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TANIM

Siroz, ilerleyici karaciger hastaliginin neredeyse tim
bicimlerinin nihai sonucudur...




TANIM-Hepatik Ensefalopati (HE)

Cocuklarda yaygin bir metabol
gorulebilen HE, hepatik disfg
noropsikiyatrik sendromdur

Belirsiz kognitif, motor
defisit ya da irritabilite
|

Koma / Asikar beyin 6demi

Progresif bir seyir gosterir ance

Etiyolojisi tam olarak
anlasilamamis??



HE

Onemli olan:

-Devam eden hepatosit hasarini durdurmak...

- Ancak su anda hepatosit hasarini tersine cevirecek veya

hepatik rejenerasyonu tesvik edecek hicbir tedavi bilinmemektedir.




Hepatik Ensefalopati (HE) nasil ortaya cikar?

Dort teori var...
Amonyak aktimdulasyonu
Beyindeki yalancr norotransmitterler

Anormal ligandlarin g-amino bitirik asit benzodizepin (GABA-BDZ)
reseptorierini takiit etmesi

Bazal ganglivonlarda manganez birikmesi,

Tedavi modaliteleri amonyak birikimi Gizerinden ilerlemektedir...
(diger mekanizmalar terapOtik acidan halen arastirma surecinde).




Armmonia (MH;) 15 composed of nitrogen and hydrogen and t= pincipally dertved from the metabolism of amine acids. Under normal
circumstances, MH; 15 converted into urea, to be eliminated by the kidneys and skeletal muscle. In pargllel, one-fowrth of the wrea
produced tn the wea cycle is sent to the intestine, where 1t ts comverted into MH3, especially by the action of the glutaminase
enzyme located in the enterocytes of the small bowel and the colon, as well as by the action of a large quantity of urease-producing
bactera that form part of the gut microblota. In the context of lver fallure, such as the case of patients with cirrhosts of the liver,
the process of MH3; metabaolism ts interrupted, resulting tn increased HHz. In addition, portosystemic shunts can ald In the circulating
increase of MH3 which crosses the blood-brain barrer and ts metabolized tn the astrocytes by glutamine synthetase, comverting

H E the MH3 and glutamate into glutamine. The accumulation of glutamine In the astrocytes creates an csmotic gradient, resulting in
inflammation of the astrocytes and production of reactive cxygen species. Imaging studies have demonstrated edema of the brain,
even in patients with MHE, and sald edema s related to cognithve decline.
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HE-Patofizyoloji

Kan-beyin bariyerini gecer

=)

Serum amonyak
dlzeyinde
yukselme

Astrositte
glutamat/glutamin
yolunun aktivasyonu

U

GLUTAMIN
YAPIMIS

Osmotik aktivite

=

BEYIN ODEMI




HE GELISIMINDE ROL OYNAR

HE-Patofizyoloji SCELEl

akimindaki
degisiklikler
Iptra kra n-iyal Oksidatif stres
hipertansiyon
Metabolik infl kaskadlar/

degisiklikler Proinfl sitokinler




Sonug olarak;

Serebral perfuzyonda
azalma

Astrositlerde sisme

Astrositler ile noronlar
arasindaki iliskide bozulma

Hipoksik noron
hasari




TABLOYU AGIRLASTIRAN ETMENLER




TANI ONCELIKLE DIGER PATOLOJILER EKARTE EDILMELI

lag etkisi (benzodiazepin ve opioidler)
intrakraniyal kanama
Metabolik ensefalopati

Diger komorbid psikiyatrik hastaliklar




KLINIK

Baslangicta;

Minimal hepatik ensefalopati, yalnizca noropsikiyatrik
testlerde anormallikler seklinde ortaya cikabilir.
(bellek, dikkat ve gorsel-uzaysal iliskiler)

Minimal hepatik ensefalopati insidansi gocuklarda’?’?
Kc sirozlu eriskin hastalarin %20- 80 TR PE—

hronic liver l ssssss D]4 p actic gmd ] h lh Am
A iation for the Study of Liver Dise and the Euroj pc
Associatio Lh‘.-.ld} of the Liv Hp. fp 2014;60:715—

Kronik ensefalopati; nérolojik ve psikiyatrik degisikler spektrumu seklinde seyreder




