SIMA 23

-pa InTnp(ratpog) Muvwikng

IATPIKOY ZY!\A;DFOY H KAEIOY

10 NTOAYOEM I TIKO E\E\I‘}IEAPIO

mmy RNEPIPEPEIA KPHTHE \r TTTTTT
= BEGICN OF CRETE N

KALVLKO €pyaoTnplo:
Bloynuikwv e€etaoewv

I's ¢ O
'i ' MeAiva KaBouvoavakn, MD, PhD
Erti. A, Bevilélelo TNH, A’ MaBoloyikn




CLU Zaxyapo (BIOXHMIKO)
CLU Zdkyapo I 71
Ur Oupia (BIOXHMIKO)
Ur Qupia ! 169
Gr Kpzanivivy (BIOXHMIKO)

Gr Kpeanivivy ! 2,64

Kdhio opou (K) (BIOXHMIKO)

Kdhio opou (K) 3.56
NdTpio opoi (Na) (BIOXHMIKO)

Ndrpio opou (Na) 152
SGOT (AST) (BIOXHMIKO)

SGOT (AST) I a9
SGPT (ALT) (BIOXHMIKO)

SGPT (ALT) 30
y-GT (BIOXHMIKO)

y-GT 8
Ahxahiki} pwogardon (ALP) (BIOXHMIKO)

Ahkahiki
ewogardon (ALP)

LDH (Fahakmiki SeuvBpoyevdon) (BIOXHMIKO)

LDH (I ahakTikg 1l 406
devBpoyovdon)

Ohika Aeukwpara T PROT (BIOXHMIKO)

Ohikd Asukwpara T 6.2
PROT ’

Ahpouvpivn opot ALB fj Azukwpamiv (BIOXHMIKO)

AABoupivn opou ALB 1l 23

‘CRP wooomiki pérpnon (BIOXHMIKO)

CRP (C-avnidpwoa 1 236
MPWT.).

mg/dL

mg/dL

mg/dL

mmol/L

mmol/L

UiL

UiL

UiL

UiL

UiL

gfdl

gidL

mg/dL

Hylvia Extéheonc  25/10/2023 12:37

74-106

Hulvia Exiéheang 251102023 12:37
15492

Hulvia Exiéheang 251102023 12:37
D5-12

Huivia Exréheong:  25/10/2023 12:37

35-!
CLU Edkxapo (BIOXHMIKO)
Hu
16 CLU Zdkyapo %
py  UrOupia (BIOXHMIKO)
<34 Ur Oupial 38
Hu Gr Kpeamvivn (BIOXHMIKO)
10-4 Gr Kpeamvivn 1,13
He kanio opol (K) (BIOXHMIKO)
<35
Kahio opot (K) 4,29
Hu
Ndrpio opou (Na) (BIOXHMIKO)
46 -1
Ndrtpio opoi (Na) ! 133
Hu
SGOT (AST) (BIOXHMIKO)
120 -
SGOT (AST) 15
Hu
SGPT (ALT) (BIOXHMIKO)
6-8
SGPT(ALT) 11
Hu
y-GT (BIOXHMIKO)
32-:
v-GT 9
Hu
i AAkaliKR puapardon (ALP) (BIOXHMIKO)
<05

AAKaAIKA
puwagardon (ALP)

LDH (FaAakTikR Seuvspoyevdon) (BIOXHMIKO)

LDH (FahokTikn 184
BevEpoyovdan)

CPK fi CK (BIOXHMIKO)
CPK [

ApUAGOT) - AMS (BIOXHMIKO)
Apuhdon - AMS 40
TpoTrovivn | HS (high sensitivity)

Tpotrovivny | HS <25

mg/dL

mg/dL

mg/dL

mmal/L

mmaol/L

uiL

UL

uiL

uiL

UL

uiL

uiL

pg/mL

Hyivia ExTéAeonc:

74-106

Hpivia ExTéAeanc

15-482

Hy/via ExTéAeonc:

05-12

Huivia EKTéAeONC

35-5.1

Hpivia ExTéAeanc

136 - 145

Hy/via ExTéAeonc:

<34

Huivia EKTéAeONC

10-48

Hpivia ExTéAeanc

<38

Hpfvia ExTéheong:

46- 116

Huivia EKTéAeONC

120 - 246

Hpivia ExTéAeanc

34-145

Hy/via ExTéAeonc:

30-118

Hyivia ExTéAeonc:

<386

23/10/2023 10:17

23/10/2023 1017

231002023 10:17

23/10/2023 10:17

23/10/2023 1017

231002023 10:17

23/10/2023 10:17

23/10/2023 1017

23/10/2023 1017

23/10/2023 10:17

23/10/2023 1017

231002023 10:17

23/10/2023 10:17



Bloxnukog EAeyxoc
* KaBnuepwvo epyaleio otn Sltayvwon Kat mapoakoAovOnon Twv acBevwv

* EAeyxoc Baokwv cuCTNUATWY OPYOVIOUOU
— HAekTtpOAUTEG - OAKXOPO
— Nedpikn Asttoupyia
— Hnatikn Asttoupyia
— Muokapdiakn BAGBN
— Aeikteg pAeypovig

* Juvbuaopoc avtwyv KaBodnyel tn dtayvwoTikni okePn




MMukoln vnoteiag Metaysupatiki
YAUKOTn (2h)

I-A U Ké Z n Duo.Tipég 70-90 mg/dL

Mpodlapntng 100-125 mg/dL

AwaBrTng >126 mg/dL

* H kUpla mNyn E&VEPYELOC TOU KUTTAPOU, yla TNV Topaywyn
YAUKOYOVOU, OULWVOEEWVY Kal Almwy, puBuiletal amod To ATaP Kol
dlatnpeital oxetika otabepn

* To MAyKpeOC, HEOW TWV OPHUOVWV TOU, KUPLWC WVOOUAivn Kot
yYAukayovn, dlatnpet ta enimeda cakxdpou o€ €va TTOAU OTEVO
gUpOC TLHWV 70-100mg/dL (4—6 mM)

* Xe ouvbuaopo pe tnv HbLALC, auénuéveg TpEC YAuKOING
Xpnolpomotwouvtol yia tn dtdyvwon Kal mopokoAouBOnon tou

Sdtafntn

* JYoBapny amopplBbuion TWWV ookxapou (umoyAukalpia R
uTtepyAukapia): €vbeleén ooPfapric vooou (Aoitpwén-onyn, EM,
ONB)

<140 mg/dL

140-180 mg/dL

>200 mg/dL

((Q))

ALERT!

OFA



Aukoln

*  AmnoppUBuion yAukolng o ZAt.|

* Kivouvoc ketoécwonc (DKA)

AdLayvwortog A T.l

Mn cuppopdwon otnv
LvoouAwvoBepareia
Nolpwén

OEM, MNE

* Kivbuvoc YIeEpOOUWTIKAC
YTtepYAUKOULULKN G KATAOTAONC
(HHS)

2A Tl
HALKLwEVA ATopa
Noilpwén, adudatwon

Preventive strateqy 1: identification of

people at risk
Ide ntiﬁcati{:-ny

Non-modifiable risk
factors
» Low socioeconomic

—l!dentiﬁcatiﬂn

status

» Adolescent age Wil

« Female sex
+ Ethnicity or migration

Modifiable risk factors
+ Previous DKA

+ Elevated HbA

» Non-adherence

+ Alcohol or drug abuse
« Quality of care

+ Poor mental health

+ Somatic comorbidities

Tailoring

factors

—p - Diabetes self-management education
+ Medical and psychological interventions
+ Telemedical and digital approaches

Preventive strateqy 2: reduction of risk Addressing

[ Risk enhancing T3 Risk reducing

Corrected Sodium = Measured sodium + 0.024 * (Serum glucose - 100)
(Hillier, 1999)




CLU Zdxxapo (BIOXHMIKO)
CLU Zdkyapo Il g65
IXOMNA EAADPA AIMOAYMENOZ OPOZ

Ur Oupia (BIOXHMIKO)

Ur Oupia I 133

Gr Kpeanivivi (BIOXHMIKO)

Gr Kpeamnivivn ! 1,83

Kdhio opot (K) (BIOXHMIKO)
Kdhio opoi (K) ! 5.68

Ndrpio opoU (Na) (BIOXHMIKO)
NdTpio opou (Na) m 127

Xhwpio opod (Cl) (BIOXHMIKO)

