HO

EFRO)

9 de mayo 2018

* Elena Lopez. R4 Cardiologia
* Lucia Rioboé. FEA Cardiologia

PATIA PORSCONTRASTE

el prowostwo?

Preveniria

ldentificarla

Trataria



INDICE

INTRODUCCION

DEFINICION

PRONOSTICO

FISIOPATOLOGIA

FACTORES PE RIESGO Y SCORES
PREVENCION

. AFIANZANDO CONCEPTOS
DATOS DE NUESTRO CENTRO
CONCLUSIONES

NOIE N S I N VI



INTRODUCCION

Dano renal iatrogénico

e 290 g |ag administracién de contraste radiopaco

* Ensujetos susceptibles

Descrito por 19 vez en 1950: pielografia iv (MM).

1/3 de FRA intrahospitalario.

2-5% poblacion general, 50% alto riesgo.

————————————— \ '------------\

«  Proliferaciéon p. imagen

Exposicion a medios
) DECIGI G PACIENTES EN RIESGO
« Edad, comorbilidades

1 Roger R. Et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11




DEFINICION

La definicion de NIC incluye:

r
« 225% SCr (basal)

« 20.5mg/dLSCr
G

N\

/L

~N

48-72h
(pico 3-5° dia)

SCr

FR permanente (TSR)
Alto riesgo NIC

80% FR transitorio
(1-3 semanas)

Semanas

4

r

~N

Ausencia de otras
causas de FRA

J

- Ateroembolia
—2 - NTA isquémica
- Nefritis intersticial

1 Mehran R. et al. Contrast-induced nephropathy: definition, epidemiology, and patients at risk. Kidney Int Suppl. 2006(100):S11-5

2 Harjai KJ et al. A comparison of contemporary definitions of contrast nephopathy in patients undergoing PCI. Am J Cardiol 2008;101:812-19



DEFINICION

<==*NO CI-AKI

== CI-AKI Transient RD

ol
== CI-AKI Persistent RD F 1 8. 6%
\/
i } T . TRANSITORIO
' : i | i ! -
1l

: : |
Ll - ~ |
-~-I-—. -—-T“T---r'—"—'-'f'—“--—-T-—--—---—
l A
o,s T T T T T T T T Y 1
Admission Pre-Angio Istday 2ndday 3rd da 10th day Ist month 3rd month

1 Maioli M. Persistent renal damage after contrast-induced acute kidney injury: incidence, evolution, risk factors and prognosis. Circulation2012;125(25):3099-107




DEFINICION

r—-{——-— " s, 1
I « VENTAIJAS: |
I o Definicion de uso generalizado '
: o Correlacién con E.A Harfai et. al :
I |
| « INCONVENIENTES: '
' o A SCr pequenos (menor sensibilidad) :
: o Cambios rapidos TFG (umbral 2-3 dias) ,
Table 1 CIN severity grading system (adapted from Harjai e/ al'®)
CIN grade Change in serum creatinine 6 month outcomes
Grade 0 SCr increase <25% and <0.5 mg/dL above baseline MACE 12.4%
Mortality 10.2%
Grade 1 SCr increase >25% and <0.5 mg/dL above baseline MACE 19.4%
Mortality 10.4%
Grade 2 SCr increase >0.5 mg/dL above baseline MACE 28.6%
Mortality 40.9%

CIN, contrast-induced nephropathy; MACE, major adverse cardiovascular event; SCr, serum creatinine.

1 Mehran R. et al. Contrast-induced nephropathy: definition, epidemiology, and patients af risk. Kidney Int Suppl. 2006(100):S11-5

2 Harjai KJ et al. A comparison of contemporary definitions of contrast nephopathy in patients undergoing PCI. Am J Cardiol 2008;101:812-19




PRONOSTICO

EVENTOS ADVERSOS Grupo NIC vs Grupo no NIC

71% vs 1,1%
Mortalidad intrahospitalaria n = 1826, p <0,0000001

McCollough et al.
37,7% vs 19,4%
Mortalidad 1 ano n =439, p=0,001
Gruberg et al.
18,6% vs 0,9%
Fracaso renal persistente n = 1490, p = 0,0001
Maioli et al.

* 0,7% McCoullough et al.

Hemodialisis « 7% Gruberg et al.

