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cQue es la .
HIPERURICEMIA?

hay una definicion UNIVERSALMENTE aceptada

Fisicoquimica vs B
Estadf@ica

2/
gr?:ﬁir tllﬁdl% cual psoer

alcanza un estado de
saturacion del urato en
el suero
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ETIOLOGIA

Causes of hyperuricemia due to increased purine biosynthesis andfor urate productior

Causes of hyperuricemia due t§ decreased uric acid clearance

Inherited enzyme defects leading to purine overproduction (rare monogenic disorders)

Hypoxanthine-guanine phosphoribosyltransferase deficiency
Phosphoribosylpyrophosphate synthatase overactivity

Glucose-6-phosphatase deficiency (glycogen storage disease, type I

Clinical disorders leading to purine andfor urate overproduction

Myealoproliferative disorders
Lymphoproliferative disorders
Malignancies

Hemolytic disorders

Psoriasis

Obesity

Tissue hypoxia

Diown syndrome

Glycogen storage diseases (types III, W, VII)

Drug-, diet-, or toxin-induced purine and/for urate overproduction

Ethanol

Excassive dietary purine ingestion
Pancreatic extract

Fructose

Vitamin B12 deficiency
Ethylamino-1,3,4-thiadiazole

4-amino-5-imidazeole carboxamide riboside

Cytotoxic drugs

wE Castillay Ledn
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Clinical disorders

Chronic renal insufficiency of any form

Lead nephropathy (saturnine gout)

Effective voelume depletion (eg, fluid losses, heart failure)
Dizbetic or starvation ketoacidosis

i . . Common variants in genes encoding tra
Lactic acidosis

i SLC2ZAS
Preeclampsia

ABCEZ
Obesity

SLC17AL
Hyperparathyroidism Sic22411
Hypothyroidism J—
Sarcoidosis SLCIEAR
Chronic beryllium disease SLC22A1z

Rare monogenic disorders causing decreased| Prug- or diet-induced

Diuretics (thiazides and loop diuretics)

Autosomal dominant tubulointerstitial kidney dises
Cyclosporine and tacrolimus
Glomerulocystic kidney disease

Low-dose salicylates
Ethambutol
Pyrazinamide
Ethanol

Levodopa
Methoxyflurane

Laxative abuse (alkalosis)

, com' Salt restriction
‘ . Univel, Nicotinic acid
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Causes of hyperuricemia due to decreased uric acid clearance

Clinical disorders

Lead nephropathy (saturnine gout)

: Diabetic or starvation ketoacido

Preaclampsia

COhbesity
Hyperparathyroidism
Hypothyroidism
Sarcoidosis

Chronic beryllium disease

ronic renal insufficieng®of any form

Effective volume depletion (eg, fluid losses, heart failura)

Rare monogenic disorders causing decreased uric acid clearance

Common variants in genes encoding tra

Glomerulocystic kidney disease
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Autosomal deminant tubulointerstitial kidney disease caused by UMOD pathogenic variani
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Diuretics (thiazides and loop diuretics)
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MANIFESTACIONES
CLINICAS

Artritis
iperuricemi® gotosa
asintomatics cronic

a

(tofacea)

/
/
4o

HU Asintomatica con
depdsito de cristales de MSU
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Hiperuricemia asintomatica

@ (>7 mg/dL)

H NO es factor causal ERC
) HTA
Enf. CV

Factor

predisponente
HU Asintomatica \

con depaositos de \

Gota
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Artritis gotosa aguda

Episodio(s) monoartritis aguda (repeticion) +/- bursitis aguda

(Dolor intenso, enrojecimiento, calor, hinchazén)

Grave 12-24H
Ritmo horario @ T&§ cortisol )

ARTICULACIONES PERIFERICAS: 1° metatarsofalangica podagra
(80%) > rodilla

Gout
(Gouty Arthritis)

Tendencia a la RECURRENCIA, 2° crisis < 2a (75%)

- Deposit of wic ocd
lﬂ"hy [Tophi)
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Gota Intercritica

ASINTOMATICO
Duracién variable
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F. desencadenantes:
Alcohol

Deshidratacion
Inanicién
Farmacos qu

v

AfoS

Artropatia gotosa cronica

(deposicién de tofo)

+ sacyl

Episodio de artritis gotosa

' Brotes recurrentes

Artritis poliarticular

(hombros, caderas, art.
esternoclavicular, ...)

Graves

Acorta periodo
asintomético

Brote mas prolongado
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Artritis gotosa cronica

Inflamed tophaceous gout

Cambios inflamatorios cronicos, destructivos del tej.conectivo

LOCALIZACION: Orejas (no ransiuminan), COd0, dOrso manos, tej
blandos, tendon aquileo, bolsas...