Xhwpio opod (C1) ! 94.9
EXOMA EAADPA AIMOAYMENOLZ OPOZ
OMkn yoAepuBpivn - TA- BIL (BIOXHMIKO) L pH
Ohikr xoAepuBpivr - 09 1 pCO,
TA-BIL t PO,
Apgon xohepuBpivn - D -BIL (BIOXHMIKO) T ¢
4 cNa*
APECT XOAEpUBPIVN - ! 0,5 1 cCa*
D -BIL eCI-
SGOT (AST) (BIOXHMIKO) T cGlu
1t clLac
SGOT (AST) Il 5745 ctHb
IXOMA EAADPA AIMOAY] s0O,
FCOHb
SGPT (ALT) (BIOXHMIKO
g ) t FMetHb
SGPT (ALT) Wl 7461 FHHb
EXOMA EAADPA AIMOAY] Hete
cBase(B.oX)¢
¥-GT (BIOXHMIKO) pPH(T )
v-GT ! 1005 geou1)
. ' POLT)
Ahkahiki pwaopardon (ALP) (BIOXHMIKO) mOsme
AAkahIKR 1 176 AnionGap K'¢

pwopardon (ALP) a5y c¢HCO,~(P.st)¢

7.216
6.7
182
5.3
126
1.07
100
745
17
14.0
98.0
0.0
1l
2.0
430
-25.4
7.216
BT
182
294 .1
295
7.7

mmHg
mmHg
mmol/L
mmol/L
mmol/L
mmol/L
mg/dL
mmol/L
g/dL

Yo

Yo

%

%o

Yo

mmol/L

mmHg
mmHg
mmol/k
mmol/L
mmol/L

O AcBevrc 55 eTtwv pe Ca nvelpova,
LETAOTATIKO UTIO XMO kot ZA Tl

" MpoonABe Aoyw aduvaplag,

Sduormvolag kat uPpnAov Glu

" JoBapn umotaon - avOeKTIKA oTa

LvoTpoma
" oofapn unepyAukatpia
" ONB

" OXOULULKA nroTitida

" petafoAikn ofEwon (YoAaKTIKN Kal
StaBntikn)

NAoyw avBeKkTIKoU ook —> SlevepynBnke
echo kapdLdc ov avedelée onUavTLKn
nieptkapdiakni cuAdoyn (20mm) kail
glKOVa KapSLOKOU ETUMWHATLOOU



Nedplkn Aettoupyia

Nedpikny SuoAettoupyla: 2oBapn peiwon tng pong Tou

ailpotocg mpoc ta vedpa

eGFR — o a&lomiotn ektipnon vedpLlkng Asttoupyiog

PUOuLon nAektpoAutwy, artooAr} ovuoLwv

Noapaywyn pevivng, 1,25(0H).-D3 kot EPO

PRE-RENAL INTRINSIC (RENAL)

¢

1Co - 1 CVP with systemic congestion
S SNS: RAAS activation
SNS: vasoconstriction

POST-RENAL

Papillary necrosis and ureter obs.

Nephrotoxic contrast agents Excess in intra-thoracic pressures

Mispositioning of aortic devices : : S
Rt 9 Non-fondaparinux parenteral AC during mechanical ventilation

Cockcroft-Gault Formula for Estimating Creatinine Clearance

(140-age) x Lean Body Weight (kg)
(x 0.85 if female)

CrCl (mL/min) =
Serum Creatinine (mg/dL) x 72




Nedbpwkn BAaBn (AcuteKidneylnjury)

*  AlwBauia: n avénon/ocuvocowppeuon
TIPOLOVTWV O UWVLAC KoL KpEATLVIVNG, AOyw
HELWHEVNG OTIELPAATIKAC SBNoNC

* EUpnua og ofeia kat xpovia vedpikn BAABN

4

The RIFLE criteria of 2004, AKIN criteria in 2007, and the KDIGO system in
2012

AKI is generally diagnosed by an increase in creatinine (Cr) by 0.3
mg/dL, Crincrease greater than 1.5%, or even less than 0.5
mL/kg per hr

