OTaoeneHve peaHumaumm

w
w
w

8

Z
O
=,
O
C
Y,
C

N
u /LTI

u
HUW Henpoxupyprum
um. bypaeHko PAMH

Bapuauunum Marpepa Ha TeMbl
[[anToHa

[Touemy mbl He ucnonbsyem 3-H
Tepanuio?

HUW Henpoxmpyprium nm
H.H.bypaeHko

HMK Henpoxupypria
Fopﬂqu A.C. um.Bypoexxko PAMH




HALLU CAUT

NSICU.RU
Neuro
Surgical
Intensive
Qare HWH Helpoxupyprim

um.Bypoenxo PAMH

Unit



HUW Henpoxupyprum um. akanemuka H.H. BypaeHko

OTaeneHune peaHumauymmn
www.nsicu.ru

PexomeHpauum
Nno MHTEHCUBHOW Tepanuu

Y NAUMEHTOB C HEMPOXUPYPrYECKOA NATONOrMein
(nocobue s Bpaven)

Llenb nekuumn

Mop pepakumen
W.A. CaBuHa, M.C. DokuHa, A1O. NlybHuHa

Mananue 4
Mocksa, 2016

[Touemy mbl He UCNOJ/Ib3yem
3-H Tepanuio?
(B nonHOM 06beme)



MNJjiaH

Basocna3m (BapuaHTbl)

Basocnasm npu CAK

3-H tepanuna (obocHoBaHUSA)
OcnoxkHeHusa 3-H (xapaKTepmucTtuka)
Bonpocbl (B yem ownbKa ctpatermnm)
[lpeactasieHnal n M

Ob6bAcHeHnA

Y10 Ham ocTaeTcA



MNJjiaH

* Basocna3sm (BapuaHTbl)

* Basocnasm npu CAK

* 3-H TtepanuAa (obocHoBaHUA)

* OcnoxHeHusa 3-H (xapaKkTepucTuKa)
* Bonpochbl (B 4yem ownbKa cTpatermm)
* [lpeacrtasneHnal n M

* ObbAcHeHunA

* YTOo Ham ocTaeTcA

* bOHYC -Ba3zoaAnnaTaTpbl



Basocnasm (BapuaHThbi)

* NpexoaAaLlnm Ba3ocnasm

* CTONKasA Ba3OKOHCTPUKLNA U
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M.A.bynzakoe. Macmep u Mapaapuma.
Inasa 7

Ecan 6bl B cnepyoulee
yTpo Ctene J/inxoaeesy
CKa3anu bbbl Tak:
"Crena! Tebs
PACCTPENAoT, eCn Tbl
CUIO MUHYTY He
BcTaHewsb!" — Crena
OTBETUN Dbl TOMHbIM,
YYTb CAbILHbIM
r0/I0OCOM:
"PaccTpennsanTe,
AenanTte co MHOIO, 4YTO
XOTUTE, HO A HEe
BCTaHy'". He To utO
BCTaTb, — emy
Ka3a/10Cb, YTO OH He
MOXET OTKPbITb INas, ...
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Pa3pbiB aHeBpU3MblI

CrycTok KpoBm

Ba3ocnasm

HopmanbHas aprepus
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dnumenbHocme ripoyecca
npumepHo 20 OHel



...MHOIMe aBTOpPbI, U3yYyaloLlMe NaToreHes CyXKeHus
npocseTa aptepun npu CAK, npn onnucaHmnm CTpyKTyp
M3MEHEHUNN apPTEPUANbHON CTEHKU OTKa3bIBAOTCA OT
NOHATUA «COCYAUCTbIN CNAa3M», 3amMeHsAA ero bonee
TOYHbIMWM, HA UX B3rNA4, onpeaeneHusamm, Uau BblaenatoT
3Tanbl Pa3BUTUA TEX NN UHbBIX UBMEHEHUIN: KOHCTPUKTUBHO-
cTeHoTu4yeckas aptepuonaTtua (KO.A. Measenes v coaBsT.,
1998), anddy3Haa mmkpoaHrmonaTtma (G. Neil-Dwyer n
coaBT., 1994), nponundpepaTtmuBHaa BacKysonaTtuma (S.
Haciyakupoglu n coasT., 1994), BocnanntenbHas aHrMoNaTUA
(D. Hansen u coaBT., 1995), nponndepatnBHaa aHrnonaTus
(1. Tekkok un coaBT., 1994), aHrnonaTtma (M. Ryba u coasT,,
1993), sackynonatusa (R. Macdonald n coasT., 1992),
aptepunonatua (T. Mitsuhashi u coast., 1991). B.B.Kpbinos