Frecuente poliarticular

NO dolorosos
Color amarillento/blanquecunio

HO: respuesta inflamatoria granulomatosa cronica

**Casos descritos de tofos en ausencia de brote previo de gota
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. —2
Dafio renal HU /
ERC ¥

_ Nefropatia aguda por acido Nefropatia por urato Nefrolitiasis
arico

Causa Sobreproduccién de Depoésito de urato Uricusuria
urato/Lisis tumoral/Onco intersticial progresivo pH
(Depdsito tubular) 1],
Manifestacion IRA  Variable (asintomaticos, Litiasis
proteinuria, HTA, ERC)
Otros GRAVE Frecuente en pacientes 50% cuya excrecion
con tofos urinaria >1100mg
Tto Hidratacion iv intensa = Gota tofacea cronica >2L agua/dia +
Furosemida Alcalinizacion orina
Alcalinizar orina (bicarbonato (citrato o bicarbonato de
sédico o acetazolamida) potasio)

Alopurinol temporal
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DIAGNOSTIC
O

- Anamnesis: AP, AF, Edad, Dieta, Bebidas alcohdlicas, FArmacos,
CLINICA...

- EF

- A/S: Inflamacion inespecifica. AU variable
Evaluar el urato 2 sem después de una crisis de gota (normal)

- S/S orina
Evaluacién adiccional: Hiperuricusuria (>10%)
Feur (@ excrecion de AU por unidad de TFG, midiedo [Uratoyé]) Hipouricusuria (<6%)

Orina 24H + Dieta isocal6rica 1 gr/kg prot (3-5d)
>670 mg - causa hereditaria
<670 mg (normal) - dieta rica en purinas
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Brote agudo: Artrocentesis (iginflamatorio) + gram + cultivo + examen S et

microscopico con luz polarizada cristales birrefrigentes negativos (s
85%, E 100%)

IMPORTANTE correlacién clinica-laboratorio

Dx por imagen:
- Rx si mple/ RMN = quistes 6seos subcorticales , erosiones dseas y borde en sacabocados

Doble contorno (densidad lineal hiperecoica) (s 44%y E 99%

- Ultrasonidos
DepOSItOS tofAceos (area nublada hiperecoica rodeada por un borde h|p0e00|co) (S

79%, E 95%)

- DECT (localiza e identifica el tipo de depdsito)
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Y

15 infection suspected (eg, warm,
swollen, painful joint with fever and
wvidence of an extrasrticdlar iefection
or features that are atypical of the

patient’s prior flarex, if any)?4

!

UpToDate

r
Yes

v

Obtain consultation or referral to
exciude infechon by arthrocentesis
and synovisl fluid anatysis ¥

v

birefringent
orystals {charactenstic of monosodium
wrate) seen in the synovial Auid sample by
compensating polarized hght microscopy? @

needle-shaped

f
Yes

v ¥
Mas an akermnative
Diagnosis confirmed ® | | been identified (eg. acute CPP
arthritis, infection)?$
1
v 1
Yes No
v
Is gout still suspected based upen

dinical and synovial fuid hindings (eg,
dlamenatory fluid with neutrephilia)?

L

Mo
*

1
Yes

*

i &

Further evaluation for gout is not
required, and alternative diagnoses
should be considered and treated

Apply “dinical diagnostic rule,* with scoring for each element 3]
lNalcscxl! &‘

* Previous patient-reported arthritis attack (2 points)

* Onset within one day (0.5 points)
= Joint redness (1 point)

= First metatarsal phalangeal joint involvement (2.5 points)
= Hypertension or at least one cardiovascular disease (1.5 points)
® Serum urate level greater than 5.88 mg/dL (3.5 points)

|

|

Score =4 Score >4 and <8 Score 28
¥ ¥ v
Probability of gout is low Probability of gout | | Probability of gout
Conildar sharratte & is intermediate ¥ is high

ﬁ Junta de \‘ Sacy !

