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Plan de la présentation:

A Nature du probléme

A Vignette clinique

ADi agnostic/cause de |
A Anémie
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A Nutrition

A Cheminement pré-dialyse



Prise en charge IRC

A Y Néphroprotection
Y Prévention cardiovasculaire

Traitement perturbations métaboliques associees
I 61 RC

A ralentissement progression IRC et/ou diminution
morbi-mortalité

A Consultation diététique, choix de la méthode
do®puration, bilan greffe,
(acces vasculaire), éducation thérapeutique

A Collaboration médecin de premier recours et
néphrologue



Classificati on/ s

Stades Description TFG
(ml/min/1,73 m?)

| Maladie rénale avec TFG normal =90

2 Maladie rénale avec faible baisse du TFG 60-89

3 Baisse modérée du TFG 30-59

4 | Baisse sévére du TFG 15-29

5 Insuffisance rénale terminale < |5 ou dialyse

Tableau 1

Classification K/DOQI selon le TFG de I'insuffisance rénale chronique
K/DOQI: kidney disease outcome quality initiative :TFG: taux de filtration

glomérulaire.



Renoprotection

Especially effective when started early

Renal function (%)

10

— Quand réféerer au néphrologue ?
Gar/ytl'ea%
ene

GFR 30-40 ml/min







Besoins en thérapies remplacements
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Figure 2. Incident patient counts by treatment modality. HD, hemodialysis; PD, perito-
neal dialysis; Tx, transplant.



“ ORIGINAL ARTICLE ”

Functional Status of Elderly Adults
before and after Initiation of Dialysis

Manjula Kurella Tarmura, M.D., M.P.H., Kenneth E. Covinsky, M.D., M.P.H_,
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Figure 3. Smoothed Trajectory of Functional Status before and after

the Initiation of Dialysis and Cumulative Mortality Rate.

The dashed wvertical line indicates the initiation of dialysis in a hypothetical
T5-year-old nursing home resident. MDS—ADL denotes Minimum Data Set—
SMctivities of Daily Living. The numbers on the MDS—ADL axis run from
highest to lowest.




Population géenérale

Patients IRC
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e [ Tension artérielle systolique
e [ LDL-cholestérol

¢ [Inactivité physique

¢ Ménopause

s Stress psychologique

e Antécedents famillaux

* Age

® Sexe masculin
¢ Race blanche

* Diabéte sucre
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Morbi-mortalité CV

Table 2. Adjusted Hazard Ratio for Death from Any Cause, Cardiovascular
Events, and Hospitalization among 1,120,295 Ambulatory Adults,
According to the Estimated GFR.*

Any
Death from Cardiovascular Any
Estimated GFR Any Cause Event Hospitalization

adjusted hazard ratio (95 percent confidence interval)

=60 ml/min/1.73 m2¥  1.00 1.00

45-59 ml/min/1.73m2 1.2 (1.1-1.2) 1.1 (1.1-1.1)
30—44 ml/min/1.73 m2 1.8 (1.7-1.9) 1.5 (1.5-1.5)
15-29 ml/min/1.73 m2 3.2 (3.1-3.4) 2.1 (2.0-2.2)
<15 ml/min/1.73m2 5.9 (5.4-6.5) 3.1 (3.0-3.3)

* The analyses were adjusted for age, sex, income, education, use or nonuse

As Go et al, NEJM, 2004



Mortalité CV chez patients IRC V
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Fli?. 1. Mortalite cardiovasculaire definie par une arythmie, une cardiomyopathie, un arrét cardiague. un
infarctus du myocarde, une cardiopathie ischémigue ou un cedéme pulmonaire dans la population
générale (PG) comparee a la pnpll:rﬂﬁun présentant une insuffisance rénale chronigue terminale traitée
par dialyse.