VBl
KPOBOM3MHAHNY
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BapuaHmel Ha3zeaHul «cnasma» npu CAK

* KOHCTPUKTUBHO-CTEHOTUYECKAA apTepmnonaTus
* AndPy3HaaA MUKPOAHIMONATUA

* NnponndepaTuBHaAA BacKyn1onaTms

* BOCMNaNNUTE/IbHAA aHMMONaTUA

* nponndepaTnMBHaa aHrMonNaTUA

* BACKy/i0naTuA

* apTepuonaTuA
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CnasmoaumuKu He oeucmeayrom!



CnNa3mMo/IMTUKN HE AENCTBYIOT!

Hy»cHa anemepHamuesa!



CnNa3mMo/IMTUKN HE AENCTBYIOT!
Hy»KHa anbTepHaTmMBa!

Ynyywume nepgysuro!
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Denny-Brown D: The treatment of
recurrent cerebrovascular symptoms
and question of «vasospasm» Med
Clin North Am 35: 1457-1474 1951

Wise G, Sutter R, Burkholder J: The
treatment of brain ischemia with

vasopressor drugs. Stroke 3:135-
142, 1972



Postoperative hypertension in the
management of patients with 19762
intracranial arterial aneurysms

EDWARD J. KOosSNIK, M.D., AND WiLLIAM E. HunT, M.D.

Department of Surgery, Division of Neurological Surgery, Ohio State University
College of Medicine, Columbus, Ohio

v Elevation of systemic arterial pressure in seven patients with intracranial arterial
aneurysms has been shown to be effective in alleviating ischemic symptoms attributed
to cerebral vasospasm. Autoregulation is at least partially lost in patients with

Kosnik EJ , Hunt WE . Postoperative hypertension in the
management of patients with intracranial arterial aneurysms . J
Neurosurg 1976 ; 45 (2) : 148 — 154 .



18neT BbIKA. aHEBP.
np. 3CA

31 oeHb n/o Koma

2 [03bl KPOBW;
HOpa4peHa/INH;
1000mn Konnomnaos;
Al 150/90

Yepes 3 4 BbINOAHAN
MHCTPYKUMN Yepes 484
B ACHOM CO3HaHUMU

FOLLOWING COMMANDS

. RESPONSIVE,
JAWAKE, ALERT
o

o

COMATOSE, DECORTICATE

ARTERIAL PRESSURE mmHg
M
o
@

o
o

o N & o
CENTRAL VENOUS PRESSURE ::mHED

0 2 4 6 8 10
POST OPERATIVE DAY

FiG. 1. Postoperative course in Case 1, showing
the patient’s blood pressure, central venous
pressure, and ncurological status. Note the im-
provement occurring with pressure elevation.

Kosnik EJ , Hunt WE . Postoperative hypertension in the management of patients with
intracranial arterial aneurysms . J Neurosurg 1976 ; 45 (2) : 148 — 154 .



57net aHesp. NCA
5/ oeHb n/o Koma,
(peakK Ha 6onb)
500mn Kposuy;
HOpaApeHannH; UHP.

NO DRIFT
AWAKE, ALERT,
NO DRIFT

AWAKE, ALERT,
N

~~ OBTUNDED, SEMIPURPOSEFUL
OBTUNDED, POORLY RESPONSIVE

CENTRAL VENOUS PRESSURE ¢mH,0

111 peHb n/o Koma,
peak. Ha 6bonb npu Al
130/70 nosTOp TEpanunm

Al 190/80 nonHbin : . :
F1G. 2. Postoperative course in Case 3. This
KOHTaKT patient had two changes in his neurological status,

both of which were resolved with pressure eleva-
tion.
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Kosnik EJ , Hunt WE . Postoperative hypertension in the management of patients with
intracranial arterial aneurysms . J Neurosurg 1976 ; 45 (2) : 148 — 154 .
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Treatment of Ischemic Deficits from Vasospasm with
Intravascular Volume Expansion and Induced Arterial
Hypertension

Neal F. Kassell, M.D., Sydney J. Peerless, M.D)., Quentin J. Durward, M.D., David W. Beck, M.D., Charles . Drake, M.D., and
Harold P. Adams, M.D.