Castilla y Leon

** POSIBLE Dx clinico
en ausencia de
confirmacioén de
cristales
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TRATAMIENTO

1. HU ASINTOMATICA (+/- depésito MSU)

VALORAR RIESGO-BENEFICIO - NO tratamiento
> 8 mg/dL sin cristales de urato> Cambios en estilo de vida

EXCEPCION: defectos genéticos, se pueden beneficiar de tratamiento
hipouricemiante
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Objetivo: Cesion del dolor
Inicio: Primeras horas
Duracion: 2-3d (salvo glucocorticoides orales)

-AINES (Naproxeno 500 mg c/12H o Indometacina 50 mg c/8H), NO dar si ERC, ni >602, ni
Ulcera péptica

-Colchicina (<24H) dosis bajas (1° dia: dosis total 1,8 mg (pauta segun se prefiera).
FArmacos: — Disminuir dosis si ERC, IH y inhibidores del CYP3A4
_~ Sistémicos 30-40 MG PREDNISONA/PREDNISOLONA C/24h

... Intraarticulares
-Glucocorticoides

-Inhibidores IL1B (canikimumab)

Profilaxis: AINES a dosis bajas

*En ausencia de tratamiento resuelve a los pocos dias o
semanas
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* A report of findings raising suspicion of

BROTE AGUDO DE GO

Junta de
Castilla y Leon
Consejeria de Sanidad

& diagnosis cther than a gout fare
I I ]
Yos No
v v
Dees the patiant peafer cne of the following
treatment options, which s also readidy available and
Arrange » which they previcusly found ?
same-cay = Oval ghucocorticosds
in-parson ® Oval NSAIDs
evaluation by * Oral colchicane
* = Same-day sccess to a chirucian for
arthrocantass and intraarticular
glucocorticoid injection
~
. )
Yeos No
v v
factors and contramndscations Review individual
guiding drug choices mﬂw&mm
(refer to tabie) and prescribe or ‘::':um:oedsudmm
administer peeferved table), assess availabilry,
treatmentd and choose one of these optsons
1
f ¢ .
No contraindication to No contrandication to Both oral ghucocorticoids and
ol Wuocstieds oral NSAIOs NSAIDs showld be avoided
v v v
May treat with Are there risk factors for GI bleeding? ﬁ«‘?x:onmumhw
oral ghucocorticoids & (refer to table, section on NSAIDs) Mmd 3
r L f | .
Yes No Yes no
Refer for urgent
May treat with rheumatology consultation to
an oral NSALD and m‘m comiider inteoarticalor ov May truat wi
a PPl parenteral ghucocorticoids or low-doze colchi
another intervention

? 2CY1
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3. GOTA TOFACEA

CRONICA
Objetivo: AU < 5-6 mg/dL

Indicaciones:

Brotes de gota frecuentes o incapacitantes

Signos clinicos o radiograficos de dafio estructural articular
Depdsitos tofaceos en tejidos blandos o hueso subcondral

Gota con FG< 60ml/min/1,73m2

Nefrolitiasis recurrente de acido urico, a pesar de tratamiento 6ptimo

akwnheE

- Hipouricemiantes (nhibidores de la xantina oxidasa): Alopurinol, Febuxostat
Farmaco — - UricusUricos: Benzbromarona, Probenecid, Sulfipirazona (nosi ERC o nefrolitiasis)

S Vigilar
enz.hepéticas

**Tratamiento prolongado/indefinido
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GOTA
TOFACEA

. CRONICA
¥

No
Test for
HLA-B*5801*
1
r 1
HLA-B* 3801 negative HLA-B* 3801 positive
or test unavailable
v v l
Mmm*ﬁn\mvm
100 mg orally dally gradually
titrate to goal serum urated Avoid
alepurmol
The drug should be stopped immediately in use
patients who develop a rash or other
evidence of hypersensitivity to the diug*
1
1 1
Goal achiaved Goal met achieved
v
A bt
{eg, lesinurad, probenecid) if
renal function is sufficient ©
|
I 1
Goal achieved Goal not achieved
v v . v
- - v .

Azcecs
cardicvascoular risk $

** No inciar hasta pasadas 2sem de
ataque agudo de gota

**No interrumpir tratamiento
hipouricemiante ante nuevo ataque de
gota (nuevo brote)
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PACIENTE GOTOSO E HIPERTENSO:

EVITAR DIURETICOS

Tratamiento con:
* Bloqueantes de canales de calcio
* Losartan
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CONCLUSIONES

1. Estrégenos efecto uricosurico
Diuréticos (tiazida), causa importante de hiperuricemia

3. Fundamental correlacionar la clinica con las pruebas complementarias (cristales
birrefrigentes negativos en microscopio de luz polarizada)

4. Hiperuricemia asintomatica no requiere tratamiento

5. Artritis gotosa aguda: artritis monoarticular, afecta principalmente a la 1°
metatarsofalangica. Tratamiento precoz para evitar dolor (AINEs, Colchicina,
Glucocorticoides)

6. Gota intercritica asintomatica

7. Gota cronica tofacea generalmente se produce tras afios de evolucion.
Tratamiento con hipouricemiantes vs uricusuricos (Alopurinol 1° eleccion).
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