Les donméas sont stratifiées par Sge, race et sexe.
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Foley, JASN,



Vignette clinique:

(vol ontairement un peu
A Patient sexe masculin de 66 ans

A Diabétique, traité par Metformin 3x850 mg

A Cardiopathie ischémique, s/p PTCA IVA et
Cx, ASA 100 mg 1x

A HTA traitée par quadrithérapie (Enalapril
20mg/], Metoprolol 100mg 1x/}, Amlodipine
10mg/j, Torasemid 20mg/|

A Hyperlipidémie: Atorvastatine 10 mg

A Créatinine 180 umol/l: GFR 35 ml/min
(MDRD)

C



Vignette clinique

A TA 154/90 mm Hg, OMI ++
A 97 kg, 175 cm, BMI 32
A Hb 102 gr/l, Ht 32, ferritine 120 ug/l,

saturation 17%

A Na 138 mmol/l, K 5.7 mmol/l

A Créatinine 180 umo
A Ca tot 2.05 mmol/l,

/

0

mmol/l, PTH 43 pmo

AHCO3 18 mmol/l

, urée 16 mmol/l
nosphore 1.98

/I, 25-OH 32 nmol/l



Vignette clinique

A Cholesterol tot 5.8 mmol/l, HDL 0.9
mmol/l, LDL 3.2 mmol/l, TGL 4 mmol/l

A Albumine 35 gr/l, Hb glyquée 8.8 %

A Bandelette: protéine ++, sang +
A rapport protéine/créatinine 125 mg/mmol
I 1,2 gr/24 heures



Table 2. Major Causes of Severe Chronic Kidney Disease.*

Percent

Cause of Cases
Diabetes mellitus 44.9

Type 1

Type 2
Hypertension
Glomerulonephritis 2
Chronic interstitial nephritis or obstruction 3.6
Hereditary or cystic disease 3.1
Secondary glomerulonephritis or vasculitis 2.1
MNeoplasms or plasma-cell dyscrasias 2.1
Miscellaneous conditionsi: 4.6
Uncertain or unrecorded cause 5.2

* Data are from the U.S. Renal Data System.?

T The percentages are based on the incidence of reported
end-stage renal disease according to the primary diag-
nosis.

i Examples of miscellaneous conditions are irreversible
acute kidney injury and nephropathy associated with the
acquired immunodeficiency syndrome.



Causedeldl nsuffil sanc:

A Importance de la cinétique créatinine
I Pathologie rapidement progressive

A analyse urine: bandelette, PU sur spot
i GN active, protéinurie ordre néphrotique

A éléments cliniques/biologiques en faveur d 6 u n e
autre cause

i Inflammation, VS, myélome, vasculite, sérologies
A Ultrason-(doppler) rénal

I Sténose artere rénale, reno-vasculaire, rein unique,
obstructive, PKD, parenchyme

A médicaments néphrotoxiques
i AINS, nephrite interstitielle (aigue/chronique)

A Indication a la PBR



Kronenberg et al. Nature Nephrology 2009

ditional progression
factors or markers:

= African American Ethnlﬂl’[}"
= Proteinuria

= Hypertension

= High protein intake

= Obesity
= Anemia
Initlating factors: = Dyslipidemia
= Age = Smoking
= Gender = Mephrotoxins
= Ethnicity N\ Cardiovascular disease /
= Family history of CKD
= Diabetes mellitus
= Metabolic syndrome ' Progression
= Hyperfiltration state ——— of CKD:
= High normal urinary albumin excretion GFR decline
= Dyslipidemia and ESRD
= Nephrotoxins
- Urological disorders Emerging progression
= Cardiovascular disease A
= FGF23
= Phosphate
= PTH
= Adrenomedullin
= AMNP
= MNT-proBMNP
= | -FABP
= KIMN-1
= MNGAL
= APOA-IV
= Adiponectin
= Genetic polymorphisms

Figure 1 | Risk factors and markers for the initiation and progression of chronic
kidney disease. Traditional factors involved in the initiation and progression of CKD
are discussed elsewhere.1®" The present Review discusses emerging risk factors
and markers—such as ADMA, FGF23, ANP and NT-proBNP—that are shown in the
bottom panel and require further study. Abbreviations: ADMA, asymmetric
dimethylarginine; ANRP Atype natriuretic peptide; apolA-IV, apolipoprotein A-1V; CKD,
chronic Kidney disease; ESRD, end-stage renal disease; FGF23, fibroblast growth
factor 23; GFR, glomerular filtration rate; PTH. parathyroid hormone; KIM-1, Kidney
injury molecule 1; L-FABR liver-type fatty acid binding protein; NGAL, neutrophil
gelatinase-associated lipocalin; NT-proBENP; Nterminal pro-brain natriuretic peptide.