Departments of Neurosurgerv (N.F.K., D.W.B.) and Neurology (H.P.A.). University of lowa Hospitals and Clinics, lowa City, lowa, and Departments
of Newrosurgery (S.J.P., Q.J.D.) and Surgery (C.G.D.), University of Western Ontario, London, Oniario

In 58 patients with progressive neurological deterioration from angiographically confirmed cerebral vasospasm after
spontaneous subarachnoid hemorrhage, arterial hypertension was induced in an attempt to improve their deficits. The
most effective regimen consisted of intravascular volume expansion, blockade of the vagal depressor response, and the
administration of antidiuretics and vasopressor agents. With this protocol, arterial blood pressure could be sustained at
high levels for prolonged periods. Neurological deterioration was reversed in 47 patients, transiently in 4: permanent
improvement occurred in 43. Complications experienced during therapy included pulmonary edema, dilutional hypona-
tremia. aneurysmal rebleeding, coagulopathy, hemothorax, and myocardial infarction. Elevating systemic arterial pressure
in states of cerebrovascular msufﬁmencv requlnng from \fasmpawm 1\ Rafe if meuculnua attentlon 1 pald o phwmologlml

A,EI, CUCT A0 240 cp oo 160 Ht > 40; KpOBb NN1a3ma;

anbbymuH; aeKkctpaHbl; Kpuctannomnabl; NKC; AArM

Kassell NF , Peerless SJ, Durward QJ , Beck DW , Drake CG, Adams HP . Treatment of
ischemic deficits from vasospasm with intravascular volume expansion and induced
arterial hypertension . Neurosurgery 1982 ; 11 (3) : 337 — 343 .
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* Koaeynonamusa 2

* [loemopH KposomeYy aHesp 3

Kassell NF , Peerless SJ, Durward QJ , Beck DW , Drake CG, Adams HP . Treatment of ischemic
deficits from vasospasm with intravascular volume expansion and induced arterial
hypertension . Neurosurgery 1982 ; 11 (3) : 337 — 343.



Clinical Vasospasm After Subarachnoid
Hemorrhage: Response to Hypervolemic
Hemodilution and Arterial Hypertension 1987r

Issam A. Awad, L. Philip Carter, Robert F. Spetzler,
Marjorie Medina, and Fred W. Williams Jr.

Delayed neurologic deterioration from vasospasm remalns the greatest cause of morbidity and mortal-
ity following subarachnoid hemorrhage. The authors the incidence and clinical course of
symptomatic vasospasm following subarachnold hemorrhage using a uniform management protocol
over a 24-month period. One hundred eighteen consecutive patients were admitted to the neurovascu-
lar surgery service within 2 weeks of subarachnoid hemorrhage not attributed to trauma, tumor, or
vascular malformation (113 patients had aneurysms). Early surgery was performed whenever possi-
ble, and hypertensive hypervolemic hemodilution therapy was instituted at the first sign of clinical
vasospasm. Forty-two patients (35.6%) developed characteristic signs and symptoms of clinical vaso-
spasm with angiographic verification of spasm in 39 cases. All patients with clinical vasospasm
recelved hypervolemic hemodilution therapy aiming for a hematocrit of 33-38%, a central venous
pressure of 10-12 mm Hg (or a pulmonary wedge pressure of 15-18 mm Hg), and a systolic arterial
pressure of 160-20{0 mm Hg (120-150 mm Hg for unclipped aneurysms) for the duration of clinical
vasospasm. Over the course of treatment, 60% of patients with clinical vasospasm had sustained
improvement by at least 1 neurologic grade, 24% maintained a stable neurologic status, and 16%
continued to worsen. At the end of hyper volemic hemodilution therapy, 47.6 % had become neurologi-
cally normal, 33.3% had a minor neurologic deficit, and 19% had a major neurologic deficit or were
dead. There were 3 instances of cardiopulmonary deterioration (7% ), all of which were in patients
without Swan-Ganz catheters, and all resolved with appropriate diuresis. One patient rebled and died
while on hypervolemic hemodilution therapy. Death or major neurologic deficit from clinical vaso-
spasm occurred in < 7% of all patients with subarachnoid hemorrhage. This compares favorably with
the morbidity and mortality attributed to vasospasm in recent reports. The authors conclude that
early surgery and aggressive management of clinical vasospasm with hypervolemic hemodilution
therapy can be accomplished with minimal morbidity. This management strategy may lower the
incidence of death and disability from vasospasm after suobarachnoid hemorrhage. (Stroke
1987:18:365-372)