1 McCullough PA et al. Acute renal failure after coronary intervention: incidence, risk factors, and relationship to mortality. Am J Med 1997;103:368-75.

2 Gruberg L. et al. The prognostic implications of further renal function deterioration within 48 h of PClin patients with pre-existent CRI. J Am Coll Cardiol 2000;36:1542-8.
3 Maioli M et al. Persistent renal damage after contfrast-induced acute kidney injury: Incidence, evolution, risk factors, and prognosis. Circulation 2012;125:3099-107.




PRONOSTICO

EVENTOS ADVERSOS

Sangrado

IN-HOSPITAL MORTALITY

nt

7
re Cath Bleeding ] @ Fost c
v Wy

IN-HOSPITAL MORTALITY

s 3
ath Bleedina x6 J

U 4

x5 (v

OR 6.48( 2.98-14.11)
P 0.001

1 Raposeiras S. et al. Contrast-induced nephropathy and bleeding: A bidirectional link with prognostic value in acute coronary sindrome. Int J Cardiol. 2014 Sep;176(1):235-6




PRONOSTICO

LARGO
PLAZO

SOBRECARG
VOLUMEN

-

ALTERACIONES
ECTROLITIC

MACE

UREMIA
EMODIALISIS

| Calcuo ;

CORTO
PLAZO

MACE
 Mortalidad

* Infarto miocardio
« Revascularizacion
ACVA

1 Roger R. et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11



PRONOSTICO
T, [7A

48

Event-Free
Survwval (%)

36

24

Percent In-Hospital Mortality

12

Re’
| .
© 0O
O O
T =
=0
O wn
5§
£9
£

Time n Months

Fracaso renal
persistente
Cumulative Incidence, %
Q«
JO00 |
[~
()
L
N
>
o~

T J
o 365 730 1095 1460 1825
Days follow-up

1 McCullough PA et al. Acute renal failure after coronary intervention: incidence, risk factors, and relationship to mortality. Am J Med 1997;103:368-75.

2 Gruberg L. et al. The prognostic implications of further renal function deterioration within 48 h of PClin patients with pre-existent CRI. J Am Coll Cardiol 2000;36:1542-8.
3 Maioli M et al. Persistent renal damage after contfrast-induced acute kidney injury: Incidence, evolution, risk factors, and prognosis. Circulation 2012;125:3099-107.




PRONOSTICO

f i
' I
Factor de | |
T : \ waermcolaol / :
! J

Metandilisis (39 estudios, n = 152.500)
Relacion entre NIC y mortalidad, RCV, FR y hospitalizacion tras coronariografia

CONCLUSION
NIC se asocia con incremento en la mortalidad, ECV, FR y hospitalizacion prolongada.
Sin embargo, la asociacién con la mortalidad estd influenciada por las caracteristicas
basales que simultdneamente predisponen a lesion renal y mortalidad, y por tanto, el
resgo es mucho menor que el reportado en estudios no ajustados.

1 James M. et al. CI-AKland risk of adverse clinical outcomes after coronary angiography. Circ Cardiovasc Interv 2013;6:37-43.




FISIOPATOLOGIA

TIPOS PE CONTRASTE

Tri-yodo Hyper- Low- Iso-
Plasma
benzeno osmolar | osmolar | osmolar
. N Ejemplo Hypaque Omnipaque = Visipaque
N\ Osmolaridad | 290 2100 890 290
Radiopaco: mosmol/L | mosmol/L | mosmol/L = mosmol/L
Viscosidad 3-4 mPa's 4.1 mPas 6.8 mPa's 8.1 mPas
Riesgo NIC N/A Alto/” Bajo
‘e, ®
Nefrotoxicidad Osmolaridad Viscosidad
L - — — . Inversamente _ _ _ _1

proporcional

1 Roger R. et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11




FISIOPATOLOGIA

[ Contraste ]

[ Citotoxicidad ] [ Viscosidad ]
Daiio endotelial V Flujo
y tubular o tubular
NO, ROS, etc

+ Microcirculacion [Vasoconstriccic’m] *Perfusmn
» Estrés osmotico ) medular
* Metabolismo
Isguemia
1 VTFG
medular e

1 Roger R. et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11




FACTORES DE RIESGO

ENFERMEDAD  Cr>1.3 hombres, = 1 mujeres
? RENAL CRONICA  FG < 40 ml/min (Estadio llI-V)