Hypertension

VOTRE TENSION EST ELEVEE,
MAIS JE NE SUIS PAS INQUIETE..

AH BON MAIS POURQUOI ?_f))

PARCE QUE CE N'EST PAS
LA MIENNE

In Nephrohug, Vincent Bourquin



Hypertension:

ARi en de bien nouveaueé

ABut: 130/80 mm Hg

A125/75 mm Hg c/o diabétique et/ou
protéinurie supérieure 1 gr/24 heures



Controle tensionnel et néphroprotection
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Summary of studies on nephropathy progression used in figure tween achieved blood pres-

o Parving HHetal. BrMed . 1989 e Moschio G etal. N Engl Med, 1996 | S comiiO: anc declincs In

e Viberti GC et al. JAMA, 1993 e Bakris GL et al. Kidney Int, 1896 betic and nondiabetic renal
e Klaur S et al. N Eng J Med, 1993* e Bakris GL. Hypertension, 1997 disease.’® In the table, the
e Hebert L et al. Kidney Int, 1994 e GISEN Group, Lancet, 1997* trials marked by an asterisk
e Lebovitz H et al. Kidney Int, 1994 are those In nondiabetic re-

nal disease patients.

Bakris et al. Preserving renal function in adults with hypertension and diabetes:
A concensus approach. Am J Kid Dis 2000; 36:66&



Protéinurie:
toxicité sur le tubule rénal

Glomerular

Damage | INTERSTITIUM
MACROPHAGES
TUBULAR
TUBULAR EPITHELIUM
LUNMEN
CHEMOATTRACTANTS - -
Cell @
Activation
PLASMA )
Albumin
Transferrin lysosomal
Lipoproteins rupture
complement cytotexicity EXTRACELLULAR
MATRIX

PROTEINS \

Interstitial
Fibrosis

FIBROBLASTS

Fig 2. The mechanisms by which proteins filtered as a result of glomerular injury may cause interstitial
inflammation and scarring. (Reprinted with permission.27)

Effet anti-protéinurique des bloqueurs du Systeme Rénine-Angiotensine:

- Baisse pression intra-glomérulaire, diminution DFG

- Action au niveau des podocytes,
- Effet anti-fibrotique (anti VEGF, FGF)

Walls J. Am J Kid Dis 2001



Association IEC-Sartans sur proteinurie?
Proven benefits, unproven safety

Combination ARB and ACE inhibitor therapy
Comparator: ARB

Horita et al., 2004 (53) " 10 i 0.51 (0.07-3.57)
Lunio et al., 2002 (55) 16 15 [] 0.46 (0.24-0.87)
Mogensen et al., 2000 (58) 67 66 —— 0.66 (0.45-0.97)
Renke et al., 2004 (59) 16 18 —— 1.21 (0.74-2.00)
Segura et al., 2003 (63) 12 12 & 0.51(0.23-1.12)
Sengul et al., 2006 (64) 49 48 i 0.74 (0.62-0.89)
Tiitlineil et al., 2001 (66) 10 12 —— 0.99 (0.58-1.68)

Total 181 181 <€> 0.75 (0.61-0.92)