* T[povedpikd aitia
*  Nedpka aitia
*  Metavepplka aitia

* KAhaopatikn anékkpion Na, K - Spot oUpwv
(Na, K, Cre oupwv)

| PRE-RENAL

Impaired perfusion:
» Cardiac failure

» Sepsis

» Blood loss

» Dehydration

» \Vascular occlusion

\ | RENAL

Glomerulonephritis
Small-vessel vasculitis
Acute tubular necrosis
» Drugs

» Toxins

= Prolonged hypotension
Interstitial nephritis

» Drugs

» Toxins

« Inflammatory disease
» Infection

| POST-RENAL

Urinary calculi
Retroperitoneal fibrosis
Benign prostatic
enlargement

Prostate cancer

Cervical cancer

Urethral stricture/valves
Meatal stenosis/phimosis

KAwvikn €lkova Kal LoTopLKo!




Nedpikn BAaPn (AcuteKidneylnjury)

Prerenal Renal Postrenal

Dipstick 0 or trace protein  Mild-moderate protein, 0 or trace protein, red
hemoglobin, leukocytes and white cells

Sediment Few hyaline casts Granular and cellular casts” Crystals and cellular

casts possible

Serum BUN/Cr 20 10 10

Urine osmolality  ~5qp <350 <350

Urine sodium <20 ~130

Urine/serum Cr  —4g <20 <20

Urine/serum urea ~g <3 <3

FENa <1% >1% >1%

FEUr <35% >50%

FENa, fractional excretion of sodium = (urine Na/urine Cr) / (serum Na/serum Cr) %:; Cr, creatinine; FEUr,
fractional excretion of urea

“Composition of casts depends on cause of renal failure.

Adapted with permission from Thadhani R, Pasqual M, Bonventre JV. Acute renal failure. N Engl J Med
1996:334:1448-1460.



HAEKTPOAUTLKEC SLOTOPAXEC

* H oaviwcopporia ota uypd Kol OTOoUC NAEKTPOAUTEC TIPOKUTITEL OE

TIOLOOAOYLKEC KATAOTAOELC

— Aduvbddatwon

—  O¢tela vedpikn PAABN — XNN — veppwoikd cuvdpopo
—  KapSlakn avemapKeLa, Kippwaon Nmotog

— SIADH

* JYuvnbelc dtatapaxeg Na, K, Ca, P, Mg

Intracellular
fluid

Other fluid

Interstitial
fluid

Extraceliytar o

ONVERSTFDRATION

Exercise-associated plasma electrolyte imbalances

[Na+]

Sodium fons mainiy i
extracevelar eud (ECF) space

higeb Bls U HYPERKATREMLA I

Lovw [Mas | BCF

4] =
Widn! 1zbre
Camoix
et
LX)
[T

ﬁ'lgh W+ ECF

[
o
r-r| o

UNDERHYDRATION

Caliular wallicg

Celiudar dafydrabon

[K+]
Pofassium lans manly i

marracelniar [il:FJspxn
HYFOHALEMIA -IrF REALENIA

X

r BODY LDSEES
'Worrriing, Siarrhan
Facean webrifg

Cailisis:

HYDRATION IMBALANCE || |

. EICE&&NEEIERCL&E 'H__.-'

[Mg++], [Ca++], [P-]

Magreegium, caleiunm and
pfeosphane 1° stored in bone

o I
I.ﬂ‘-..-\ll
El#ctralyle
Hosews through', 9" ugesy cavepir
HECRERYVE
HERFETS P

Milniditiss s L
Ca++ | Supplement
MgEsEaelrl L A ) abuse
Causes: ‘]_
EXCESESIVEEXERCISE | =
SUPPLEMENT ABLSE
EXTREME DEETING




YriovatpLatpia

* H ouvnBéotepn nAektpoAutiky dtatapaxn, EWOIKA o voonAeuopuevouc a.oBeveic (2%)
* Au&non oxetikou KvdUvou Bavatou otn voonAeia x >3 dopEg