DESHIDRATACION IECA/ARA 2 NYHA HI-1V EAP
DIABETES FEVI < 45% AMINAS/BCP IAM
HIPOTENSION ANEMIA VOLUMEN
CONTRASTE GLUCEMIA
<80 mmHg « Hto 39% hombres

: 5 LDL
>60 min * Hto 36% mujeres >350 mL © >4 mi/Kg -

1 Roger R. et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11




FACTORES DE RIESGO: MEHRAN SCORE (2004)

Table 4 The Mehran risk score for the prediction of CIN’ Riesgo de NIC tras ICP
Mehran score periprocedural CIN risk factor Score 1000

90.0

Hypotension (SBP <80 mm Hg or >1 h of inotropic support)
Intra-arterial balloon pump therapy
Chronic heart failure, (NYHA IV or recent pulmonary oedema)

Age >75 years

80.0
70.0
60.0
50.0
40.0
30,

Anaemia (male: HCT<0.39, female: HCT<0.36)
Estimated glomerular filtration rate <20 mU/min
Estimated glomemlar ﬁltraﬁon rate 20-40 mL/min *MDRD

20.

Contrast induced nephropathy, %
]

10,

=

5
5
5
4
Diabetes mellitus 3
3
6
4

ﬂ.ﬂ,ﬂ,h.l],l].lll]l]ﬂn H AL

|z34se7s9nuﬂuusunwnzouzzz:uzs

0.

Risk score
Patients number 529 649 537 605 548 506 372 268 237 172 140 9 69 S0 38 13 13 8 10 6 4 2 . . .

L1455 566 447 528 490 450 402 285 265 231 223 117 97 91 71 51 25 20 18 16 & 6 4 4 4

Aumento del riesgo exponencial

Oftros FR:
Mujer, HTA, HCL, ACV, SCA,
Enf. multivaso

CIN, contrast-induced nephropathy; HCT, haematocrit; NYHA, New York Heart Failure Ass
SBP, systolic blood pressure.

1 Mehran R. et al. A simple risk score for prediction of CIN after PCl: development and initial validation. J Am Coll Cardiol 2004;44:1393-9.




FACTORES DE RIESGO: MAIOLI SCORE (2010)

Table 5 A pre-procedural risk score for CIN (adapted from Maioli et af°) s
Pre-procedural risk factor Score

Riesqgo de NIC tras ICP I

Por CM exposure wihi 721 Prospectivo, n=1.218

Left ventricular ejection fraction <45%
Pre-procedure SCr >baseline SCr
Baseline SCr >1.5 mg/dL

Diabetes mellitus

Creatinine clearance (eGFR) <44 mU/min

Age >73 years
Score 0-3 4-6 -8 >9

Incidencia 9,4% (1.1%-52.1%)

L A T S T R

CIN risk Low 1.1% Moderate 7.5% High 22.3% Very high 52.1%

CIN, contrast-induced nephropathy; CM, contrast media; eGFR, estimated glomerular filtration rate; SCr,
serum creatinine.

TMaioli M et al. Persistent renal damage after contrast-induced acute kidney injury: Incidence, evolution, risk factors, and prognosis. Circulation 2012;125:3099-107




OTROS FACTORES DE RIESGO

ALBUMINURIA

1 Roger R. et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11




PREVENCION

Pacientes sometidos a coronariografia o TCMC

Debe evaluarse en cada paciente el riesgo de insuficiencia renal
inducida por contraste

