4-6U/H)

MONITORIZALAS

& TUDAT (GCS — Sz.E. — LEGUT/LELEGEZTETES)
& CVP / VOLUMEN; ScvO?2 ....

& EKG, NYOMAS (IABP) .... PERFUZIO

& VIZELET

& OXIGENKINALAT




| 81 EVES, NYUGDIJAS FERFI 5 NAPJA TARTO HASMENES MIATT KERUL A
SURGOSSEGRE. A NAPI FOLYADEBEVITEL 1,5 L, 5-6 ALKALOMMAL VAN BUZOS,
MOST MAR VERES SZEKLETE.

' ZAVART ALLAPOTBAN ERKEZIK MEG A SURGOSSEGRE.

ANAMNEZISEBEN HIPERTONIA, ISZB, COPD SzZEREPEL. ELOTTE 2 HETTEL
ENGEDTEK HAZA A PULMONOLOGIAROL, AHOL SULYOS BAKTERIALIS
PNEUMONIA MIATT FEKUDT 17 NAPIG.



' GCS:13/15, DURVA NEUROL. GOCIELE NINCS, RR:90/65, P:102, SPO2:
91 %
PH:7,35, PCO2:26, PO2:68, BE:-5,8, NA: 112, K:2,8, HCO3:24,
LAKTAT: 5,7, SAO2:88 %

| EGYEB LABOROK: CN: 17, KREAT:132, INR:1,25, VERKEP: WT:4,2,
HT:0,48, HB: 148, Fvs:22.000, TCT: 98, PCT:3,8

CTAS/HUTAS

EGYEB VIZSGALATOK
JAVASOLT TERAPIA
TERAPIAS VEGPONTOK



46 EVES, FRISSEN DIAGNOSZTIZALT ES KEZELT, SULYOS HIPERTONIAS NOBETEG
| JELENTKEZIK A SURGOSSEGEN EXTREM GYENGESEG ES IZOMGORCSOK MIATT.

ANAMNEZISEBEN A MOST FELFEDEZETT ES ARB-VEL, INDAPAMIDDAL, VALAMINT |
FUROSEMIDDEL ES BETA-BLOKKOLOVAL KEZELT HIPERTONIA MELLETT |
LVALAMILYEN” VESEBETEGSEG SZEREPEL. ELOTTE IS VOLTAK IZOMGYENGESSEGGEL
JARO TUNETEI, DE ILYEN FOKUAK MEG NEM.




- GCS:15/15, RR:95/65, P:114, SPO2: 96 %
PH:7,28, PCO2:29, PO2:78, BE:-3,8, NA: 131, K:2,1, HCO3:16,
LAKTAT: 2,9, SAO2:98 %

| EGYEB LABOROK: CN: 12, KREAT:122, INR:1,15, VERKEP: VVT:4,2,
HT:0,48, HB: 148, Fvs:8.500, TCT: 198

CTAS/HUTAS
EGYEB VIZSGALATOK
JAVASOLT TERAPIA

' TERAPIAS VEGPONTOK