/] ' 1 I I I3 Na* (mEq/l)
*  KAWLKEG EKONAWOELG TILO EVTOVEG ETIL TAXELAG EYKATAOTAONG 2222853
Kakouyia
KepaAaAyia
ZIraopoi
| HYPONATREMIA o]
Kwpa
I & ]
. Serum osmolality |
|
v v v
Normal Low High HypoNa (hyponatremia)
(280-295 mOsm/kg) (< 280 mOsm/kg) (> 295 mOsm/kg) SerumNa‘ < 135 meg/L CW(D
Check serum osmolality* WW: :;:;m_wm
Isotonic Hypotonic Hypertonic
hyponatremia hyponatremia hyponatremia sy i
1. Hyperproteinemia 1. Hyperglycemia
21 H_yperllplldemla (chylomicrons, 2. Mannitol, sorbitol, Hypotonic HypoNa Are there additional effective osmoles?
triglycerides, rarely cholesterol) glycerol, maltose (Tre HypoNa] (e gucose soritl, mamnitl)
3. Radiocontrast agents
Volume status W e
l ; |
Hypovolemic Euvolemic Hypervolemic
/ \ ‘ Are there additional ineffective osmoles? ~ Hypertonic
(i, urea, alcohols) HypoNa
Una+ < 10 mEg/L Una+ > 20 mEg/L 1. SIADH Edematous states
Extrarenal salt loss Renal salt loss 2. Postoperative hyponatremia 1 Heart failure
1. Dehydration 1. Diuretics 3. Hypothyroidism 2 Liver disease o —
2 Diarrhea 2. ACE inhibitors 4. Psychogenic polydipsia 3. Nephrotic syndrome OO s L
3. Vomiting 3. Nephropathies 5. Beer potomania (rare) osmmantv,‘ﬁjﬂﬂZlf:ffn‘ﬂf;35;”7??]2;!;?:;‘}‘;; i
4. Mineralocorticoid 6. Idiosyncratic drug reaction (thiazide 4. Advanced kidney o ‘
deficiency diuretics, ACE inhibitors) disease | oo Serum osm =2 Na meayL] + [BUN mg/dL)/2.8 + glucose mg/dL}/18
E e e % Endrance exorise (Lab artifact due to inirect ionseleciveelecrode) ki o &
wasting syndrome 8. Adrenocorticotropin deficiency




* OAPMAKA NOY MPOKAAQOYN SIADH

—  AVTIKOTOOALTTIKA
— Ormoeldn
— MZAO
— KapBapalemnivn
— AM\ormepldoAn
— Aputpumtiivn
— KukAopwodapuidn



Hypovolemic

Significant water loss

Check Urine
Osmolality

| Extrarenal Loss | |
-

RenalLoss !

.
The kidneys are trying to :
throw excess sodium away

Renal Failure &

ll Central Diabetes [
. : Insipidus |

Nephrogenic
betes Insipidus |

The kidneys are
inappropriately throwing
water away

Yriepvatplatpio

Measure Na+
Twice

ol

'>145 mmol/L!

Assess volume
status

Euvolemic

Mild Water loss

Check Urine
Osmolality

| Extrarenal Loss : |
B Impaired thirst :

'
i

: No access to i
: water

'

: Gl Loss

'
i

........... -

RenalLoss : | Extrarenal Na+

1 - F Gain !
[l Central Diabetes H 1
i Insipidus Hll Excess salt intake [

H  Nephrogenic
il Diabetes In us

1 Water intake is also
increased

Hypervolemic

Na+ gain > water gain

Check Urine
Osmolality

! Renal Na+ Gain |

§ Cushing :
! : Syndrome :
é latrogenic P Primary :
ll hypertonic saline [l Hyperaldosteron- |
E : sm

: Sodium ]
ll bicarbonnate :

HYPERNATREMIA

"THE MODEL"
(Causes of 1 serum sodium)

m Medications, meals
(oo much sodium intake)
E Osmotic diuretics
I Diabetes insipidus
K3 Excessive Hy0 loss

Low H20 in'fake




A ’ K Evbokuttaplo oV - 2xéon K evbok/K e€wk
Latapaxsq puOuleL TO SUVALKO EVEPYELOC TWV KUTTAPLKWV
nepBpavwy - Neppoc amooAn 90%