Se recomienda la hidratacién con salino isoténico®

Se recomienda el empleo de contraste de osmolaridad baja <350 ml o <4 ml/kg o volumen total de contraste/TFG < 3,4
o isoosmolar
q>’ Debe considerarse el tratamiento corto con dosis altas de estatinas Rosuvastatina 40/20 mg o atorvastatina 80 mg o simvastatina 80 mg
I ———————
g El empleo de contraste isoosmolar es preferible al contraste
o)) de osmolaridad baja
1
O p— Debe minimizarse el volumen del medio de contraste empleado
v i et
O . Para pacientes con muy alto riesgo de NIC o a los que no se puede Bolo i.v. inicial de 250 ml de salino normal durante 30 min (reducido
qh, dar hidratacién profilactica antes del procedimiento, cabe considerar ~ a 150 ml en caso de disfuncion del VI), seguido de bolo i.v. de
o | tratamiento con furosemida e hidratacién equivalente como furosemida (0,25-0,5 mg/kg). La tasa de infusion de hidratacion
() ‘ ternativa a la hidratacion convencional debe ajustarse a la diuresis del paciente. Cuando la tasa de diuresis
E es > 300 ml/h, se procede con el procedimiento coronario. El
O d‘ reemplazo equivalente de fluidos debe mantenerse durante el
o procedimiento y las 4 h posteriores
w No esta indicada la administracion de N-acetilcisteina en lugar
de hidratacion estandar
No esta indicada la infusion de bicarbonato sédico (0,84%) en lugar
de hidratacion estandar
() Puede considerarse la hemofiltracion profilictica 6 h antes de una Tasa de sustitucién de fluidos a 1.000 mi/h sin pérdida negativa; la
(@) C>3 ICP compleja hidratacién con salino se mantendra 24 h tras el procedimiento
[+ 4
[T ‘67 No se recomienda la terapia renal sustitutiva profilactica como
medida preventiva

1 Guia de prdctica clinica de la ESC sobre revascularizacion miocardica (2014)




PREVENCION

e
ESTRATIFICACION DE RIESGO |

1 Roger R. et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11




PREVENCION

—

ESTRATIFICACION DE RIESGO

N
~ 4
=] Suspender: . .
éi Hidratacion oral ] - 24h anfes: nefroféxicos | OnSiderar dost alfas
= - 48h antes: metformina © estatinds
PRE“‘"NOCI 0.9% 1-1.5 mi/Kg NaCl 0.9% 1-1.5 mi/Kg \1,05
\ A durantel12h Durante12-24h
o
N
Usor el <volumen de contraste ISO o LOW-OSMOLAR
<350 ml <4 ml/Kg V/CICr <3.7:1
G y
N~
4 N
SCralas 48-72h - NIC?
Reintfroducir medicaciones nefrotdxicas/metformina
\_ )

1 Roger R. et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11



PREVENCION
FARMACOS NEFROTOXICOS 24h

AINES Ibuprofeno, Naproxeno, Diclofenaco, Celecoxib
ANTIBIOTICOS Aminoglucésidos (Gentamicina, Amikacina, Trobamicina)
ANTIFUNGICOS Anfotericina B
ANTIVIRALES Aciclovir, Tenofovir, Foscarnet
INMUNOMODULADORES Ciclosporina
ANTINEOPLASICOS Cisplatino, Ifosfamida, Mitomicina
48h

ANTIDIABETICOS Metformina

Suspender nefrotéxicos Periodo de riesgo NIC A

1 Roger R. et al. Constrats-induced nephropathy following angiography and cardiac interventions. Heart 2016;0:1-11




PREVENCION

HECA Y ARA 27

Estudio prospectivo randomizado, n = 220
* ERC estadio lll-IV
« Consumidores de IECA/ARA2

Efecto de la discontinuacion de
IECA/ARA2 en el riesgo de NIC

Estudio retrospectivo PS, n = 5299

» Usuarios IECA/ARA2 (1322)
* No usuarios (1322)

Riesgo de NIC en usuarios de IECA/ARA?2

6% vs 11%

ACEVARB NAB P-value
=63
14- P<0.001 Continuation Discontinuation i )
(n=113) (n=107)
T 1 + SD, mg/dl
104 1.5+ 04 1.6 + 04 16+04 047
st 15404 15404 15404 074

Incidence of Cl-AKI (%)
o

wration
6 mean S0 /73 md
4 Ragalis : 46+ 1(40/ 43ﬁ £.4 60/44.3 + 106 0.69
2 : ontast 483 £ 13 047. 1 3+ 134 080
0 Incidence of CIN, no. (%) 7 (6.2) 4(3.7) 4(6.3) 0.66
Before matching  After P8d THCTICHCE OF ART, MO, (%) 17 (12.8) LAV S0 032
~—

1 Rim M et al. The effect of renin-angiotensin- E(e) ‘em blockade on CI-AKl: a propensity-matched study. Am J Kidney Dis 2012; 60:576.

2 Rosenstock J et al. The effect of withdrawal of ACE inhibitors \giot receptor blockers prior to CA on the incidence of CIN. Int Urol Nephrol 2008; 40:749.




