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RECUERDO HISTORICO

e La primera publicacion que hace referencia a la patologia
renal en la endocarditis infecciosa data de 1906, cuando
Max LOhlein describe la “Afectacion hemorragica en la
Endocarditis cronica”.

« En 1912 el patdlogo George Baehr amplia los trabajos de
Lohlein, poniendo en relacion las lesiones con
embolismos sépticos a nivel glomerular, denominandolas
“Nefritis focal embdlica de Ldhlein”.
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THE JOURMAL OF EXPERIMEMTAL MEDICINE WOL. XV,

GLOMERULAR LESIONS OF SUBACUTE BACTERIAL
ENDOCARDITIS.*

By GEORGE BAEHR, M.D.
(From the Pathological Laboraiory, Mount Sinai Hospital, New York.)

PLATES 48-31.

In the kidneys of nearly all individuals dying during the course
of subacute bacterial endocarditis,® there exists a pathological
lesion which affects one or more loops of a variable proportion of
the glomeruli. The uninvalved glomeruli and the uninvolved loops
of affected glomeruli in these kidneys are apparently normal. This
pathological picture has been almost universally overlooked, prob-
ably because few observers have had the opportunity of investigat-
ing a large number of cases during a relatively short space of time.
The study that forms the subject of this report was possible only
because of the large amount of material which Dr. Libman has
carefully collected, especially during the past few years, from cases
of this disease.

When the prominence of the lesions, or the symptoms referable
to them, have attracted any attention, they have, as a rule, been
called glomerulo-nephritis. Lenhartz,® for example, has included
four instances among his reported cases of *subacute and chronic
infective endocarditis™ in which microscopically a diagnosis of

* This work was carried out under the tenure of the Eugene Meyer, Jr.,
Fellowship. Received for publication, February o, 1912,

*The term “subacute bacterial endocarditis” is here used in preference to
chronic infective or chronic ulcerative endocarditis. This substitution was
suggested by Dr. Libman and possesses some distinet advantages. The dis-
ease, with very few exceptions, runs a subacute course. The term “infective™
is objectionable for it includes that large group of endocarditis due to syphilis,
and it may eventually be chown to include that due to rheumatic fever. The
term “ ulcerative,” moreover, i a miznomer, the majority of the cardiac lesions

presenting no evidences of an ulcerative process.
! Lenhartz, Die septischen Erkrankungen, Vienna, 1003, 303.
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THE AMERICAN JOURNAL
OF PATHOLOGY

Voroxe VIII NOVEMBER, 1932 NuusER 6

GLOMERULAR LESIONS ASSOCIATED WITH ENDOCARDITIS *

E. T. BELL, M.D.
(From the Depariment of Pathology, University of Minnesota, Minneapolis, Minn.)

“The fact that a certain duration of the
infection IS necessary suggests that

iImmune bodies may play a role in the

formation of the glomerular lesions...”
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A CLINICAL STUDY OF SUBACUTE BACTERIAL INFECTION
CONFINED TO THE RIGHT SIDE OF THE HEART
OR THE PULMONARY ARTERY

PauL S. BARKER, M.D.

THE IMMUNE COMPLEX GLOMERULONEPHRITIS OF
BACTERIAL ENDOCARDITIS

ROBERT A. GUTMAN, MD, GARY E. STRIKER, M.1),
BRUCE C. GILLILAND, M.D. axp
RALPH E. CUTLER, M.D.

Lesiones difusas

Ausencia de germenes

Retardo con el inicio de la infeccio
Esplenomegalia

Alteraciones inmunolégicas
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¢.ES frecuente la afectacion renal
en la Endocarditis infecciosa?

En la era preantibidtica se describid una
iIncidencia de glomerulonefritis superior al 80 %.

« En la actualidad se estima que se produce
afectacion clinica en un 25 — 50 % de los casos.

e Entre 2008 — 2013 sufrieron deterioro agudo de
funcion renal, durante el ingreso, el 38,6 % de
los pacientes registrados en el GAMES.
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Valoracion nefrolégica del
paciente

e Historia clinica

— Anamnesis (cronologia, farmacos, orina...)
— Exploracion fisica (TA, hidratacion, lesiones cutaneas, FO...)

* Pruebas complementarias “basicas”

Cliando existe patologia renal relacionada con la Endocarditys

la ORINA es SIEMPRE ANORMAL

 Pruebas complementarias “especificas”

— Inmunologia (Complemento, CIC, FR, ANCAS)
— Imagen renal
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Causas de afectacion renal

e Prerrenales ‘

« Parenquimatosas

— Glomerulares
 Glomerulonefritis focales
 Glomerulonefritis difusas

— Tubulointersticiales

* Necrosis tubular aguda
— Hipoperfusioén renal
— Farmacos

» Nefritis intersticial aguda

— Vasculares

 Microvascular

« Macrovascular (infartos,
abcesos...)
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Fracaso renal agudo
prerrenal

Producido por hipoperfusion renal

Hipotension arterial

Disminucion del volumen de diur

Orina:

— Sodio urinario disminuido

Inmunologia: normal

No alteraciones en pruebas de imagen
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Causas de afectacion renal

e Prerrenales

. Parenquimatosasis

— Glomerulares
 Glomerulonefritis focales
 Glomerulonefritis difusas

— Tubulointersticiales

* Necrosis tubular aguda
— Hipoperfusioén renal
— Farmacos

» Nefritis intersticial aguda

— Vasculares

 Microvascular

« Macrovascular (infartos,
abcesos...)
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Glomerulonefritis FOCAL

“Nefritis focal embdlica de Lohlein”