HYPOKALEMIA
\TOOLITTLE POTASSIUM |
C <25 mEq/L
CAUSES

* | K" INTAKE

* ABUSE of LAXATIVES

* VOMITING

* METABOLIC ALKALOSIS

* DIURETICS

s LOOP & THIAZIDES

HYPERKALEMIA
\TOO MUCH _ POTASSIUM
“>5mEq/L
CAUSES
* METABOLIC ACIDOSIS

* HYPERGLYCEMIC HYPEROSMOLAR STATE

* MEDICATION :
S POTASSIUM SPARING DIURETICS ¢

% TISSUE BREAKDOWN
S CRUSH INJURY

* ACUTE or CHRONIC KIDNEY DISEASE

4

Serious Symptoms of Hypokalemia

Y
\ S
4 e
%\ J == ;
&

Muscle cramps Weakness Fatigue Paralysis

a

gy P

Constipation Respiratory failure Irregular heartbeat

Hyperkalemia

signs & symptoms

Mnemonicc: MURDER

* M muscle cramps
* U urine abnormalities

» Rrespiratory distress

* D decreased cardiac
contractility

* E ExG changes
* Rreﬂexes altered



Hrtatikn Asttoupyla

» SGOT > ALP
> SGPT »YGT
» Total Bilirubin
> Direct Bilirubin

2uvBeTikn Aeltoupyia
> LDH

» Albumin/TP
>PT/INR (11, VII, IX, X)

v" Hnatokuttapikr PA&RN
v Xohootatkr) BAABN
v' Mt BAABN

Liver Function Test (LFT) Elevation

HEPATOCELLULAR

Transaminase >> Alkaline Phosphatase

ALT > 3x ULN

Formula: (ALT / ULN ALT) / (ALP / ULN ALP)

e
>

Acute viral hepatitis
Chronic viral hepatitis
NASH

Alcoholic hepatitis

Acute autoimmune hepatitis "‘f" f‘f"‘ N-4 N- '
Chronic autoimmune hepatitis 'Y +4 N-4 N

Hepatic ischemia

Large duct obstruction 24t /44 44 44

Cardiac and skeletal muscle, kidney, brain

More specific for the liver

Biliary tree or bile flow abnormality vs bone

- Direct (Obstructive) vs Indirect (Hemolytic)

*Prothrombin time and albumin: Synthetic function of the liver

CHOLESTATIC

Alkaline Phosphatase >> Transaminase
ALP >2x ULN

5: Hepatocellular injury
2 to < 5: Mixed pattern
< 2: Cholestatic injury

AST AT ALP BIL
R URER
TS SRS
+ o+ g N
YUYy

+4¢ 12 N &

Sinai Hospital of Baltimore IM Residency @SinaiBmorelVMRes



Hrtatokuttaptkny BAARN

Mpoefapyouca alEncn TPAVOAULVACWY

» ALT-predominant:
» Otelo 1] xpovia LOyevRC nratitido
» HAV, HBV, HCV, HDV, HEV
> CMV, EBV, HIV ;:(Ii:)ineaminotransferase up to 42 u/l
» Yteatonmnartitido canterasetpt) wproaTH
S;;)n"l Alkaline Phosphatase B0-306 u/l
> |loxapkn nratitda e osom
> 080 Budd-Chiarri el

» Autodvoon nratitida

| - AlapopeTIKA Opla VA EPYACTAPLO

» Alpoxpwpdtwon

» Avemdpkela al-AT

» Noooc Wilson

» QapUOKEUTIKA nratitido
» KolAlokAakn

Liver Enzymes

Hepatic

2 ALT (speciic Yo liver)
» AST-predominant tAST
» AAKOOAIKN) NmortomAOsLa ft:m;:"“-
> Steatonmotinido e
» Mn nrnatikd aitia: Bupsoedonddeia, atpdlvon, ALT>AST by 1000x.acute vral hepatitsschemia o, auto-

immune, Wilson's disease

nuomnaBeLa, papfdopuoAuon KTA




CLU Zdkxapo (BIOXHMIKO)

CLU Zdkyapo I 153
Ur Qupia (BIOXHMIKO)

Ur Qupia I 145
Gr Kpeamivivn (BIOXHMIKO)

Gr Kpeamivivn I 1,56
Kdhio opod (K) (BIOXHMIKO)

Kdho opou (K) 5,03
Ndrpio opod (Na) (BIOXHMIKO)