1987r
113 nauneHToB

Ht 33-38% UBA 10-12 mmHg
Al cnct 160-200 mmHg (120-150
He Kannup.)

Swann-Ganz [A3- 15-18mmHg

Awad IA , Carter LP, Spetzler RF, Medina M, Williams FC, Jr.
Clinical vasospasm after subarachnoid hemorrhage: response to

hypervolemic hemodilution and arterial hypertension . Stroke
1987 ;18 (2) : 365—-372.



1987T

113 nauneHTOB

Ht 33-38% eemompacgy3uu unu
KpoBonycKaHue

UBAd 10-12 mmHg A cuct 160-200 mmHg (120-
150 He Kannup.) Swann-Ganz 13- 15-18mmHg
rMpomeuH; Kpaxmasbl; 0eKCMpaHbl;
< 1500mn/0eHb; 16 n-moe 8onamMuH unu

HopaopeHanuH

Awad IA , Carter LP, Spetzler RF, Medina M, Williams FC, Jr.
Clinical vasospasm after subarachnoid hemorrhage: response to

hypervolemic hemodilution and arterial hypertension . Stroke
1987 ;18 (2) : 365—-372.



3 Neurocritical Care 2 O O 6 r

;: Copyright © 2006 Humana Press Inc.

All rights of any nature whatsoever are reserved.
ISSN 1541-6933/06/4:68-76

DOT: 10,1385 /Neurocrit. Care 2006:04:68—-76

———— s

“Triple-H” Therapy for Cerebral Vasospasm
Following Subarachnoid Hemorrhage

Kendall H. Lee,' Timothy Lukovits,” and Jonathan A. Friedman'-*

'Section of Neurosurgery, IDepartment of Neurology, Dartmouth Hitchcock Medical Center, Lebanon, NH

Abstract

The combination of induced hypertension, hypervolemia, and hemodilution (triple-H
therapy) is often utilized to prevent and treat cerebral vasospasm after aneurysmal

2 O [I eT subarachnoid hemorrhage (SAH). Although this paradigm has pained widespread
acceptance over the past 20 years, the efficacy of triple-H therapy and its precise role in
the management of the acute phase of SAH remains uncertain. In addition, triple-H
therapy may carry significant medical morbidity, including pulmonary edema, myocardial
ischemia, hyponatremia, renal medullary washout, indwelling catheter-related com-
plications, cerebral hemorrhage, and cerebral edema. This review examines the evidence
underlying the implementation of triple-H therapy, and makes practical recommendations
for the use of this therapy in patients with aneurysmal SAH.

Key Words: Subarachnoid hemorrhage; cerebrovascular disease; vasospasm; aneurysm;
triple-H therapy.
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s« Complications of Triple-H Therapy

Triple-H therapy has many known complications. These
include pulmonary edema, dilutional hyponatremia, and com-
plications related to the Swanz-Ganz catheter. Intracranial
complications include exacerbation of cerebral edema, in-

creased ICP, hemorrhagic infarction, and risk of rebleeding

of unsecured aneurysm.