Comparator: ACE inhibitor

Horita et al., 2004 (53) 11 10 i 0.64 (0.09-4.55)
Luno et al., 2002 (55) 16 14 L 0.55(0.23-1.29)
Mogensen et al., 2000 (58) 67 64 —B— 0.82 (0.56-1.20)
Renke et al., 2004 (59) 16 18 —— 1.31(0.77-2.26)
Segura et al., 2003 (63) 12 12 B 0.48 (0.24-0.99)
Sengul et al., 2006 (64) 47 48 - 0.76 (0.64-0.92)
Tiitlincil et al., 2001 (66) 10 12 B 1.15 (0.66-1.99)
Total 179 178 0.82 (0.67-1.01)

| | .[ | |

0.2 05 1 2 5

Favors Treatment Favors Comparator

Kunz et al. Ann Int Med 2008



the NEW ENGLAN D
JOURNAL of MEDICIN E

ESTABLISHED IN 1812 APRIL 10, 2008 VOL. 358 NO. 15

Tl“elmisartan, Ramipril, or Both in Patients at High Risk
for Vascular Events

The ONTARGET Investigators™®

CONCLUSIONS
Telmisartan was equivalent to ramipril In patients with vascular disease or high-
risk diabetes and was assoclated with less angloedema. The combination of the two

drugs was associated with more adverse events without an increase in benefit.
(ClinicalTrials.gov number, NCT00153101.)

N ENGL) MED 358,15 WWW.NEJM.ORG APRIL10, 2008



Moranne et Al. JASN 2009
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Figure 1. Prevalence of metabolic complications acocording to <G FR.
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centration =5 mmaolsl or ion exxxhange resim treatment; hyperphos-
phataermia was defimned as a plasma phosphate concentration =43
mcaasdl (=1.38 mmolsl) or phosphate bhinder trreatment. mGRFR, mea-
sured glomerular filtration rate; eGFRcl, estimated glomerular filtra-
Tiomn rate, using the MIDRD Study eguation with serurm creatinimne
walues calibrated by thhe Cleveaeland Clinic Laboratorny; eGFRms, e FR
usimng the MDORD esguation with serurm creatinimnes values standardized
tTo rmass spectrormetrys.



Anémie

A Hb 102 gr/l, Ht 32, ferritine 120 ug/l,
saturation 17%

AFaut-il lui prescrire EPO ?
A Dosage érythropoéitine ? non

Acl assiguement, an®mi e
A normochrome, normocytaire, arégénérative



Anémie

A Bilan ferrique ? ferritine, saturation
I But: ferritine > 200, satu > 20-30 %
I Ferinject ® Iv

A Bilan vitaminique ? B12, folates?

A Exclure spoliation ? HDH ou HDB



Anémie

A Bénéfice érythropéitine ?
I Symptomes, asthénie, sommeil, capacité cognitives a
I Qualité devie a
I Prévention évenements CV ?
I Prévention progression IRC ?
I Prévention HVG ?

I Mais : prix !, effets secondaires ?



Anémie

A Si hémoglobine < 100-110 g/L
A Et réserves ferriques adéquate:
i substitution par EPO justifiee

A Mircera® (Roche), s/c, 2x/mois puis 1x/mois

A Aranesp® (Amgen), s/c, 2x/mois (puis 1x/mois)
ARecormonE (Roche), s/ c,
A Eprex® (Janssens), iv seulement

ABi osimil aires (Binocritd.



Pfeffer et al NEJM 2009

MAIS...: The Treat Trial

Hypothese: effet augmentation taux Hb chez patients avec
IRC et diabete Il sur événements CV

Population: 4038 patients (GFR moyen: 24 ml/mn)

Intervention:double-blind Darbopoietine (but visé 130 g/L) vs
placebo ( < 90g/l « rescue therapy » avec une injection
darbopoiétine

Critere de jugement principal: (composite).déces, infarctus,
hospitalisation pour IC, angor, AVC, deces et ESRD

3.5
3.0
Darbepoetin alfa
2.5 =
=
&b 2.0
=
=
= 1.5+
g
= 1.0— Placebo
o
= 0.5
=
00—
9.5
0.0 T T T T T T T 1
o =3 1z 18 24 30 36 42 45
Months since Randomization
No. of Patients
Darbepoetin alfa 2004 1768 1503 1300 o946 635 404 253 oF
Placebo 2019 1742 1460 1221 B87 e20 356 216 79

Figure 1. Mean Hemoglobin Lewvels through 48 Months among Patients Who Were Assigned to Receive Darbepoetin

Alfa or Placebo.
I bars represent standard errors.