NdTpio opou (Na) 139
SGOT (AST) (BIOXHMIKO)

il 1634
PT (ALT) (BIOXHMIKO)

SGPT (ALT) M 975
Y-GT (BIOXHMIKO)

y-GT I 320
Arxahkn guwopardon (ALP) (BIOXHMIKQO)

pudggrdaon (ALP)

LDH (ToAoKTIKITD BIOXHMIKO)

LDH (MahakTikn I 1876
Gevhpoyovaon)

CPK ij CK {BIOXHMIKO)

CPK Il 283

Hrtatokuttapkn BAAPN

Mpoefapyouca alEncn TPAVOAULVACWY

JAocBevrc 84 stwv pe untdtacn, SLAPPOLEC Ao
WPWV, Xwpic cuvodo AAyog
* Eésonuacpévn Tpovoapvacatpio

dAwadopikq Stayvwon:
" |oyevn¢ nnatitida
" |oxouukn nratitda
" Qappakeutikn nratitida

Y& ouvOUAOUO OUWCE LE TO LOTOPLKO KAl TOV
UTTOAOLITO EPYAOTNPLOKO EAEYXO:
"ONB

"A0ENON KOL TWV MUKWV VIV WV

Shock liver



XoAhootatikn BAABN

MNpoefapyouoca avénan ALP, yGT, Bil

» ATtodppaKTIKA VOOipaTaL:

» Mnyovikn anddpacn xoAnddpwv
» A\Biaon
» KakonBelec
» Nopdotto

» Autodvooa vooHuoTa
» PBC
» PSC

> DopHOKEVUTIKA nriotitda

» Henoch Shonlein mopdpUpa

» AtapecohaBoupevn amo Kuttapokivec
anodppadn
» Graft versus host disease
» Vanishing bile duct syndrome (Hodgkin
disease)
» ToBaph oAPn Kot AOLUWEELS

» AtNBNTIKA VOSHATA TOU ATATOC
» Apulosibwon
» Nepdwpoto
» AlodoyoKUTTAPLKO CUVEPOLO
» Kuotikr lvwon
» METOOTOOTIKI VOOOC
» Nowpwéelc: miliary TB, M.Avium

Complex,aktwvopukntioon

Hepataobiliary Infection
Genetic Factors
Hormenal Imbalance
Disease

Drugs

|::>]ntrahepahc
L
ah

% ‘I'urnours
Extrahepatlc Gall Stones

Cysts



XoAhootatikn BAABN

MNpoefapyouoca avénan ALP, yGT, Bil

» Kokklwpatwdne nratitida e P L
e AN ellow
> NOLWEELG - N R

» Baktnplakéc: Yersinia enterocolitica, Brucel
abortus, Mycobacterium tuberculosis,
Leptospirosis, Syphilis

» Mukntlaokéc: Candida, cryptococcus,
histoplasmosis, coccidioidomycosis
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LIVER = 45-50% BONE = 45-50% KIDNEYS

» Mn natikr) voooc:
» 00TKO KAGopa ALP ALP
» Eykupoolvn
» MNadikn nAkio
» Kapdiokr oupddpnon Tou ATATOC

INTESTINE = 1-10% PLACENTA GERM CELLS




DappakevuTikn nrtotitida
v'Drug-induced liver injury (DILI)
" YuvNOnC autio, d1KOMNC PUPUAKEVTIKTC OLYDYNG
" AoGoeCapt®dUEVT 1 1O10GVYKPOGLOKT)

" H 1docvykpactokn dgv unopet va mpoPrepdet

" AVvTIBloTiKd, aVTIETANTTIKA, OVTUPAEYLOVAOON '
" Botava — Brrapvovya okevdcuoto - OTC =

"Eykatdotaon o€ Alyeg nUEPES 1] 6€ dtdoTna £m¢ Kot 12 gfdouddmv

" Hnatokvttapwkn PAAPN (ALT) 23 x ULN and (ALT/(ALP) =5 x ULN
= Xolootatikn PAGPN (ALP) 22 x ULN and (ALT/ALP) <2 x ULN
= Mkt BAGBN (ALT) 23 x ULN, (ALP) 22 x ULN and (ALT/ALP) <5 but >2 x

l Common drugs implicated in idiosyncratic drug-induced liver injury according to studies from different countries

