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Conceptos

- Meningitis. Meninges. Bacteriana, Fímica, 

Viral, Química

- Encefalitis. Encéfalo. Viral.

- Meningoencefalitis. No me agrada. Es un 

término neuropatológico.



Sintomatología

- Meningitis. Signos Meníngeos.

- Encefalitis. Signos Encefálicos 

- Neuroinfecciones. Pobres Datos Focales



Sintomatología

- Síndrome de Hipertensión Endocraneal

- Síndrome Febril

- Crisis Convulsivas

- Estado Confusional

- Ausencia de Focalización



Signología

- Síndrome de Hipertensión Endocraneal. 

Papiledema. Bordes papilares difuminados, pérdida 

de la excavación fisiológica, drusas, pérdida del pulso 

venoso…

Deterioro Rostrocaudal.

Herniación Cerebral. 



Signología

- Signos Meníngeos. Rigidez nucal, Kerning, 

Brudzinsky (cefálico, podálico).

- Datos Focales. Escasos. III NC, VI NC
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Figure 3 Causes of raised intracranial pressure in a patient with bacterial meningitis

(A) Diffuse swelling of the 
brain. 
(B) Hydrocephalus results 
from basal obstruction of 
the cerebrospinal fluid. 
(C) Infarcts are caused by 
inflammatory occlusion of 
arteries.
(D) Thrombosis of the 
cerebral veins and 
sinuses.







Síndromes de Herniación Cerebral

- Uncal. Uncus

- Cíngulo o subfacial. Falx

- Central

- Amigdalina

- Kernohan o Paradójica

- Transcalvaria









Diagnóstico

- Clínico

- Imagen

- LCR 



Diagnóstico. Imágen

- Ningún dato específico

- Datos en relación a la Hipertensión

Endocraneal: borramiento de lo

surcos, ventrículos pequeños,

interfase SB/SG mal definida

- Puede obviarse ante falta de datos 

focales o signos claros de SHEC 



Diagnóstico. Imágen



Pero la excepción es esto:

¡Encefalitis Herpética!



Diagnóstico 

Valores Normales de LCR

- Glucorraquia. 1/3 o ½ sérica

- Proteínas. 30-40 mcg/dl

- Células. Menor de 6-8







Diagnóstico. LCR

LCR      Bacteriana Viral Fímica

Glu ↓ ++ Normal ↓ +  

Prot ↑ ++ ↑ + ↑ +++

Células ↑ +++ ↑ + ↑ ++



Diagnóstico Avanzado

- Fímico. PCR en LCR. ADA

- Bacteriano. PCR vs antígeno superficie

- Viral. PCR





Etiología de las Neuroinfecciones

- Bacteriana. Meningitis. Por grupo etáreo. Verificar 
no esté inmunocomprometido. Revisar si tiene 
historial de un procedimiento neuroquirúrgico (cambia 
agente etiológico).

- Viral. Encefalitis. Herpes 65% casos. 

- Autoinmune. (NMDA).



Hay Neuroinfecciones que son fáciles. 

Las lesiones dérmicas acusan al agente etiológico



Pero en otras Neuroinfecciones

es difícil encontrar al agente etiológico



Tratamiento

- Ser lo más específico posible.

- Esquemas contra todo, no recomendable. 

- Buscar por todos los medios, LCR.



Tratamiento

- Bacteriana. Específico al agente etiológico.   

Cefalosporinas, vancomicina. 

- Viral. Sólo si es Herpes, aciclovir.

Si es NMDA, GGB, plasmaféresis

- Fímico. Triple esquema.







Tratamiento

Tiempo

- Bacteriana. Hasta LCR normal o bien clínico. 

Habitualmente +/- 12 días. 

- Viral. Hasta un mes. vo.

- Fímico. 6-12 meses.





Neuroinfecciones

Secuelas

- Agudas: 

- Hidrocefalia, 

- Infartos por vasculitis

- Crónicas:

- - Hipoacusia o sordera

- Epilepsia 

- Déficit cognitivo

- Cefalea. Vascular.