(HE)-Wes Haven Kriterleri

o Klinik bulgu yok
o Minimal Hepatik
ensefalopati

o Noropsikiyatrik
testlerde
anormallik
saptanabilir

o Refleksler N
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©)

@)

O O O O O

Konflizyon
Uyku
degisikligi
Unutkanhk
Oryantasyon
bozuklugu
Tremor
Apraksi
Anksiyete
Ofori
Dikkat
suresinde
kisalma

Asteriks yok
Refleksler
normal

©)

©)

O

o Uykuya egilim o

Uygunsuz o)
davraniglar e
Kisilik

degisikligi

Azalmis o)
inhibisyon o
Zaman
oryantasyonu
kaybolmus

Letarji

Apati

Asteriks var ®
Hipotoni o

Hiporrefleksi

L

Stupor
Somnolans
Basit
komutlara
uyum
Disartri
Ataksi

Hiperrefleksi
Babinski (+)

J

EEG yavas dalga aktivitesi

Koma
Sozluya da agrh
uyaranlara yanit
(-)

Deserebre/
Dekortike postur

Refleksler
allnamaz



Asteriksis-Flapping Tremor




Bilin¢c dlzeyinde ciddi bozulma olan ¢ocuklarda GKS kullaniimasi daha uygundur.

Sign Glasgow Coma Scalel"] Pediatric Glasgow Coma Scalel2] Score
Eye opening Spontaneous Spontaneous 4
To command To sound 3
To pain To pain 2
None None 1
Verbal response Oriented Age-appropriate vocalization, smile, or orientation to sound; interacts (coos, babbles); follows objects 5
Confused, disoriented Cries, irritable 4
Inappropriate words Cries to pain 3
Incomprehensible sounds Moans to pain 2
None None 1
Motor response Obeys commands Spontaneous movements (obeys verbal command) 6
Localizes pain Withdraws to touch (localizes pain) 5
Withdraws Withdraws to pain 4
Abnormal flexion to pain Abnormal flexion to pain (decorticate posture) 3
Abnormal extension to pain Abnormal extension to pain (decerebrate posture) 2
None None 1

Best total score 15




HE

COVERT
GRADE O
GRADE 1

Okul performansi etkilenebilir.

OVERT
GRADE 2-GRADE 4




Test stratejileri iki ana grup
H E 1- Psikometrik
2- Norofizyolojik

Minimal hepatik ensefalopati (MHE) ve Covert hepatk jnternational Society for Hepatic Encephalopathy

Oryantasyonu bozulmamis veya asteriks gostermeyen kronit @nd Nitrogen Metabolism (ISHEN):
klinik olarak var olan ya da test ile belirlenen beyin disfonks Yerel popiilasyon normlarina ve
"Minimal", HE'nin bilissel veya baska hicbir klinik belirtisi @ bulunabilirligine bagli olarak en az iki testin
kullaniimasini ve tercihen testlerden birinin
"Covert" (Gizli), minimal ya da Evre 1 HE daha yaygin olarak kullaniimasini,
o Testlerin egitimli bir denetci tarafindan
yapiimasini dneriyor.

Test sonucu normal ise (yani, MHE veya CHE icin negatifse), 6 ay sonra testin tekrarlanmasi tavsiye edilmistir.




HE 0-3vyas
Bwe  Kink  Asteriks/refleksler  Norolojik Bulgular

Erken (I-II) Durdurulamaz Normal/hiperrefleksi Degerlendirilemez
aglama, uyku (Guvenilir degil)
bozuklugu, talimata
dikkat etmeme

Orta donem (lII) Somnolans, stupor, Hiperrefleksi Siklikla

hirgcinhk (Guvenilir degil) degerlendirilemez
Gec donem (IV) Koma, Yok Deserebre

IVa: agrili uyarana Dekortike

yanit (+)

IVb: agrili uyarana

yanit (+)

Squires RH Ir, Shneider BL, Bucuvalas [, ef al. Acute liver failure in
children: the first 348 patients in the pediatric acute liver failure
study group. I Pediafr 2006;148:652—8.



h For young children (age < 4 y): modified from (13)

He

Grade

Mental status

Reflexes

Neurological signs

logy,

EEG changes

Early (Stage 1 and 2)

Mid (Stage 3)

Late (Stage 4)