Iceland® American DILINZ Spanish registry2 UK2
Amoxicillin-clavulanate Amozxicillin-clavulanate Amoxicillin-clavulanate Amoxicillin-clavulanate
Diclofenac Isoniazid Isoniazid Diclofenac

Azathioprine Nitrofurantoin Combined anti-tuberculous therapy Tricyclic antidepressants
Infliximab Trimethoprim-sulfamethoxazole Flutamide Macrolides

Nitrofurantoin Minocycline Ibuprofen Chlorpromazine




AELKTEC ALLOAVONC

MNpwipn kataotpodr epuBPoKUTTAPWY Kal armeAevBEpwaon atpoodalpivng

Juvbuaopog avénpeévng LDH kot Eppeonc umepxoAepuBpLvalliog o€ CUVEXELD TNG
EVOELKTLKNG YEVIKAC aipaTtoc

KatavaAwon amntoodalpivng
*  YnEpXpwon oUpwV, ATIOXPWHUOTIOUOC KOTIPAVWVY
* Evbayyelakn n mepldepkn kataotpodr EpuOPOKUTTIAPWVY

Haemolysis
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*  Splenomegaly
*  Unconjugated

‘A pathological process. The only defence, haptoglobin,
is easily overwhelmed. Life threatening clinical
‘manifestations accompany intravascular haemolysis.

consequences only in
neonates where protective
mechanisms are weak
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Agiktec QAEYUOVAC

= CRP > Tevikn aipatog
> TKE

" Qepprrivn
> |lvwdoyodvo

" MpokaAottovivn (Bupeoeldikn oppovn aAd Ko aro aAAoug
Lotouc) — EvaioBntoc (85%) kat elbkoc (91%) deiking yia
coBapn Aoitpwén (ongn, mvevpovia) — 66. MikpoBLaKec,
LLUKNTLAOLKES AoLpwéeLg VS loyeveic — covid-19

Procalcitonin (PCT) values rise
in relation to sepsis severity.

MNpwteiveg ofelacg daong -

2ng/mL

Mn eldikol deiktec — YPnAR evaloOnoia

0.5 ng/mL

0.05 ng/mL

PCT [ng/miL]

Nolpwén

JUOTNUATLKA GAEYHOV — LUTOAVOCA VOO LT
" Koakonbeleg



AABoupivn — OAka AsuKkwpoto

* ALoAUTEG MpwTEiveg 0TO MAACUA
* AABoupivn:
— 10 >50% TWwV MPWTEIVWV 0TO MAACUA, Tapayetat oto Amap, 150-250 mg/kg/nu
— MNpoocbidel KOANOELSH WOUOTIKOTNTA KOl OYKO OTO MAACUA
— JUMMETEXEL OTN LETAPOPA OPUOVWY, LETAANAWY, BLtapvwy, XoAepuBpivng, papuaKkwy, LETOBOALOUO TWV
Atmopwv o€Ewv
— Melwwvetat og urtoBpedia, Sucamoppodnon, XPOVLIEC AOLUWEELS, cuoTNUATIKN GAEYHOVH, Kippwan,
vedpwolko, cofapd eykavpata
* Jdalpivec:
—Eviupa, CUUTIANPWHA, TIPWTEIVEG-peTAdOPELC, avTiowpaTa, avoooodalpiveg
—al -> alAT, a2->02 pakpoodalpivn kat antoodatpivn, B-> tpavodeppivn, C3,C4,C5, y-> IgA, 1gG, IgM, IgE
— Ab&non y-odalpvwy o€ XPOVIEC AOLUWEELG, AUTOAVOCQ VOO LOTA, VOO LOTO OLLLOTIOLNTIKOU
(LovokAwvikoTNTQ)

Quooloyikn nAektpodpopnon  MoAUKAWVLKA YopUaTTABOeLa



uvoyn

KaBnuepwo epyaleio Stayvwonc Kot opakoAouOnong
2uvOuAOoMOC eupnuATwWY — dtadoplkn dtayvwon

2o Kvduvou

DuoloAoyLkoC £/€ o€ TABOAOYIKEC KATALOTAOELC




Euyaptotw moAv yia tnv npoooxn oac!
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