The Treat Trial

Table 2. Composite and Component End Points.*
Darbepoetin Alfa Placebo Hazard Ratio
End Point (N=2012) (N=2026) (95% Cl) P Value
number (percent)

Primary end points

Cardiovascular composite end point:: 632 (31.4) 602 (29.7) 1.05 (0.94-1.17) 0.41
Death from any cause 412 (20.5) 395 (19.5) 1.05 (0.92-1.21) 0.48
Myocardial infarctionf 124 (6.2) 129 (6.4) 0.96 (0.75-1.22) 0.73
Stroke§ 101 (5.0) 53 (2.6) 192 (1.38-2.68)  <0.00] o
Heart failure] 205 (10.2) 229(113)  0.89 (0.74-1.08) 0.24
Myocardial ischemia 41 (2.0) 49 (2.4) 0.84 (0.55-1.27) 0.40

Renal composite end point (ESRD or death) 652 (32.4) 618 (30.5) 1.06 (0.95-1.19) 0.29
ESRD 338 (16.8) 330 (163)  1.02 (0.87-1.13) 0.3

Additional adjudicated end points

Death from cardiovascular causes 259 (12.9) 250 (12.3) 1.05 (0.88-1.25) 0.61

Cardiac revascularization 84 (4.2) 117 (5.8) 0.71 (0.54-0.94) 0.02

Pfeffer et al NEJM 2009



The Treat Trial

Résultats:

Evénements thrombo-emboliques:

Veineux: 41 (2%) ds le gr. Darb vs 23 (1.1%) ds le gr.placebo, p=0.02
Artériels: 178 (8.9%) ds le gr. Darb vs 144 (7.1%) ds le gr.placebo, p=0.04

Déces dus a néoplasie chez patients avec ATCD néoplasie:
14/188 ds le gr. Darb vs 1/160 ds le gr.placebo, p=0.001

Transfusions sanguines: 297ds le gr. Darb vs 496 ds le gr.placebo, p=0.001
Qualité de vie: discrete amélioration fatigue ds le gr. Darb vs le gr.placebo

Conclusions:

Loutilisation de darbopou®tine chez
type ne r®duit pas |l a survenue doOo®v
avec une augmentation des AVC. Risques supérieurs aux benéfices

Pfeffer et al NEJM 2009



Hyperkaliémie:

A Na 138 mmol/l, K 5.7 mmol/l
A Effet IEC/sartans ?
A Hyporéninisme/hypoaldostéronisme

A Restriction apports

A Chélateurs ?

I Resonium®
I Sorbisterit®
I Kayexalate® (en France)



Perturbation Ca-phosphore-PTH
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Perturbation Ca-phosphore-PTH

A Catot 2.05 mmOI/L CHroNIC KIDNEY DISEASE—
phosphore 1.98mmol/l, MINERAL AND BONE DISORDER
PTH 39 pmol/l

A 25-OH 32 nmol/l

A Ostéodystrophie rénale
AY CKD-MBD

CKD-MBD



Definition of
CKD-Mineral and Bone Disorder

A systemic disorder of mineral and bone
metabolism due to CKD manifested by either
one or a combination of the following:

I Abnormalities of calcium, phosphorus, PTH,
or vitamin D metabolism

I Abnormalities in bone turnover,
mineralization, volume, linear growth, or
strength

I Vascular or other soft tissue calcification

Moe S, et al. Kidney Int 69: 1945, 2006 34‘



Perturbation Ca-phosphore-PTH

Factors involved in vascular calcifications

PTH
Vitamin D
Bone Turnover

Diet .