Among 323 patients with SAH, 112 patients developed a
delayed ischemic deficit, 94 of whom underwent hypervol-
emic therapy. Infarction caused by vasospasm was found ulti-
mately in 43 of these 94 patients. Twenty-six patients (28%)
developed an intracranial complication during hypervolemic
therapy: cerebral edema was aggravated in 18, and a hemor-
rhagic infarction developed in 8. In 13 of 18 patients with ag-
oravation of edema, delayed ischemic deficit developed within
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Conclusion

The use of triple-H therapy is widely accepted in the clini- E
cal management of patients after SAH. Although some limited 5
clinical and experimental data exist, definitive evidence for the §
efficacy of triple-H therapy is lacking. As triple-H therapy car- §
ries significant medical morbidity, the judicious use of this
mode of therapy is warranted. In this review, we have made >

practical recommendations for the use of this therapy in pa-
tients with aneurysmal SAH, balancing the potential clinical
benefit with the risk of the therapy and the unproven efficacy.
The precise role of triple-H therapy in the prevention and

management of SAH induced vasospasm will continue to be
defined.
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Effect of different components of triple-H therapy
on cerebral perfusion in patients with aneurysmal
subarachnoid haemorrhage: a systematic review

Jan W Dankbaar™, Arjen JC Slooter?, Gabriel JE Rinkel, Irene C van der Schaaf! ~ Dankbaar et al Gitical Care 2010, 14:R23
httpyfccforumacom/content/14/1/R23

Abstract

Introduction: Triple-H therapy and its separate components (hypervolemia, hemodilution, and hypertension) aim
to increase cerebral perfusion in subarachnoid haemorrhage (SAH) patients with delayed cerebral ischemia. We
systematically reviewed the literature on the effect of triple-H components on cerebral perfusion in SAH patients.

Methods: We searched medical databases to identify all articles until October 2009 (except case reports) on
treatment with triple-H components in SAH patients with evaluation of the treatment using cerebral blood flow
(CBF in ml/100 g/min) measurement. We summarized study design, patient and intervention characteristics, and
calculated differences in mean CBF before and after intervention.

Results: Eleven studies (4 to 51 patients per study) were included (one randomized trial). Hemodilution did not
change CBF. One of seven studies on hypervolemia showed statistically significant CBF increase compared to
baseline; there was no comparable control group. Two of four studies applying hypertension and one of two
applying triple-H showed significant CBF increase, none used a control group. The large heterogeneity in
interventions and study populations prohibited meta-analyses.

Conclusions: There is no good evidence from controlled studies for a positive effect of triple-H or its separate
components on CBF in SAH patients. In uncontrolled studies, hypertension seems to be more effective in
increasing CBF than hemodilution or hypervolemia.
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Higher hemoglobin is associated with improved outcome after

subarachnoid hemorrhage*

Andrew M. Naidech, MD, MSPH; Borko Jovanovic, PhD; Katja E. Wartenberg, MD;

2007/T

Augusto Parra, MD, MPH; Noeleen Ostapkovich, MS; E. Sander Connolly, MD;
Stephan A. Mayer, MD, FCCM: Christopher Commichau, MD

Objective: There are few data regarding anemia and transfu-
sion after subarachnoid hemorrhage (SAH). We addressed the
hypothesis that higher hemoglobin (HGB) levels are associated
with less death and disability after SAH.

Design: Prospective registry with automated data retrieval.

Patients: Six hundred eleven patients enrolled in the Columbia
University SAH Qutcomes Project between August 1996 and June
2002.

Setting: Neurologic intensive care unit.

Interventions: Patients were freated according to standard
management protocols.

Measurements and Main Resufts: We electronically retrieved
all HGB readings during the acute hospital stay for 611 consec-
utively admitted SAH patients. Outcomes were measured with the
modified Rankin Scale at 14 days or discharge, and at 3 months.
Patients who were independent (modified Rankin Scale, 0-3) at
discharge or 14 days had higher mean (11.7 = 1.5 vs. 109 = 1.2,

611 6-x CAK

p < 001} and nadir (9.9 = 2.1 vs. 86 = 1.8, p < .001) HGB, and
had higher HGB values every day in the hospital. There were
similar results when patients were stratified by mortality. Higher
HGB was associated with reduced risk of poor cutcome (modified
Rankin Scale, 4-6) at 14 days/discharge and 3 months after
correcting for Hunt and Hess grade, age, history of diabetes, and
cerebral infarction. Length of stay and HGB interacted such that
lower HGB has a more pronounced effect with length of stay > 14
days.