Inconsolable crying, sleep
reversal, inattention to task

Somnolence, stupor,
combativeness

Comatose, arouses with
painful stimuli or no
response

Unreliable/mormal or
hyperreflexic

Unreliable—can be
decreased, absent, or
increased

Unreliable—can be
decreased, absent, or
increased

Difficult to test. Reponses
may be delayed, and
attention span shortened

Difficult to test. Progressive
decrease in response to
external stimuli

Decerebrate or decorticate

gnosis
re

Normal or mild slowing

Mild or moderate background
abnormality with slowing

Severe attenuation or slowing “har i

For children (age > 4 y): modified from (51,52)

Stage

Mood and mental status

Reflexes

Neurological signs

EEG changes

Stage 1, prodromal

Stage 2

Stage 3, stupor

Stage 4, coma

Mood swing: euphoria/

depression; mild confusion;

slowness of mentation and
affect; untidiness; slurred
speech; disordered sleep
Accentuation of Stage 1;
lethargy; moderate
confusion; inappropriate
behavior; inability to
maintain sphincter control

Marked confusion; sleepy but

arousable; incoherent
speech

May or may not respond to
painful stimuli

Normal or hyperreflexic

Hyperreflexic

Hyperreflexic

Usually absent

Tremor, apraxia, impaired
handwriting

Ataxia, dysarthria

Rigidity

Decerebrate or decorticate

Nommal or diffuse slowing

Abnormal, generalized
slowing

Abnormal, generalized
slowing

Abnormal, very slow
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HE

o HE'yi degerlendirmek zor...
o Klinik olarak belirgin olmayabilir...

(6zellikle bebeklerde ve kiigiik
cocuklarda)

o Siddetli hastalik,

o Metabolik dekompansasyon,
elektrolit imbalansi nedeniyle

IR IR Durumu daha karmasik hale getirebilir.

o Kardiyovaskiler, respiratuvar
instabilite

o Korku




HE

Ik hepatik ensefalopati epizodundan énce veya
minimal hepatik ensefalopati i¢in tedavi genellikle
gerekli degildir...




HE-YOnetim

Bu hastalar ideal olarak AC TRANSPLANTASYONU yapilan
bir merkezde ve yogun bakim Unitesinde takip edilmelidir.

Ik yaklasim her acil durumda oldugu gibi ABC (havayolu,
solunum, dolasim)...




HE- LABORATUVAR-AMONYAK OLCUMU

Arteriyel amonyak olcumu ideal...
Ama pratik degildir.

Evre O-1l HE olan ¢cocuklar; serbest akisli bir kateterden
elde edilen ve hemen buza yerlestirilip laboratuvara
nakledilen venoz kan ornegi...

Amonyak icin kan numuneleri
onceden sogutulmus, amonyak
icermeyen bir tlpte génderilmeli... 3
(numuneler 4 °C'de <15 dakika SUNUCU ETAILER
stabil oldugundan buz kalibi ile
laboratuvara ulastiriimalidir.)

Hemoliz varligi
Alinan 6rnegin Isisi
Ol¢cim zamani




HE- LABORATUVAR-AMONYAK OLCUMU

75 mmol/L...ONEML

Amonyak;

Amonyak duzeyl >200 mmol/ L

MORTALITE |Q|N BILINEN BIR RISK FAKTORU...
o <75 mmol/L; int kinikte:

o >100 mmol/L; yi| Anormal pupiller yanitlar,

faktorudur. Paroksismal hipertansiyon,
o >200 mmol/L; se Hiperrefleksi
Babinski (+)

Bu nedenle, amonyak azaltmayr hedefleyen tibbi tedavi tercih ediliyor...




Canac et al. Fluids Barriers CNS ~ (2020) 17:40 : :
h:tr:::ffdgi.or;jﬂso.ﬂrgg;;298?-020-00201-8 Fluids and Barriers of the CNS

REVIEW Open Access

Review: pathophysiology of intracranial i

hypertension and noninvasive intracranial

preSSL Guidelines regarding the accuracy of invasive ICP meas-
urement have been outlined by The American National
Nicolas Canac Standards Institute (ANSI)/Association for the Advance- jlton
ment of Medical Instrumentation (AAMI) and specify
that ICP in the range of 0 — 20 mm Hg should main-
tain an accuracy of =2 mm Hg, while ICP = 20 mm Hg ;sure by invasive, less
should not exceed 10% error [31, 32]. avenues for improve-
ment. Fluids Barriers CNS. 2020;17:1-33.