PREVENCION

LESTATINASY

Estudio prospectivo randomizado, n = 504 / éPosis altas vs baJaS? \
PRATO-ACS Study £ 798

] studio prospectivo randomizado, n =
* 40 mg Rosu (+20 mg/dia) (252) « Simvastatina 20 (115)

« No estafina (252) «  Simvastatina 80 (113)

or  15% vs 7%

OR crude 0.41, 95% CI=0.22-0.74, p=0.003
OR adjusted 0.38, 95% C1=0.20-0.71, p=0.003

N
B

- N
o O

Incidence of contrast induced
nephropathy (n (%)
O LA ;

Control Rosuvastatin

s group ms20 ms2 | 16% vs 5%

Incidence of Contrast-Induced Acute Renal Injury
Figure 3. Incidence of CIN. *P <0.05.

1 Leoncini M et al. Early high-dose rosuvastatin for CIN prevention in ACS: Results from the PRATO-ACS Study. J Am Coll Cardiol 2014; 63:71

2 Xinwei J, et al. Comparison of usefulness of simvastatin 20 mg versus 80 mg in preventing CIN in patients with ACS undergoing PCI. Am J Cardiol 2009; 104:519.




PREVENCION

LEST Admmd S?

-

Mefadny is (n = o721 ) N

Estatlnas + SSF

v 0.68 (0.39-1.20)
SSF B 4 — ~P 0.150

J

Metaan@is (n = 1477) )
/ I N A

Bstiobens FodrcCt SEF

e

~

0.52 (0.29-0.93)
P 0.036

NAC 7-r==-g7 —

g J

1 Subramaniam RM et al. Effectiveness of Prevention Strategies for CIN: A Systematic Review and Meta-analysis. Ann Intfern Med 2016; 164:406.




PREVENCION

CHIDRATACION?

 lntrav sa vs oral?
élntraveno or NaHCO=

Estudio prospectivo randomizado, n = 408
«  Grupo NS+ (204)
+  Grupo NS- (204) VENTAJAS .

- Mismos resultados
(o) (o)
11% vs 21% - Dosificacion breve

fu = R

Table 8 Intravenous pre-hydration regimes, Updated ESUR guidelines 2011*
Intravenous fluid Pre-hydration Post-hydration

¢ )
‘ Comar | Cowowzman | Mg Isotonic saline (0.9%) 12, 1-1.5 mUkgh 12-24h, 1-1.5 mUkgh
¥ Isotonic saline (0.9%) or sodium 1 hat 3 mlkgh 6h at 1 mUkg/h
CIN 57 p (13.9%)
ESUR, European Society of Urogenital Radiology.
CIN 22 (10.8%) CIN 43 (21.1%)
\ p=0.016 ‘

1 Lrivedi HS et al. A randomized prospective trial to assess the role of saline hydration on the development of CIN. Nephron Clin Pract 2003; 93:C29.

2 Jurado-Romdn et al. Role of hydration in CINin patients who underwent primary PCI. Am J Cardiol 2015; 115:1174.
3 Weisbord SD et al. Outcomes after Angiography with Sodium Bicarbonate and Acetylcysteine. N Engl J Med 2018; 378:603.




PREVENCION
(RUE TIPO DE CONTRASTE?

Low-osmolar Iso-osmolar ¢lso-osmwmolar vs Low-oswolar?
lohexol L .
(7¢] =
8 (OMNIPAQUE® o | Metaandlisis, n = 5053 (25 estudios)
O ) odixano Riesgo de NIC: lodixanol vs LOCM
Z (VISIPAQUE®)
O loversol st st oo | WG
B lopamidol T o = menam
z Mot e I e
Q| loxaghte Zir = W20%
‘O i g, 000(0:65:0.99)p 0,03 TEEES
890 mosmol/L 290 mosmol/L ALTO RIESGO
(72% ERC, DM)
6.8 mPa s 8.1 mPas
Bajo LR

1 Eng J et al. Comparative Effect of Contrast Media Type on the Incidence of CIN: A Systematic Review and Meta-analysis. Ann Intern Med 2016; 164:417.