Conclusions: Higher HGB values are associated with improved
outcomes after SAH at 14 days/discharge and 3 months. In
contrast to general critical care patients, SAH patients may ben-
efit from higher HGB. Determination of the optimal goal HGB after
SAH will require separate prospective research. (Crit Care Med
2007, 35:2383-2389) D0OI: 10.1097/01.CCM.0000284516.17580.2C

Ker Worps: anemia; subarachnoid hemorrhage; outcomes; ce-
rebrovascular disorders; transfusion; disability
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Influence of red blood cell transfusion on mortality and long-term
functional outcome in 292 patients with spontaneous subarachnoid

hemorrhage*

2009r

Gregor Broessner, MD: Peter Lackner, MD; Clemens Hoefer, MD; Ronny Beer, MD; Raimund Helbok, MD;
Christoph Grabmer, MD; Hanno Ulmer, Bettina Pfausler, Christian Brenneis, Erich Schmutzhard

Objective: To analyze the influence of red blood cell (RBC)
transfusions on mortality and outcome of patients with sponta-
neous subarachnoid hemorrhage (SAH) and to determine predic-
tors of unfavorable neurologic long-term outcome in this patient
population.

Design: Cohort study with post-intensive care unit (ICU) pro-
spective evaluation of functional long-term outcome.

Setting: Ten-bed neuro-ICU in a tertiary care university hospital.

Patients: A consecutive cohort of 292 patients with spontane-
ous SAH admitted to a neuro-ICU during a 70-month period.

Interventions: None.

Measurements and Main Resulfis: A total of 292 consecutive
patients with SAH were enrolled in the study. At admission, mean
hemoglobin was 13.3 g/dL (+so 1.8 g/dL), comparable in all Hunt
and Hess groups (p = 0.61 by analysis of variance). Seventy-nine
patients received at least one unit of RBC transfusion in the study
period. In-ICU mortality was 20.5% (n = 60). Binary logistic
regression analysis comparing survivors with nonsurvivors found
only higher Hunt and Hess grades (i.e., Hunt and Hess 3-5]) o be

significantly {p < 0.01} associated with mortality in the neuro-
ICU, whereas transfusion, sex, and even age had no significant
influence. Functional long-term outcome was assessed after a
mean of 3.3 years (so =1.7 years) by evaluating modified Rankin
Scale (mRS) and Glasgow Qutcome Scale {GOS). More than 41% of
all patients have almost fully recovered {i.e., mRS 0-1; GOS 4-5).
Factors associated with unfavorable long-term outcome (i.e., GOS
1-3 and mRS 2-6) were age {odds ratio 1.06; 95% confidence
interval 1.03-1.09; p < 0.01), Hunt and Hess Grade (odds ratio
11.43; 95% confidence interval 4.1-31.9; p < 0.01) but not trans-
fusion (p = 0.46).

Conclusion: Transfusion of RBCs was not associated with
in-neuro-ICU mortality or unfavorable long-term outcome. Of all
patients with SAH, >41% have almost fully recovered with favor-
able neurologic long-term outcome. (Crit Care Med 2009; 37:
1886-1892)

Key Wonos: subarachnoid hemorrhage; long-term outcome; red
blood cell transfusion; mortality
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Effect of different components of triple-H therapy
on cerebral perfusion in patients with aneurysmal
subarachnoid haemorrhage: a systematic review
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Abstract

Introduction: Triple-H therapy and its separate components (hypervolemia, hemodilution, and hypertension) aim
to increase cerebral perfusion in subarachnoid haemorrhage (SAH) patients with delayed cerebral ischemia. We
systematically reviewed the literature on the effect of triple-H components on cerebral perfusion in SAH patients.

Methods: We searched medical databases to identify all articles until October 2009 (except case reports) on
treatment with triple-H components in SAH patients with evaluation of the treatment using cerebral blood flow
(CBF in ml/100 g/min) measurement. We summarized study design, patient and intervention characteristics, and
calculated differences in mean CBF before and after intervention.