Canac et al. Fluids Barriers (NS~ (2020) 17:40 . .
h:tr;asfffdgi.nr;ﬁlﬂrgzz298?-020-&&201-8 Fluids and Barriers of the CNS

Table 1 General characteristics of noninvasive ICP monitoring techniques

Method Population Continuous Use Rank
TCD Varied Yes Estimation 3
TDTD Varied No Estimation 3
Dynamic MRI Hydrocephalus No Classification 2
NIRS TBI Yes Classification 1
™D Hydrocephalus/Meniere's disease  No Classification 1
OAE Healthy Yes Classification 2
SVP Unspecified No Classification (only) 1
ONSD Varied No Classification 3
Ophthalmoscopy TBI No Classification (only) 1
OCT N/A No N/A 1
VEP Varied Possible Estimation 2
EEG Varied Possible Estimation 1

The Method column refers to the technique name or abbreviation. The Fopulat ion column refers to the patient population that has been studied using that
method. The Cont inuous column specifies whether the method can be used for continuous monitoring. The Use column refers to whether the method has been
primarily indicated for use in estimation of ICP value or classification into ICP labels. Finally, the Rank column offers a subjective ranking of the authors’ assessment
of the current state of research regarding the efficacy of the method for monitoring ICP: 1 (inaccurate/not useful/lack of evidence), 2 (potentially useful/needs
more research), and 3 (likely useful as a supplement to invasive measurement in some situations). Abbreviations used: TCD (Transcranial Doppler), TDTD (two-
depth transorbital doppler), NIRS (near-infrared spectroscopy), TMD (tympanic membrane displacement), OAE (otoacoustic emissions), SVP (spontaneous venous
pulsations), ONSD (optic nerve sheath diameter), OCT (optical coherence tomography), VEP (visual evoked potentials), EEG (electroencephalography)




HE-ICP olcumu

o En sensitif...

Invaziv metodlar
1- External ventrikdler drenaj (EVD)
2- Intraparenkimal prob

Riskli!!

o Invaziv
o Koagulopati

o Intrakraniyal kanama riski yuksek!!!

Non-Invaziv metodiar

1- TCD (Transcranial doppler)

2- TDTD

3- Dinamik MR/

4-CcT

5- Oculer -ONSD(Optic nerve sheat diameter)
6- Otic-OAE-Otoacoustic emission

/- Elektrofizyolojik yéntemler



HE-ICP olcumu-Hangi hastalarda?

Evre lll veya IV koma

Mekanik ventilasyon gereksinimi
EEG -slow dalga

Yuksek serum amonyak duzeyi
Odem ile uyumlu CT varhigi...




Evensen and Eide Fluids Barriers CNS (2020) 17:34 . .
https://doi.org/10.1186/512987-020-00195-3 Fluids and Barriers of the CNS

REVIEW Open Access

. : : : ®
Measuring intracranial pressure by invasive,

less invasive or non-invasive means: limitations
and avenues for improv

Karen Brastad Evensen'Z and Per Kristian Eide'="

Association for the
Advancement of Medical
Instrumentation (AAMI)

Overview of wire-based and wireless methods for ICP monitoring. The image on the right shows that
ICP is measured via a ventricular (V) catheter placed within the cerebral ventricles, and dedicated ICP
sensors implanted within the brain parenchyma (P), or via the ICP sensor placed within the epidural
(E) location. The invasive ICP source signals are transferred to a monitor that may reveal the ICP
scores. For example, the ICP scores may be shown as numerical values, trend plots, or as the single ICP
waves. The image on the left illustrates implantable sensors to the ventricles or parenchyma wherein
the communication between sensor and external receiver is wireless. Illustration: @ystein Horgmo,
University of Oslo




HE

Elektroensefalografi (EEG) ne zaman?
o MyoKlonus/nobet benzeri aktivite varligl,
o Mental statusta ani kotuye gidis.
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HE-YOonetim

o Oncelikler presipite eden durumun tedavisi
o Enfeksiyon

Gastrointestinal kanama

Diuretik overdose

Elektrolit bozukluklari

Kabizlik

O O O O

Eriskin hastalarin %90’1 bu sekilde kontrol altina alinabiliyor




HE-YOnetim

Los ve Sessiz bir ortam...