Conclusiones

- Es una Emergencia Neurológica

- El diagnóstico rápido es esencial (bacteriana, 
fúngica, viral).

- El tratamiento antimicrobiano inmediato reduce 
la morbilidad y la mortalidad. 

- Apegarse a las Guías locales

- “Tiempo es Cerebro”. Y aplica no sólo a EVC





N Engl J Med 2014 july;371:447-56.



Brain Abscess

- 0.4 to 0.9 cases per 100,000 

- Increased in immunosuppressed patients. 

- HIV, immunosuppressive drugs, trauma, mastoiditis, 

sinusitis, dental infection, endocarditis or bacteremia. 

- Contiguous spread 50%. Hematogenous 30% and 

unknown mechanisms 20%.







Brain Abscess

Pathological Finding

- Lesion evolution (based on experimental 

animal models):

- Days 1-3:  “early cerebritis stage”

- Days 4-9: “late cerebritis stage”

- Days 10-14:  “early capsule stage”

- > day14:  “late capsule stage”





Brain Abscess

Microbiology

- Dependent upon:

Site of primary infection, Patient’s

underlying condition

- Usually streptococci and anaerobes

- 30-60 % are polymicrobial



Brain Abscess

Clinical Manifestation

- The most frequent is headache; fever and altered level of 

consciousness are frequently absent. 

- Neurologic signs depend on the site of the abscess.

- 25% of patients present with seizures



Brain Abscess

Diagnosis Measures

- Cranial imaging



Contrast



Brain Abscess

Treatment

- Neurosurgical. 

- Stereotactic aspiration, excision. 

- Indication for aspirating the abscess depends on its 

size and location, the patient’s clinical condition

- Antimicrobial therapy



Brain Abscess

Mortality

- Mortality has declined from 40% in 1960 to 15% in 

the past decade.

- Currently, 70% of patients with brain abscess

have a good outcome, with no or minimal 

neurologic sequelae



NCC

Neurocisticercosis



NCC

- Neurocysticercosis is the result of accidental ingestion 

of eggs of Taenia solium (ie, pork tapeworm), usually 

due to contamination of food by people with taeniasis. 

In developing countries, neurocysticercosis is the most

common parasitic disease of the nervous system and 

is the main cause of acquired epilepsy. 

- In the United States, neurocysticercosis is mainly a 

disease of immigrants.
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PERLAS

• La ingesta de carne contaminada produce teniasis

• La transmisión fecal-oral a humanos produce 

cisticercosis



Tenia





NCC. Signs and symptoms

- Vary with the locations of the lesions, the number of   

parasites, and the host's immune response. 

- Many patients are asymptomatic. 

- Symptomatic presentations include the following:

Epilepsy: Most common presentation (70%)

Headache, dizziness

Stroke

Neuropsychiatric dysfunction

Onset of most symptoms is usually subacute to chronic, 

but seizures present acutely 





Diagnosis

CT

MRI









Diagnosis

ELISA unspecific



Complications

Seizures

Hydrocephalus. Shunt





Management

Lesion or complications

Active

Inactive. Calcified



Management

Praziquantel. doses of 50mg/kg/day (given every 

8 hours) for 15 days was arbitrarily chosen.

Albendazole. at doses of 15 mg/kg/day for 7-30 

days

Steroids 



N Engl J Med 2001;345:879-85.





10 facts about neurocysticercosis

1. Pigs become infected with T. solium when they come into 
contact with   human faecal waste

2. Neurocysticercosis and taeniasis are two different diseases   
caused by the same parasite

3. 50 million people are affected by epilepsy. More than 80%     
live in the developing world

4. T. solium was recently named the food-borne parasite of  
“greatest global concern”

5. Neurocysticercosis is prevalent mainly in developing 
countries



10 facts about neurocysticercosis

6. Neurocysticercosis mainly affects rural farming  
communities

7. Food handlers can also transmit T. solium

8. Diagnosis of neurocysticercosis is difficult in rural regions

9. Treatment for neurocysticercosis can be long, complicated  
and costly

10. Eliminating neurocysticercosis requires breaking the life  
cycle of T. solium