Klotho Fetuin-A
Pyrophosphate
Matrix Gla Protein
Osteoprotegerin

; v

CaSR
Dialysate

[N
Lipids , MINERALIZATION
pH (alkalosis) [ Calcium x Phosphate } [ INHIBITORS ]
Injury /
OTHER — Runx2 (Cbfa 1) & Msx2
FACTORS |—™ - & > Matrix vessicles
- - - Osteopontin (which

Vascular Smooth Muscle Cells inhibits calcification)

Change phenotype and begin calcification



Perturbation Ca—phosphore-PTH

I Progressive renal failure I Dysregulated bone metabolism I

Mineral release
1 FGF23 8?&
1 PO excretion Klotho
\ / o

Common mineralization regulators
Death/'damage’ signals

|

I Vascular calcification I

Local inhibitors in Circulating inhibitors

VSMC vesicles Fetwuin-A
Fetuin-A PP,
MGP Others?

Matrix vesicles?
Hydroxyapatite?

=, Matrix vesicles and
/ \yzﬁ apoptotic bodies
MGP .3 o
Smadé @o
PP, ..
Loss of inhibitors
MGP
Fetuin
Klotho
oPG?

Osteo/chondrocytic

: g Mineral nucleation
transdifferentiation

in matrix vesicles

Mineral deposition



Associations between elevations in phosphorus, calcium, calcium-phosphorus product, and
parathyroid hormone (PTH) with risk for mortality.
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Perturbation Ca-phosphore-PTH

Reduced glomerular Inadequate dialysis Nonadherence to dietary restriction
ﬁlemion rate | or dhlyslls regimen
- Hyperphosphatemia

l

Oy
Oy
H
M2
Increased fibroblast ———» Inhibition of 1,25-dihydroxy- Increased parathyroid
growth factor 23 vitamin D synthesis hormone
Vascular calcification Unknown mechanisms Decreased cardiac contractility Proinflammatory effect
Endothelial dysfunction Coronary-artery calcification Increased interdeukin-6
Oxidative stress Myocardial fibrosis Impaired myocardial

| Cardiac fibrosis

|

| Proinflammatory effect energy production

. Increased cardiovascular risk | |




Perturbation Ca-phosphore-PTH

Recommendations/guidelines:

K-DIGO: Kidney Disease Improving Global Outcome

EBPG: European Best Practice Guidelines



Treatment of CKD-MBD: Phosphorus and
Calcium

A 4.1.1. In patients with CKD stages 3i 5, we
suggest maintaining serum phosphorus in the
normal range (2C). In patients with CKD stage
5D, we suggest lowering elevated phosphorus
levels toward the normal range (2C).

A 4.1.2. In patients with CKD stages 3i 5D, we
suggest maintaining serum calcium in the

normal range (2D). fJ@ico




Treatment of CKD-MBD: Abnormal
PTH Levels

In patients with CKD stages 31 5 not on dialysis,
the optimal PTH level is not known. However, we
suggest that patients with levels of intact PTH (iPTH)
above the upper normal limit of the assay are first
evaluated for hyperphosphatemia, hypocalcemia, and
vitamin D deficiency

It is reasonable to correct these abnormalities with any
or all of the following: reducing dietary phosphate intake
and administering phosphate binders, calcium
supplements, and/or native vitamin D




Recommendations:

APhosphore < 1.8 mmol/l

ACalcium 2.2-2.5 mmol/l

APTH: CKD 3-5: < 30 (40) pmol/l ?
APTH:CKD5D:2-9 X nor meéb6
A25-OH: valeurs normales !



AL6augmentation du
1.8 mmol/l) est un facteur de
risque cardiovasculaire chez un
patient avec IRC



Chélateurs du phosphore:

A A base de calcium: les moins chers
I Carbonate de calcium
I Acetate de calcium

A Hydroxyde de sevelamer
I Renagel® (Renvela®) Tr™s tr~s c

A carbonate de lanthanum
I Fosrenol®

A A base aluminium: & proscrire



Chélateurs du phosphore:

A A prendre aux repas

A Suivre calcémie (calcium based) surtout si
traitement vitamine D active concomitant

A Apport indirect bicarbonates (Ca based)
A Effets secondaires: tr. digestifs
A (maximum 1500 mg/j Ca+ élément)



PTH, 25-OH vit D

APTH:v a | e u rvitamme Dractive:
I Rocaltrol® 0,25 ug 3 x sem, a titrer
I Suivre calcémie et effet sur PTH
I Zemplar®: moins hypercalcéemiant ?, beaucoup

p |

UusS <cher é

I Mimpara®: calcimimétigue, en dialyse seulement

A 25-0O

|: normalisation ?