OTRAS MEDIDAS PREVENTIVAS

/ FARMACOLéqIOAS\

* N-Acetilcisteina

 Diuréticos

« Acido ascérbico

« Citrato de sodio (oral)

« Péptido natriurético

« Trimetazidina

« Inhibidores de |la vasocostricion

prostaglandina E o 12)

(Teofilina, dopamina, feneldopam,

1 Ajit M. Update on confrast induced nephropathy. An article from the e-journal of the ESC council for Cardiology Practice. Vol.13, N°4. 2014

KS!STEMAS (NVASIVOS\

RenalGuard®

A RenalGuard

—

Benephit™




OTRAS MEDIDAS PREVENTIVAS

N-ACETILCISTEINA DPIURETICOS

Estudio multicéntric ectivo randomizado Estudio prospectivo randomizado, n =78
1200 mg: 1h ’ h despué © Saino (28)
Mmg: f S- ]Qhespues « Salino + Manitol (25)
Luego 4 dlas (c/12h) + Salino + Furosemida (25)
Odds Ratio
Outcome (95% CI) P Value
Table 2. Absolute Changes in Serum Creatinine Concentration after the Administration
of Radiocontrast Agents and the Incidence of Acute Renal Dysfunction, According to
Primary end point* 1.02 0.88 Treatment Group.*
. (0.78-1.33)
F % hpeiods MANNITOL Furoseming
Contrast-associz ute kic k 1.06 0.58 Saving AND SALINE m: SA;;NF -
).87-1.28) VARIABLE PVaue (N =28) (N =25) P VaLue (N =~ 25) ALUE
W T -— d
i i AN i { . o Change in scrum creatinine —
W i el Al ey dl
NEsE IR ST o3 el = (0.58.1.60) 050 20 T alher nliscove 0003t 00%0.2 0202 001F 0304  0.002f
ent
Persistent kidney impairmicra ' OEE155) % 48 Hir aflr radiocontras 00211 0.1:0.5 0304  0.0f 0.5:0.6 001
L 56-1.
Hospttalization with acute coronary syn- STTALE2) o Ve Incidence of acute renal dysfunc-  0.05§ 3 (11)  7(28)  0.16Y  10(40)  0.029
drome, heart failure, or stroke by 90 (0.71-1.04) tion — no. of patients (%)
days .
All-cause hospitalization by 90 days 1054 (42.2) (0‘911-_013.15) 0.64

3% - 7% - 10%

1 1gshaw | ef al. Acetylcysteine in the prevention of CIN: a case study of the pitfalls in the evolution of evidence. Arch Intern Med 2006; 166:161
2 Weisbord SD et al. Outcomes after Angiography with Sodium Bicarbonate and Acetylcysteine. N Engl J Med 2018; 378:603
3 Majumdar SR et al orced € solemic diuresis with mannitol and furosemide for prevention of CIN in patients with CKD undergoing CA. Am J Kidney Dis 2009; 54:602




OTRAS MEDIDAS PREVENTIVAS

Renalgquard

Mantener alto flujo urinario = eliminacion rapida de contraste

M RenalGard Reposicion volumen = diuresis paciente
veamen (05 maha) , Expansiéon Vol
D o | . (250 ml SSF, 30 min)
- = = g ;
T”"’"“”’T — T T — T Bolo furosemida
sssiadacean (0.5 mg/Kg)

INDICACIONES v
e TFG <60 ml/min/m?2 >300 ml/h
« Riesgo moderado de NIC START

Continuous infusion of isotonic saline solution matched with urine ocutput

1 Briguori C et al. Renal insufficiency following contrast media administration trial Il (REMEDIAL Il): RenalGuard system in high-risk patients for CI-AKI. Eurolntervention 2011; 6:1117.



OTRAS MEDIDAS PREVENTIVAS

rRenalgquard REMEDIAL Ii MYTHOS

n =294 n =170 (73 SCA)

< 30 ml/min /m?2 .
Mehran = 11 < 60 ml/min?