Bas elevasyonu 30°

Gereksiz konusma yok !

Ani guraltu yok !

Gereksiz girisimlerden kacginiimal...

Yatak kenarliklari dahil pedler yerlestirilerek korunmali- Ani
hareketlerde yaralanmasin!

Entube ise || Mumkunse minimal aspirasyon...




Serum amonyak

HE-Yonetim-Medikal dlzeyini azaltmaya

yonelik

o Protein alimi kisitlanmali (max 1-1.5 gr/gun)

o LACTULOSE 0.5 cc/kg/doz — Asirt kullaniminda;

(2-4 diski/glin diskilamay saglayacak sekild © Dehidratasyon .
o Elektrolit imbalansina DIKKAT!
o HE'yi presipitasyonuna

Kolon lUmeninde
olusturur.

intestinal NH3 absorbsiyonu azalir




HE_Yanetim_Medikal Serum amonyak duzeyini

azaltmaya yonelik

RIFAKSIMIN (Laktuloza ek olarak)

o Sistemik absorbsiyon minimal...

o Rifaksimin ile intestinal mikrobiyota degisikligi...
o Amonyak ureten enterik bakteri sayisini azaltir...

10-30 mg/kg/giin

NH3 yapimi azalir




e NEW ENGLAND
JOURNAL o MEDICINE

ESTABLISHED IN 1812 MARCH 25, 2010 VOL. 362 NO. 12

Rifaximin Treatment in Hepatic Encephalopathy

Nathan M. Bass, M.B., Ch.B., Ph.D., Kevin D. Mullen, M.D., Arun Sanyal, M.D., Fred Poordad, M.D.,
Guy Neff, M.D., Carroll B. Leevy, M.D.,* Samuel Sigal, M.D., Muhammad Y. Sheikh, M.D., Kimberly Beavers, M.D.,
Todd Frederick, M.D., Lewis Teperman, M.D., Donald Hillebrand, M.D., Shirley Huang, M.S., Kunal Merchant, Ph.D.,
Audrey Shaw, Ph.D., Enoch Bortey, Ph.D., and William P. Forbes, Pharm.D.

Remisyonun devami i¢in daha once iki OHE nobeti olan hastalarla yapilan Faz 3, ¢cok
merkezli, randomize, ¢ift kor, plasebo kontrolldu...

*Plaseboya karsi rifaximin daha ustun gosterilmis (Bu hastalarin >%90’1 es zamanli
Lactuloz aliyorken)

*Tek basina rifaximin kullanimini destekleyen higbir saglam veri yok...




HEPATOLOGY EZAASLD

AR CAM ASSOC LATION FOR
THE STUDY OF LIWER [0 EEASES

HEPATOLOGY, VOL. 67, NO. 2, 2018

L.-Ornithine L-Aspartate in Bouts
of Overt Hepatic Encephalopathy

Sandeep Singh Sidhu,' Barjesh Chander Sharma,” Omesh Goyal," Harsh Kishore,' and Navpreet Kaur®

Higl'l-qua].ity data on the i:ﬂ'icacy of L-ormithine L-asparl:atc (LOLA) in patients with cirrhosis and bouts of overt hcpaﬁc
c:nccphalopatl‘l}-' (OHE) are MISSIng. We evaluated the i:ﬁ'icac:,r of intravenous LOLA in the reversal of bouts of OHE in patents
with cirrhosis. In this prospective, double-blind, randomized, placebo-controlled trial conducted at two tertiary care institutes in
India, 370 patients with cirthosis and bouts of OHE were screened. After exclusion, 193 (52.16%) patients were randomized to
receive either intravenous infusions of LOLA (n=98), 30g d‘aily, or P]:aﬂ:]]ﬂ (n=195) for 5 daj-'s. Standard of care treatment
{includ.ing lactulose and ceftriaxone) was given 1n both groups. Randomization was done cc:rd:ra]ly [http:."'fmw.scaludcnwﬂﬂpc:.
com/). All sl:udy PiIEﬂl'll.'ltl were blinded to the treatment assignment. Fasl:ing venous ammonia levels were estimated dail}' from
0 to 5 days. Serum tumor necrosis factor-alpha, interleukins, hemogram, and liver and renal function tests were performed at
days 0 and 5. Primary outcome was mental state grade at day 5 of treatment. The grade of OHE was significanty lower in the
LOLA group (compared to placebo) on days 1-4 but not on day 5. The mean time taken for recovery was lower in the LOLA
group compared to the placebo group (1.92 % 0.93 versus 2.50 £1.03 days, P=0.002; 95% confidence interval —0.852 to
—0.202). Venous ammonia at day 5 and length of hospital stay were significantly lower in the LOLA group. No significant dif-
ference in interleukins was seen between the groups. Conclusion: In patients with bouts of OHE, intravenous LOLA (as an add-
on therapy to lactulose and ceftriaxone) significantly improves the grade of OHE over days 1-4, but not on day 5, and decreases
venous ammonia, time of recovery, and length of hospital stay.|(HEPATOLOGY 2018;67:700-710)