Results: Eleven studies (4 to 51 patients per study) were included (one randomized trial). Hemodilution did not
change CBF. One of seven studies on hypervolemia showed statistically significant CBF increase compared to
baseline; there was no comparable control group. Two of four studies applying hypertension and one of two
applying triple-H showed significant CBF increase, none used a control group. The large heterogeneity in
interventions and study populations prohibited meta-analyses.

Conclusions: There is no good evidence from controlled studies for a positive effect of triple-H or its separate
components on CBF in SAH patients. In uncontrolled studies, hypertension seems to be more effective in
increasing CBF than hemodilution or hypervolemia.
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Prophylactic hypervolemia
In large prospective controlled studies, prophylactic volume
expansion therapy failed to reduce the incidence of clinical or

TCD-defined vasospasm, did not improve CBF, and had no

effect on outcome [77-79]. In one of those studies, costs and

complications were higher In the group treated with
prophylactic hypervolemia [77]. A small retrospective cohort
reported worsening outcome after discontinuing routine use
of albumin to induce hypervolemia in SAH [80].
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‘ ’;, Komnnaiinc Compliance

KomnnaamHc cuctemsl

Compliance of the System

(NnooaTAMBOCTL  PACTAXKMMOCTD)
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Compliance

C= AV/AP



UTO0ObI ObIT MOTOK B CUCTEME
OOIMKEeH ObITb KOMMNIAaWMHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




UT0ObI ObIS1 MOTOK B CUCTEME
OOIMKEH ObITb KOMMIMaNHC




CUCTOJ1a



aunacrtona



CUCTOJ1a



aunacrtona



CUCTOJ1a



aunacrtona



Compliance

C= AV/AP



KomnnanHc cuctemMbl — 3TO cyMmMa
KOMMNManHCOB YaCcTeN CUCTEMDI

Compliance C= AV/AP

Ciota = C+C,+C+C, ...




KomnnanHc cuctemMbl — 3TO cyMmMa
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KomnnanHc cuctemMbl — 3TO cyMmMa
KOMMNManHCOB YaCcTeN CUCTEMDI

Compliance C= AV/AP

Ciotal = CiHCHCo+ C|3eH
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CpegHee nasneHue 3an0JIHEHNA CUCTEMDI

Mean System Filling Pressure
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Stressed & Unstressed Volume
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Concept of Stressed and Unstressed Volume
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Cardiac function

BerosHeIri Bo3spar

Return Function
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Return function

BeHO3HbIN BO3BpaT

(OT Yyero 3aBUCUT?)
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OBMEH >XNOKOCTU MeXay
KanunrapomM U MHTEPCTULIMEM

* 99,95% o6meHa xkuakocTn n pacTBOpPEeHHbIX
BellecTB npoucxoaut 3d cyeT ,EI,I/ICbey3I/IVI

* Ouddys3una B 80 pa3s ObiCcTpee, yem

ABUXEeHNe XMAKOCTU NO Kannunnsapy

¢ 40 Pa3 3a Bpema npoxoxaeHusa no Kanunnapy
npoucxoauT ooMeH BoAbl U paCTBOPEHHbIX BellecTB
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ON THE ABSORPTION OF FLUIDS FROM THE
CONNECTIVE TISSUE SPACES. By ERNEST H.

STARLING. (Two Figures in Text.)
(From the Physiological Laboratory, Guy's Hospital.)

JPhysiol'™May 5, 1896197(4) 312-
N 326
Zolt Molnar TBW ~ 40L
l. C. E.cC.
/
Interstitial

Coll [

o]

3/4
-

2/8

5/8 < | <

5%DH|]




[loyemy rak?



PacnpegeneHune XXnakocTtu

Total Body Water - O6wnit obvem soapl - 42n, 60 % maccol Tena
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34% TBW, 20% macchkl Tena

WNHTepcTUUManbHaA
M¥uakocTts - 11n
25,5% TBW
80% BHEKNeTOUYHOMN
KNAKOCTH
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