« Grupo control: NaHCO3 + NAC | « Grupo control: isoténico (1 mi/Kg)
 Grupo RenalGuard: SSF+ NAC |+ Grupo RenalGuard

Control Group  RenalGuard Group ::::::w .
(n=146),n (%)  (n=146), n (%) P _ RR=0.18

Cumulative major adverse 14(95) 10(68) 0.52

P=0005

3
»

RR=029
(95% C10.10-0.85)

2]

6(4.) 6(41)  1.00 g7

Dialysis 7(48) 100 00 ]
Acute puimonary edema  1(0.7) 321 082 i ax. e

Elective angiography gent angiogydp

1 Briguori C et al. Renal insufficiency following confrast media administration trial Il (REMEDIAL Il): RenalGuard system in high-risk patients for CI-AKI. Eurolntervention 2011; 6:1117.
2 Marenzi G et al. Prevention of contrast nephropathy by furosemide with matched hydration: the MYTHOS trial. JACC Cardiovasc Interv 2012; 5:90.



AFIANZANDO CONCEPTOS
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:EMPEORA REALMENTE EL PRONOSTICO?

EVENTOS ADVERSOS Grupo NIC vs Grupo no NIC

7.1% vs 1,1%
n = 1826, p <0,0000001
McCollough et al.

37,7% vs 19,4%
Mortalidad 1 afo Factor de P 439, p = 0,001

Confusién Gruberg et al.
18,6% vs 0,9%

n = 1490, p =0,0001
Maioli et al.

Mortalidad intrahospitalaria

Fracaso renal persistente

0,7% McCoullough et al.

Hemodialisis « 7% Gruberg et al.

1 McCullough PA et al. Acute renal failure after coronary intervention: incidence, risk factors, and relationship to mortality. Am J Med 1997;103:368-75.

2 Gruberg L. et al. The prognostic implications of further renal function deterioration within 48 h of PClin patients with pre-existent CRI. J Am Coll Cardiol 2000;36:1542-8.
3 Maioli M et al. Persistent renal damage after contfrast-induced acute kidney injury: Incidence, evolution, risk factors, and prognosis. Circulation 2012;125:3099-107.




:COMO PODEMOS PREVENIRLA?

ESTATIFICACION DE RIESGO
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:COMO PODEMOS PREVENIRLA?

BIOMARCADPORES
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:COMO PODEMOS IDENTIFICARLA?
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:COMO PODEMOS TRATARLA?

clinical Practice quideline for AKI

1. Mediciones diarias de Cry gasto urinario.

1. Evitar fdrmacos nefrotdxicos (aminoglucdsidos, AINES, anfotericina B...)

2. Mantener adecuada perfusion renal:
«  Expansion de volumen: isotonicos > coloides

« Sishock: expansion de volumen + vasopresores

3. No serecomienda el uso de diuréticos, salvo sobrecarga de volumen.

4. Controlar la glucemia: 110-149 mg/dl
5. Aporte de calorias: 20-30 Kcal/Kg/dia

6. Aporte de proteinas:
« General: 0.8-1.0 g/Kg/dia
« TRR: 1.0-1.5 g/Kg/dia
« TRRC: 1.7 g/Kg/dia




:COMO PODEMOS TRATARLA?

Clinical Practice quideline for AKI

Oldiy,
g |
© FBan,

I, S

CRITERIOS DE DIALISIS AGUDA

Oliguria o anuria (<200 ml en 12h) -Q‘&/ /
Acidosis metabdlica grave (PH<7.1) e -
BUN =80 mg/dI 'g& o~
Hiperpotasemia = 6.5 mEqg/L refractaria a tratamiento -
Hiponatremia o hipernatremia grave (<115 o >160 mEqg/L)
Signos clinicos de toxicidad urémica

Anasarca

FMO que incluye insuficiencia renal

INTERPRETACION

1 criterio positivo: valorar TRR
2 criterios positivos: realizar TRR

> 3 criterios positivos: TRR de emergencia /




DATOS DE NUESTRO CENTRO

-

\

MORTALIDAD

!

P <0,001

~

21.8% vs 2.8%

/

2.257 pacientes

po _§‘ )

RE-INFARTO

8.4% vs 3.6%

107 pacientes 4, 70/0

4 N
.3

!

11.2% vs 1.6%

\ P <0,012 /

\ /




DATOS DE NUESTRO CENTRO

o L1
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217.7 mli

Frecuencia (numero de pacientes)
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DATOS DE NUESTRO CENTRO

Volumen fotal coniraste < 3.7 Predictor independiente

CICr aumento Cr

Laskey WK et al. Volume-to-creatinine clearance ratio. Circulation 2007

\ 2.3% vs 9.9% /




CONCLUSIONES

ik
1/3 FR

80% reversible
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