Desarrollo simultaneo a la infeccién

Producida por  microembolismos

sépticos

Afectacion subclinica

Orina:

— Sedimento: microhematuria con cilindros

Inmunologia: no alteraciones
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Patogenia Glomerulonefritis
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Glomerulonefritis DIFUSA

Mediada por Inmunocomplejos circulantes

*Retardo respecto a la infeccion (estimulacion antigénica
persistente) %

*Sindrome nefritico agudo

*QOrina:

sInmunologia:

» Descenso del Complemento

« Inmunocomplejos circulantes (+)

e Factor Reumatoide (+)
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Patologia Tubulointersticial




Necrosis tubular aguda toxica

* Inducida por farmacos (Gentamicina y Vancomicina
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 VVolumen de diuresis conservado

e Orina:

— Sedimento: células tubulares
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* Niveles séricos elevados de farmacts——

* No alteraciones en las pruebas de imagen
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“15 - 20 mg/L Vancomycin trough
era’

High troughs =15mgl  Low trough <15mg/L Odds Ratio Odds Ratio
Study or Subgroup Events Total Events Total Weight M-H, Random, 95% CI M-H, Random, 95% CI
Bosso etal. (21) 42 142 13 146 17.6% 4.30[2.19,8.43) ——
Cano et al. (22) 22 89 7 99 14.4% 4.32[1.74,10.69) —_—
Chung et al. (23) 12 25 16 48 13.4% 1.85[0.69, 4.96) -
Jeffres etal. (15) 27 49 13 45 151% 3.02[1.28,7.11) ——
Kullar et al. (32) 8 116 1 84 52% 6.15[0.75,50.13]
Kullar et al. (8) 27 139 23 141 10.4% 1.24[0.67, 2.29) -1
Lodise et al. (36) 7 27 14 133 13.0% 3.13[1.12,8.69) —_—
Zimmermann et al. (51) a8 12 0 33 29% 12656 [6.19, 2585.90] _—
Total (95% CI) 599 735 100.0% | 3.12[1.81,5.37] | S
Total events 153 87
Heterogeneity: Tau®= 0.32; Chi*=16.80, df= 7 (P = 0.02); P = 58% lD o 0:1 1 11'|:| 1|:||J:

TostRr overall fiect Z= 4.10 (P < 0.00013 Low troughs <15mgiL High troughs =15mgiL

S. J.van Hal, D. L. Paterson and T. P. Lodise

Antimicrob. Agents Chemother. 2013, 57(2):734. SEICAV
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Nephrol Dial Transplant (2013) 28: 112-115
doi: 10.1093/ndt/gfs143
Advance Access publication 2 July 2012

Increased prevalence of acute tubulointerstitial nephritis

Marian Gui::ur::chf:a', Francisco Rivera”, Juan M. L:':rpE:-:-Gt':m&:z' and on behalf of all the members of
the Spanish Registry of Glomerulonephntis

| Americon [ Journal of
Am J Nephrol 2012;35:230-237 Nephr ogy

Renal Biopsy in Very Elderly Patients:
Data from the Spanish Registry of
Glomerulonephritis

Eduardo Verde® Borja Quiroga® Francisco Rivera® Juan M. Lépez-Gémez®
on behalf of all the members of the Spanish Registry of Glomerulonephritis




Nefritis Intersticial Aguda

e Deterioro _agudo de la funcién renal,
asociado con la presencia de infiltrados
iInflamatorios y edema tubulointersticial,
de origen inmunoalérgico.

o Etiologia:
e« Farmacos (80 %)

— Antibioticos  (ampicilina,  cloxacilina,  cefalosporinas,  quinolonas,

rifampicina...)
— AINEs
— Otros (omeprazol, furosemida...)

e Infecciones
e Enfermedades sistémicas

fiola de Infecciones Cardiovasculares
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Clinica de la Nefritis Intersticial
Aguda
* Inicio tras un periodo de 3 — 14 dias

e Manifestaciones renales:

— Dolor lumbar bilateral

— Volumen de diuresis conservado

— Orina:

« Sedimento: piuria esteril (eosinofilurial

e Manifestaciones alérgicas:

— Fiebre, rash cutaneo, artralgias
— Eosinofilia
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Afectacion vascular
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Afectacion vascular s
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Producida por embolismos sépticos

Clinica dependera del territorio afectado:

— Microvascular (microangiopatia trombética)

— Macrovascular (infartos, abcesos, aneurismas...)

Orina:

— Sedimento: hematuria

Diagndstico mediante pruebas de imagen

Sociedad Espaiiola de Infecciones Cardiovasculares



Afectacion vascular

Microaneurismas renales
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Diagndstico diferencial

Glomerulonefritis| NTA Toxica |N.Intersticial
Clinica Sindrome Nefritico Asintomatico Rash, artralgias
Diuresis A Normal Normal
Sedimento Hematuria / Cilindros Células tubulares Piuria esteril
Analitica Alteraciones Niveles farmacos Eosinofilia

inmunoldgicas

En ocasiones sera necesario realizar una BIOPSIA RENAL
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Actitud terapeutica

Patologia Renal Tratamiento etioldgico

Prerrenal Manejo hemodinamico

Glomerulonefritis Tratamiento antibidtico de la Endocarditis
Valorar inmunosupresores?

NTA Toxica Suspender el farmaco
Nefritis intersticial Suspender el farmaco / Esteroides?
Vascular Tratamiento individualizado

1 Nasr SH: Kidney Int, 2013
2 Gonzalez E: Kidney Int, 2008
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MUCHAS GRACIAS