I ViDe3 gouttes, 10 gttes/j- 30 gttes/sem
I VIDe3 solution injectable, po



HCQO3: acidose métabolique

E 28 + il CoPrO!
_ =] =Bicarbonale
*
NE FPcOD1
R
€
g 12
E -
? 8+
%)
4 4
0 Y
0 6 12 18 24
Months
Eatlents atrisk
Control: 67 67 62 45 45
Bicarbonate: &7 67 67 63 63

134 patients IRC stade 1V, suivi 2 ans, HCO3 moins 20 mmol,
3x600 mg

Brito-Ashurst, JASN, 2009



HCO3: acidose métaboligue

A HCO3 18 mmol/l
A Quand ?
A Si HCO3 < 22 mmol/l
A Comment ?
A Chélateur calciques: CaCO3, AcetateCa

A Bicarbonate de Na:
I Nephrotrans®,1-3 c¢cp/jour, pas rem
I Prescription magistrale: NaHCO3 500 mg
I Vichy Celestin®



Bilan lipidique:

A Prévention primaire:
I Pas de données'!

I Utilisation des statines en prevention primaire chez
| 601l RC noest pour | 01 nst e

A Prévention secondaire:

I les statines semblent avoir un effet sur la mortalité
en pr ®di alyse mai s cet ¢
dialyse



Statines et IRC

Considérerl 01 nsuf fi sance r ®Nn
(IRC) comme un équivalent de maladie
coronariennedans | 0estil mati on
cardiovasculaire et viser un LDL-cholestérol <

100 mg/dl (soit 2,6 mmol/l)

L 0 e f feroprotegteure des st atine
clairement établi tant sur la diminution de la
protéinurie que sur la progression de

| 0i nsuffilisance r ®nal e

B. Ponte, V. Bourquin, C. Stoermann

Statines : quelle place dans le traitement de

| 6i nsuffisance r®nale chr
Rev Med Suisse 2009;5:463-468



Vignette clinique:
au deépart: 9 comprimeés

A Diabétique
I Metformin 3x850 mg: stop: Insuline

A Cardiopathie ischémique
I ASA 100 mg 1x

A HTA insuffisament controlée + protéinurie:
I quadrithérapie (Enalapril 20mg/j, Metoprolol
100mg 1x/}, Amlodipine 10mg/}, Torasemid
20mg/j: intensification
A Hyperlipidémie:

| Atorvastatine10mg:y, aj] out e Z ¢



A Anémie:
I feriv, puis ? EPO (injection 2 X mois)
AK:

I Reésine échangeuse, Résoniuml x /jour

A Ca-Phosphore, PTH, 25-OH:
I Acétate calcium 2-3 x/j
I Rocaltrol 0.25 3 x sem
I ViDe3 30 gouttes/sem

A Acidose
| Bicarbonates Nephrotrans 2 x /j



Vignette clinique:

A" | 0 ar quelgued e commrimés en
plus tous les jour, des Injections, des
gouttes et « la poudre degueulasse »

AEt puis quoi doaut



=]

ME Qw270 4 mm



Cheminement pré-dialyse:

ADiscussion du pronostic

ADiscussion des modes suppléances
| Transplantation si indique, DV
I Hémodialyse/dialyse péritonéale
I Abstention ?

A Consultation infirmiéres spécialiste
I HUG, multidisciplinaire



Cheminement pré-dialyse:

Diététicien(ne):
restrictions apports K
restrictions apports phosphore

restrictions apports protéeines
perte pondérale, lipides

Assistant social



Cheminement pré-dialyse:

A Vaccinations
I HBV
I Pneumovax

A Préservation capital veineux
i Si hémodialyse et FAV prévue
i Epargne membre supérieur non dominant
I Bilan vasculaire (echo-doppler)