HE-Yonetim

L-Ornitin L-Aspartat (LOLA)
Etkinlik degerlendirme acisindan;
Eriskin calismalar celiskili,

Cocuk calismalari yeterli degil...

20 mg/kg/guin—>5-7 gln

Konvansiyonel tedaviye cevap vermeyen hastalarda tercih edilebilrr.




The Journal of Mutrition ("
Nutrition and Disease ASN

5T 10§ J

Oral Branched-Chain Amino Acids Have a

I' Beneficial Effect on Manifestations of Hepatic
Encephalopathy in a Systematic Review with
Meta-Analyses of Randomized Controlled
Trials™?

Sekiz randomize, kontrolli ¢alisma degerlendirilmis, oral BCAA ile
zenginlestirilmis formulasyonlarin, hem OHE hem MHE’de, epizodik
HE ataklarini iyilestirdigini géstermistir.

Abstract

Supplements with branched-chain amino acid (BCAA) have cerebral, metabolic, and nutritional effects that may benefit
patients with hepatic encephalopathy (HE). We therefore conducted a systematic revievw on the effects of oral BCAAs
compared with control supplements or placebo for patients with cirrhosis and recurrent overt or minimal HE. The
quantitative analyses included data from 8 trials (n = 382 patients). Individual patient data were retrieved from 4 trials to
recalculate outcomes (n = 255 patients). The mean dose of the oral BCAA supplements was 0.25 gfikg body weight - d).
Random effects meta-analysis showed that improverments in HE manifestations were registered for 87 of 172 patients in
the BCAA group compared with 56 of 210 controls [risk ratio = 1.71 (95% Cl: 1.17, 2.51) number needed to treat = 5
patients]. The effect of BCAAs differed (P = 0.04) for patients with owvert [risk ratio = 3.26 (95% Cl: 1.47, 7.22)] and minimal
HE [risk ratio = 1.32 (95% CIl: 0.97, 1.79)]. Subgroup, sensitivity, regression, and seguential analyses found no other
sources of heterogeneity or bias. BCAA supplements had no effect on mortality or markers of nutritional status and did not
induce adverse events. In conclusion, oral BCAA supplements improve manifestations of HE but have no effect on
survival. J. Mutr. 143: 1263-1268, 2013.




HE-YOnetim

Probiotics

A recent, open-label study of either lactulose, probiotics, or no therapy in patients with cirrhosis who recovered
from HE found fewer episodes of HE in the lactulose or probiotic arms, compared to placebo, but were not different
between either interventions. There was no difference in rates of readmission in any of the arms of the study.'™

Glutaminase Inhibitors
Portosystemic shunting up-regulates the intestinal glutaminase gene so that intestinal glutaminase inhibitors may be
usaful by reducing the amounts of ammonia produced by the gut.

Neomycin
This antibiotic still has its advocates and was widely used in the past for HE treatment; it is a known glutaminase
inhibitor. %"

Metronidazole
As short-term therapy,'™ metronidazole also has advocates for its use. However, long-term ototoxicity,
nephrotoxicity, and neurotoxicity make these agents unattractive for continuous long-term use.

survival. The effect may be of importance in marginal situations to avoid assisted ventilation. Likewise, the effect
may be helpful in difficult differential diagnostic situations by confirming reversibility (e.g.. when standard therapy
unexpectedly fails or when benzodiazepine toxicity is suspected).

Laxatives
Simple laxatives alone do not have the prebiotic properties of disaccharides, and no publications have been
forthcoming on this issue.

Albumin
A recent RCT on OHE patients on rifaximin given daily IV albumin or saline showed no effect on resolution of HE,
but was related to better postdischarge survival.19®




HE-Serebral Odem[”

O
Evre 3'den itibaren;: ENTUBASYON o

HEDEF: ICP <20 mmHg

Maintain cerebral perfusion pressure O
<4y, >50 mmHg
4-10y, >55 mmHg
>10y; >60 mmHg

Hipothermi (Vucut isisi 32-33.8° C

ndometazin

-orse hiperventilasyon (pC0O2 < 34
mmHg icin)
Hiperosmolar terapi
o Mannitol 0.5-1.0 g/kg (Dikkatli
monitorizasyon)
o Hipertonik salin (2-23.4%)
(Transtentorial herniasyonun bu sekilde geri
dondurulebildigi ifade edilmis)
Hedef serum Na: 145-155 meq/L



HE-Onleme

Laktuloz; HE dnlemede etkinligi cok net olmasa da kullanimi
oneriliyor.

Laktuloza eklenen rifaksimin, ilk OHE epizodundan sonra
laktuloz tedavisi sirasinda bir veya daha fazla OHE nobeti
yasayan hastalarda remisyonun devami icin etkinligi en iyi
ispatlanmis ajandir.




HE-Onleme

Malnutrisyonu tedavi etmek ONEMLI...

Tum HE hastalarinin, iyi bir diyet oykusu alinarak beslenme durumu
degerlendirilmesi yapiimall...

HE'li hastalari;
~% (5’l; kas kltlesi kaybi (+)
Orta-siddetli protein-enerji malnutrisyonu (+)

Yetersiz beslenme ve kas kutlesi kaybli, HE ve siroza baglh diger komplikasyonlarinin
gelisimi icin bir risk faktoradur.

Sarkopeni;
Sirozlu hastalarda 6nemli bir negatif prognostik gosterge oldugu kanitlanmistir.




HE-Profilaksi

ilk hepatik ensefalopati epizodundan énce veya minimal hepatik ensefalopati icin
tedavi genellikle gerekli degildir.

Secilmis hasta populasyonunda, ozellikle kognitif sikayetleri olanlarda veya ensefalopati
riski yuksek olan sirotik hastalarda, yasam kalitesini iyilestirmeye yardimci olmak
acisindan fayda olabilir.




Sonug olarak;

o Hekimin bu konudaki klinik deneyimi,

o Hastanin norolojik durumunun yakin takip edilmesi, ortaya cikabilecek
degisikliklerin gozlenerek erken donemde ensefalopatinin taninmasi,
cok onemlidir...

o HE'nin erken evrede taninmasi, serebral odem ve intrakraniyal
hipertansiyon gelisimini onler, morbidite ve mortaliteyi azaltir.




COCUKLAR HASTA OLMASIN....

Tesekkurler...




	�������HEPATİK ENSEFALOPATİLİli ÇOCUĞA YAKLAŞIM�
	�TANIM�
	�TANIM-Hepatik Ensefalopati (HE)�
	�HE�
	�Hepatik Ensefalopati (HE) nasıl ortaya çıkar?�
	�HE�
	�HE-Patofizyoloji�
	�HE-Patofizyoloji�
	�Sonuç olarak;
	TABLOYU AĞIRLAŞTIRAN ETMENLER
	�TANI�
	KLİNİK
	Slayt Numarası 13
	Slayt Numarası 14
	��
	�
	�       �
	�HE     0-3 yaş�
	�HE�
	Slayt Numarası 20
	Slayt Numarası 21
	�HE�
	�HE-Yönetim�
	� 
	Slayt Numarası 25
	�HE-ICP�
	��
	�HE-ICP ölçümü�
	�HE-ICP ölçümü-Hangi hastalarda?��
	��
	�HE�
	�HE-Yönetim�
	�HE-Yönetim�
	�HE-Yönetim�
	�HE-Yönetim-Medikal�
	�HE-Yönetim-Medikal�
	�HE-Yönetim-Medikal�
	�HE�
	�HE-Yönetim�
	�HE�
	�HE-Yönetim�
	�HE-Serebral Ödem�
	�HE-Önleme�
	�HE-Önleme�
	�HE-Profilaksi�
	�Sonuç olarak;��
	��

