Federal State Budget Educational Institution

higher education

Orenburg State Medical University

Ministry of Health of the Russian Federation

TUTORIAL

PRACTICAL SESSION

ON THEME "Inflammatory diseases of the nervous system"

DISCIPLINE   "Neurology, medical genetics, neurosurgery"

  FOR STUDENTS   4 COURSE OF THE MEDICAL FACULTY

UDC 616.8 (075.8)

Methodical recommendations developed

Aptikeeva NV, Dolgov AM, Ishkov SV, Ryabchenko A.Yu., Levoshko L.I.
                                      Module 2. Neurology

                                           Practical lesson

THEME of the lesson: "Inflammatory diseases of the nervous system".

4 hours (180 minutes)

AIM OF THE SESSION

study etiology, pathogenesis, clinical picture of inflammatory diseases of the nervous system.

Know

• anthropometric, anatomical and physiological parameters of human life in the filo and ontogenesis.

Be able to

• Use educational, scientific, popular science literature, the Internet for professional activities.

Own

• By calculation methods based on the results of the experiment, to conduct elementary statistical processing of experimental data, basic information transformation technologies: text, table editors, Internet search.

4. Questions for self-preparation:

1. The concept of encephalitis. Division of encephalitis into primary and secondary. Isolation of acute, subacute and chronic encephalitis. Polyencephalitis and leukoencephalitis.

2. Common characteristic signs of the encephalitic process are cerebral, focal symptoms.

3. Characteristics of cerebrospinal fluid in encephalitis. Use for the diagnosis of encephalitis epidemiological, clinical, laboratory / serological, virologic / data.

4. Etiology and pathogenesis of encephalitis. Group of viral encephalitis / tick-borne, mosquito, epidemic, enterovirus, polysasonal /, infectious allergic and allergic encephalitis (in bark, chicken pox, rubella, scarlet fever), vaccine / pox, rabies, CDS, DTP, rheumatic encephalitis.

5. Epidemic encephalitis. The first descriptions of epidemic outbreaks. Possibilities of epidemic spreading now. Ways of infection spread. Features of pathoanatomical data. Initial manifestations of acute manifestation of the disease. Features of the clinical picture of epidemic encephalitis at present / vestibular, hyperkinetic forms.

6. The concept of leptomeningitis, arachnoiditis, pachymeningitis. Meningitis primary and secondary, purulent and serous, the main characteristic of meningeal syndrome. Changes in cerebrospinal fluid with various meningitis. The phenomenon of meningism.

7. Meningococcal meningitis. Etiology and pathogenesis. Primary disease of childhood. Pathological anatomy, a clinic of the typical manifestation of meningococcal meningitis, complications and consequences. Atypical forms - meningococcemia, fulminant form, abortive, chronic. Principles of treatment of meningococcal meningitis.
8. Features of the clinic and the course of purulent meningitis of another etiology. Principles of treatment of purulent meningitis.

9. Serous meningitis - a variety of etiologies of meningitis, combined with the serous nature of the inflammation of the membranes of the brain. The main types of serous meningitis are enteroviral, lymphocytic, with epidemic parotitis. The most frequent forms of serous meningitis. Features of treatment. Outcomes, Principles of differential diagnosis of serous meningitis from tuberculous meningitis. Treatment of tuberculous meningitis.

10. Secondary infectious allergic encephalitis. Brain lesions developing with common infections and after vaccination.

11. Prevalence of white matter lesions of the brain, spinal cord / encephalomyelitis /, peripheral nervous system / encephalomyelopolyradiculoneuritis /.

Infectious diseases of the central nervous system is one of the frequent forms of neurological pathology. In recent decades, thanks to the introduction of new diagnostic technologies and powerful antibacterial and antiviral drugs, significant advances have been made in the treatment of some recently lethal diseases. At the same time, the spectrum of pathogens of infectious diseases of the nervous system expanded, mixed, atypical forms became more frequent, which can create significant diagnostic difficulties. The spectrum of microorganisms affecting the nervous system is very diverse. These are bacteria (meningococci, hemophilia, Streptococcus, Staphylococcus, Proteus, Escherichia coli, Campylobacter, Mycobacterium tuberculosis, Leprosy, Clostridium, diphtheria bacillus, etc.), rickettsia, mycoplasmas, viruses (enteroviruses, herpes simplex viruses, Epstein-Barr virus , cytomegalovirus, mumps, measles, rubella, influenza, lymphocytic choriomeningitis, arboviruses, HIV, human T-lymphocyte virus type I, rabies virus, papoviruses), fungi, protozoa (plasmodia, toxoplasm), helminths (trichinella, cysticum to, echinococcus, Schistosoma), the amoeba.

Meningitis is an acute infectious disease with a predominant lesion of the arachnoid and soft membranes of the brain and spinal cord.

Etiology, pathogenesis.

The disease causes a variety of bacteria, viruses, rickettsia, fungi.

The entrance gates to the body most often serve as a nasopharynx and intestine. From here they penetrate into the blood (the stage of bacteremia and viremia) and then hematogenously enter the membranes of the brain. Inflammable soft and arachnoid shells and closely related to them vascular plexuses of the ventricles. Violated absorption and circulation of cerebrospinal fluid, which leads to the development of intracranial hypertension. The substance of the brain and spinal cord, roots, cranial nerves, and brain vessels can be involved in the process.

Primary meningitis proceed as independent diseases, secondary ones are a complication of somatic diseases.

Depending on the nature of the inflammatory process in the brain envelopes and CSF composition, purulent and serous meningitis are distinguished.

Purulent meningitis, as a rule, is caused by bacteria, and

  serous - with viruses.

By the rate of development

  sharp,

  subacute,
chronic meningitis.

The causes of subacute and chronic meningitis:

infectious (bacterial, fungal, parasitic, viral) diseases and

non-infectious (malignant tumors - carcinomatosis of meninges;

inflammatory diseases - sarcoidosis, SLE, isolated angiitis of the nervous system, Behcet's disease, Wegener's granulomatosis, Sjogren's syndrome, Vogt-Konayagi-Harada syndrome;

medicinal menigitis.

The clinical picture of meningitis consists of general infectious, cerebral and meningeal symptoms.

Common infectious symptoms:

  include fever,

  feeling of indisposition,

  hyperemia of the face,

  myalgia,

  tachycardia,

  inflammatory changes in the blood, etc.

General cerebral symptoms:

  headache,

  vomiting,

  confusion or depression of consciousness,

generalized epileptic seizures.

Headache is bursting, due to irritation of the meninges innervated by the branches of the trigeminal and vagus nerves, sympathetic fibers.

Meningeal syndrome:

  stiff neck muscles,

  symptoms of Kernig and Brudzinsky (upper, middle, lower),

  Bekterev's cheekbone phenomenon,

  general hyperesthesia.

Depending on the nature of the disease and its stage, the severity of individual symptoms varies widely.

Severe purulent meningitis in some cases is accompanied by confusion or depression of consciousness, or by sharp psychomotor agitation, delirium, epileptic attacks.

The diagnosis of meningitis is based on the features of the clinical picture and the composition of the cerebrospinal fluid, as well as on the data of its bacteriological and virological research.

Meningism - irritation of the meninges without penetration of infection into the subarachnoid space (the composition of cerebrospinal fluid is normal), often observed at the height of common diseases, accompanied by intoxication and high fever.

Differential diagnostics. Detection of the meningeal syndrome should not be identified with a diagnosis of meningitis. In addition to meningitis, meningeal sipmtomas can be detected when:

  subarachnoid hemorrhage,

  intracranial hypertension,

  volumetric processes in the posterior cranial fossa (hematoma, cerebellar abscess),

  carcinomatosis of meninges,
intoxications,

  craniocerebral trauma.

Purulent meningitis is characterized by the presence in the cerebrospinal fluid of neutrophilic pleocytosis exceeding 500-1000 cells in 1 μl, turbid, yellow-green, mainly contains neutrophils, an increase in the protein level is prognostically unfavorable, characterized by a decrease in glucose levels, also in tuberculous and fungal meningitis. Purulent meningitis can be caused by various pathogens: meningococci, pneumococci, hemophilic daddy, streptococci, E. coli, etc.

In the diagnosis of meningitis, serological tests are used - long, the diagnosis is put in retrospectively; planting the pathogen on nutrient media and determining its sensitivity to antibiotics - a long time; Immunological express methods of CSF study - method of oncoming immunophoresis and method of fluorescent antibodies - these methods allow to determine the presence of antigenic agents of meningitis in CSF with the aid of group precipitating sera for several hours.

Meningococcal meningitis (gram-negative diplococcus), is easily detected by microscopic examination in leukocytes or extracellularly, is transmitted by a drip. The disease is sporadic, but sometimes there are small epidemics, the greatest number of outbreaks is recorded in the winter-spring period.

Meningococcal infection can manifest itself in various forms:

  asymptomatic bacterial transport,

  nasopharyngitis,

  arthritis,

  pneumonia,

  meningococcemia,

  purulent meningitis and meningoencephalitis.

The duration of the disease is 2-6 weeks, however, hypertoxic forms are possible, which proceed lightning-fast and lead to a fatal outcome within 24 hours.

Pneumococcal meningitis mainly affects young children and people older than 40 years (the latter is the most frequent form of purulent meningitis). Sources of infection and factors contributing to the transition of the lesion to the membranes of the brain are chronic otitis and sinusitis, mastoiditis, skull injuries, alcoholism, immune disorders. As with meningococcal meningitis, there may be prodromal symptoms in the form of general malaise and subfebrile temperature. Skin rashes are uncommon, with the exception of herpes labialis. The clinical picture is typical for severe bacterial meningoencephalitis. Characteristic short-term deenergia of consciousness, convulsions and paralysis of cranial nerves. Very typical is the greenish coloration of the turbid cerebrospinal fluid. Without treatment, the disease leads to death in 5-6 days, however, and with adequate treatment, the mortality rate is high (up to 50%).

Neurological complications of complications of acute purulent meningitis (in 10-30% of persons who underwent acute purulent meningitis). Complications are divided into early and late.

  Early complications include an increase in ICP,

epileptic seizures, arterial or venous thromboses, cerebral circulation disorders, subdural effusion,

hydrocephalus, cranial nerve damage.

  Late complications - residual focal neurological defect, epilepsy, dementia.

In addition to neurological complications, such systemic complications as septic shock, endocarditis, purulent arthritis, pneumonia, deep vein thrombosis and pulmonary embolism, pancreatitis, panophthalmitis are possible.
Treatment. Identification of the pathogen by bacteriological examination, which sometimes requires a long time, is possible only in 70-80% of cases. In the most acute stage, many sporadic cases of purulent meningitis do not have enough convincing etiological signs, therefore, penicillin is first prescribed at the rate of 200 000-300 000 units / kg, and for infants 300 000- 400 000 units / kg per day, which is on average adult patients 24 000 000 units / day. Penicillin is administered at 4-hour intervals (6 times per day) in adults and with 2-hour intervals in infants.

Instead of benzylpenicillin in purulent meningitis, semi-synthetic penicillins - ampicillin sodium salt, oxacillin, methicillin - can also be used. Ampicillin is administered at 2 g at 4 hours IM or IV (up to 12 g / day), children - 200-400 mg / kg IV every 6 hours. Sometimes penicillin is added iv injection of sulfonamethotoxin in 1 -and a day 2 grams 2 times, and in the following days 2 grams 1 time per day. If penicillin is intolerant, gentamycin is used (up to 5 mg / kg per day), levomycetin (up to 4 g / day), vancomycin (up to 2 g / day). Combined treatment of meningococcal meningitis with several antibiotics does not have advantages over massive doses of penicillin or ampicillin. However, when meningitis caused by a hemophilic rod, it is necessary to combine ampicillin and levomycetin, if an E. coli is found in the cerebrospinal fluid, ampicillin and gentamicin, if streptococcus is detected, penicillin and gentamicin. Intrapyumbapno in severe cases, add penicillin, gentamicin or streptomycin. In severe cases, immediate plasmapheresis is necessary, followed by the introduction of fresh-frozen plasma to 1-2 l (dose to adults).

Serous meningitis is most often a consequence of a viral infection, characterized by lymphocytic pleocytosis within a few hundred cells in 1 μl, a moderate increase in protein content, a normal glucose content, a negative bacteriological test, a benign course with spontaneous recovery.

Tuberculosis meningitis in most cases develops gradually, showing an increasing headache against a background of low temperature, which is only a few days later, vomiting, adynamia, and deafness join. At the beginning of the second week of the disease, the defeat of the cranial nerves as a rule, an oculomotor and (or) a leading one, is revealed; At the end of the second week, there is a breakdown in the function of the pelvic organs and confusion. In half of cases, tuberculous meningitis occurs against the background of an active tuberculosis process, most often in patients with hematogenously disseminated pulmonary tuberculosis. Currently, the disease is equally common in both children and adults. In the early stages of the disease, there is considerable difficulty in differentiating tuberculous meningitis from viral ones. Even minor signs of disturbed oculomotor innervation and a decrease in glucose in the cerebrospinal fluid are the most important arguments in favor of tuberculous lesions of the membranes.

Treatment. Isoniazid (tubazid) 0.3 g 3 times a day (adult), streptomycin IM once a day at a dose of 1,000,000 units, rifampicin. It is often additionally prescribed ethambutol. Chemotherapeutic drugs are combined with glucocorticoid hormones - 15-30 mg / day prednisolone inside. When the phenomenon of meningoencephalitis requires intensive therapy of cerebral edema. For the prevention of sometimes called tubazid and its analogues, polyneuropathies and seizures are prescribed vitamin B6 and phenobarbital.

Forecast. With the timely start of treatment, lasting many months, as a rule, there comes a complete recovery. In the case of delayed diagnosis, especially if obscuration of consciousness is observed, focal brain lesions and hydrocephalus, the outcome is unfavorable, and among the survivors most have residual symptoms.
Viral (aseptic) meningitis. Pathogens: Coxsackie viruses, ECHO, benign lymphocytic choriomeningitis and mumps; Serous meningitis can be caused by any other neurotropic virus, when at the height of the viremia the shells of the brain are involved in the process. Outside the epidemic outbreak, the clinical picture of aseptic meningitis does not, as a rule, have specific features. The disease begins acutely or subacute: with a moderate increase in temperature, headache, vomiting, general malaise, cervical muscle tension and Kernig symptom appear.

Significant signs of general intoxication are usually not observed. The phenomenon of pharyngitis is common. No changes in blood. In cerebrospinal fluid there is lymphocytic pleocytosis with a slight increase in protein at a normal glucose content. Among the viral meningitis, meningitis (or meningoencephalitis), which occurs in 0.1% of cases of mumps, is most important. The neurologic syndrome develops 3 to 6 days after the onset of the disease. Occasionally, parotitic meningitis takes a severe course, accompanied by a brain lesion. When treating patients with mumps, remember the possibility of developing polyneuropathy, isolated damage to the auditory nerve, as well as concomitant pancreatic lesions (abdominal pain) and gonads (orchitis).

Treatment symptomatic: analgesics, diuretics, tranquilizers, antihistamines, bed rest. The overwhelming majority of patients with aseptic menigitis are subject to hospitalization in infectious departments due to the high infectiousness of enterovirus infections.

Forecast. In most cases, recovery occurs in a few days or weeks.

In any infectious process, various structures of the nervous system are affected, albeit to varying degrees. In connection with these widely used terms such as meningoencephalitis or encephalomyelitis, more accurately reflect the anatomical spread of the pathological process.

Encephalitis is usually divided into:

  primary

  secondary (post- and para-infectious).

Encephalitis viral - a group of diseases characterized by inflammation of the brain and caused by neurotropic viruses.

Etiology, pathogenesis. With the introduction of the virus, neuronal destruction occurs, edema of the brain tissue, arteritis and thrombosis of small vessels, glial proliferation. Defeat of the brain can be diffuse (encephalomyelitis), selective (polyoencephalitis) or local. Usually the brain shells are involved in the process.

Mosquito (Japanese) encephalitis. The causative agent is a specific virus, carried by special types of mosquitoes. Disease within Russia is recorded only in the Far East and has a pronounced seasonality (summer-autumn period). The clinical picture is characterized by the severity of the encephalopathic syndrome, deep confusion of consciousness. There is high leukocytosis in the blood. Mortality in individual outbreaks up to 10%; complete recovery occurs in half of the sick.

Primary viral encephalitis (ENCEPHALIT ECONOMY). The disease was epidemic in the end of the First World War in 1916, then in 1927 unexpectedly began to decline.
The disease occurs acutely, or gradually. The acute stage of lethargic encephalitis is defined as "hypersomal ophthalmoplegia" and is characterized by increased drowsiness and oculomotor disorders, which reflects the predominant involvement of the midbrain. The patient can fall asleep in any conditions. Oculomotor disorders are most often manifested by diplopia, and less frequent is supranuclear ophthalmoplegia. The pupils' reaction to accommodation and convergence is absent or reduced (the opposite symptom of Argyl Robertson).

Parkinsonism and other extrapyramidal syndromes are characteristic of the chronic stage of encephalitis. The true cases of Ekonomo's disease are not currently encountered.

Encephalitis (meningoencephalomyelitis) is parainfection and postvaccinal.

Etiology, pathogenesis. Of decisive importance are allergic mechanisms. Parainfection complications from the nervous system are observed almost with all known infections.

Neurological syndrome of parainfection and postvaccinal complications, as a rule, does not have any specific signs, its nature depends on the underlying disease.

Encephalomyelitis in rabies vaccinations.

Usually 2-3 cases of neurological complications are diagnosed per 10 thousand people who received an antirabic vaccine. Post-vaccinated disseminated encephalomyelitis usually occurs after several injections of rabies vaccine. Especially natural is the development in a similar situation of transverse myelitis against the background of concomitant lesions of various parts of the brain. Treatment is symptomatic: large doses of glucocorticoid hormones are used. In severe cases, antibiotics are prescribed to prevent superinfection.

Treatment

1. Edema of the brain. As a result of a sharp increase in ICP, the emergence of foci of inflammation with perifocal edema, brain hyperemia and hemorrhages, it is possible to shift the structures of the brain with their subsequent inclusions into the large occipital orifice. To quickly reduce ICP, osmotic agents are used, a longer effect is achieved with high doses of corticosteroids. It has been experimentally proven that corticosteroids contribute to the spread of herpetic infection through the nervous tissue, therefore, in viral encephalitis they are used only on strict indications. In addition, since the edema in this case is mainly cytotoxic, the effectiveness of corticosteroids is not so great.

2. Epileptic seizures in viral encephalitis are often difficult to treat.

Anticonvulsant therapy is performed in the same way as with seizures of another etiology.

3. Antiviral therapy.

Kleshchevoy (spring-summer) encephalitis - taiga, Siberian, Russian encephalitis. The virus is transmitted by ixodid mites, the distribution range of which in Russia is limited to the Far East, Siberia, the Urals. In addition to infection with a tick bite, it is possible to get infected through alimentary milk through the milk of goats and cows.

The disease usually occurs in the spring-summer period.

As with other neuroinfections, the severity of the clinical picture and the prevalence of lesions of various parts of the nervous system range from mild nonspecific fever states or serous meningitis to severe meningoencephalitis that terminate lethal. The most typical picture is the lesion of the gray matter of the brainstem and the cervical spinal cord. Against the background of an acute general infectious symptom complex, bulbar disorders and flaccid paralysis of the neck and upper limbs develop. Usually there are meningeal symptoms. In severe cases, there are stunning, delusions, hallucinations. The temperature begins to decrease on the 5th-7th day of the disease, then the general cerebral symptoms subsided, and focal symptoms soften. The study of blood in an acute period shows leukocytosis, an increase in ESR: in cerebrospinal fluid, moderate pleocytosis.
Thus, the disease can manifest itself

following forms:

  febrile,

  meningeal,

  meningoencephalitic,

  polyencephalitic,

  poliomyelitis,

  polyencephalomyelitis,

  two - wave flow.

In case of differential diagnosis, the reference points are the endemicity of tick-borne encephalitis, its confinement to a certain period of the year, the positive complement fixation (RSK) reaction and the neutralization reaction. The complexity of diagnosis with lime-borreliosis. In neuro-borreliosis, differential diagnosis is important in the first and second phases, when besides migrating erythema, meningitis, radiculitis and cranial neuropathy are also characteristic. The most operative reception of diagnostics is ELISA, PCR.

Treatment. Donor (anti-encephalitic) gamma globulin of average titer (1: 80-1: 160) IM in 0.1-0.15 ml / kg of body weight per day in the first 3-4 days of the disease, course dose 18-36 ml; Serum polyglobulin at 6-9 ml IM; ribonuclease 2.5-3.0 mg / kg body weight per day IM, fractional, 6 times a day during the febrile period (course dose of 700-900 mg RNase). They also provide detoxification, control of water-electrolyte balance, dehydration (furosemide, mannitol), if necessary, ventilation is used. In order to protect against superinfection, antibiotics are prescribed. According to the indications, symptomatic agents are prescribed. With residual defects, rehabilitation therapy is performed.

Forecast. Mortality from 10 to 20%. In recent years, relatively light forms of the disease predominate.

There may be full recovery or recovery from a neurological defect, most often in the form of weakness and weight loss of the muscles of the neck, arms, upper extremity belt.

Prevention. Specific vaccination with tissue inactivated vaccine. Active immunization is carried out according to epidemiological indications. The vaccine is given 1 ml of SC, 3 times a day in the autumn period, then once in spring with subsequent annual revaccination. Persons exposed to bites of ticks, 22

antiancephalitic immunoglobulin of high titer (1: 640-1: 1280) is administered once 0.1 ml / kg of body weight for 48 hours and 0.2 ml / kg of body weight from 48 to 96 hours. Measures to protect against tick bites.

Arachnoiditis is a serous inflammation of the arachnoid membrane of the brain and / or spinal cord. Contrary to popular beliefs - a very rare disease. Often the process involves the mild membranes. In connection with the severity of productive inflammatory changes with arachnoiditis, spikes develop in the subarachnoid space; can form cysts, sometimes reaching large sizes. These processes disrupt CSF circulation and lead to the development of intracranial hypertension.

Classification. Morphologically distinguish adhesive and cystic arachnoiditis, and depending on the location - cerebral, spinal, cerebrospinal; downstream - acute, subacute ichoric.
Etiology, pathogenesis. Important are past trauma, meningitis, subarachnoid hemorrhage. Of the cerebral arachnoiditis, only arachnoiditis of the posterior cranial fossa, which usually imitates a tumor of this localization, is of practical importance. With spinal localization, arachnoiditis usually repeats the spinal cord compression clinic. Neither clinical blood tests, nor the study of cerebrospinal fluid specific changes do not reveal. It helps to recognize arachnoiditis only myelography, giving a characteristic picture, different from the myelogram for a tumor of the spinal cord. The overwhelming majority of patients who have been treated for "arachnoiditis" for many years actually have neurosis-like (primarily asthenic, asthenodepressive) conditions, including persistent headache, and certain organic microsymptoms revealed in this case become the starting point for erroneous diagnosis.

Focal symptomatology in arachnoiditis depends on the primary localization and severity of the pathological process.

With arachnoiditis posterior cranial fossa

  hypertensive phenomena,

  stagnant phenomena on the fundus,

  systemic dizziness,

  vomiting,

  nausea,

  coordinating disorders, and when the process is localized in the bridge-cerebellum angle, the symptoms of lesions of VIII, VII, VI, and V pairs of cranial nerves.

With optico-chiasmal arachnoiditis, vision and vegetative regulation suffer. With a common basal arachnoiditis - symptoms of cranial nerve damage. When convective arachnoiditis - convulsive seizures, pyramidal disorders, children have a delay in mental development. With spinal arachnoiditis - radicular pain, loss of sensitivity, motor disorders.

Treatment. Arachnoiditis of the posterior cranial fossa and spinal cord, flowing with a pseudotumorous picture, is usually treated surgically.

Conservative treatment is based on the use of antibiotics, sulfalinamide, desensitizing, dehydrating drugs. In the chronic stage, prescribe courses of resorption therapy (aloe extract, vitreous, lidase), dehydrating agents, vitamins B1, B2, B6, B12, C.

Pahimeningitis - inflammation of the dura mater. In some cases, fiber is involved in the process between two sheets of this shell in the spinal canal (epidurit). In terms of the prevalence of the lesion, pachymeningitis can be local and diffuse, according to the nature of the inflammation - purulent and serous.

Abscess of the brain is a focal congestion of pus in the brain substance.

Etiology, pathogenesis. An abscess occurs as a complication of skull injuries, develops as a result of the spread of infection from the abscesses located in close proximity to the brain, or the introduction of an infected microembolus from the extracranial foci of purulent infection and septicopyemia. In 30% of cases, the brain abscess has an otogenic origin, localizing in the temporal lobe or in the cerebellum. The second most frequent cause of abscesses is purulent lung disease. Symptoms, course. The onset of the disease is usually characterized by a pattern of purulent meningoencephalitis: general severe condition, intense headache, vomiting, high fever, meningeal signs, polynucleous leukocytosis, increased ESR, moderate pleocytosis in the cerebrospinal fluid. With a high virulence of the pathogen, melting of the brain tissue occurs and a capsule of the abscess gradually forms around the formed cavity filled with pus. By the time of its full development (in 4-6 weeks), general infectious symptoms usually subside and the patient's condition improves. In the future, gradually increase intracranial hypertension and symptoms of focal brain damage. In half of the cases, stagnant discs of the optic nerves are noted. Cerebrospinal fluid in the encapsulation of the abscess is little or no change.
Inflammatory changes in blood are insignificant.

The described pseudotumorous stage of an abscess can last from several months to many years. As the abscess increases and the dislocation phenomena worsen, the risk of cerebral hernias increases, with the brain stem is infringed in the incision of the cerebellar nerve or in the large occipital foramen. The possibility of developing intracerebral hernia dictates extreme caution when carrying out lumbar puncture in case of suspected brain abscess.

In the differential diagnosis of brain abscess with focal meningoencephalitis or meningitis, the data of echoencephalography (displacement of the midline structures of the brain in the supratentorial abscess) and computed tomography play a decisive role.

Treatment of cerebral abscess is only surgical in combination with intensive antibiotic therapy.

Forecast. Postoperative lethality - 20-30%.

Particularly unfavorable is the prognosis for multiple abscesses, which are 10% of all cases of this disease. In some patients after the operation persistent residual symptoms (hemiparesis, aphasia, ataxia, etc.) persist.

Myelitis is an inflammation of the spinal cord, usually an exciting white and gray matter; in transverse myelitis, the lesion is limited to several segments; with scattered myelitis, lesions are localized at several levels of the spinal cord.

Etiology, pathogenesis. Causes of acute myelitis can be infection with the herpes zoster virus, cytomegalovirus, Epstein-Barr virus, or mycoplasma. Neurotropic viruses or neuro-allergic reactions in vaccinations or demyelinating processes, less often pyogenic flora with spinal injuries or common infections (meningococcal sepsis, etc.). Upon examination, the affected area of ​​the brain is swollen, hyperemic, and in the most severe cases, its softening is noted - myelomalacia. At a microscopic examination, inflammatory infiltration of the soft shell of the spinal cord is revealed. The cerebral tissue is edematous, infiltrated with lymphoid cells, changes in nerve fibers and neurocytes of different degrees, up to their death, are noted. In the lesion, usually in the lower thoracic department, there are edema, hyperemia, a lot of thrombosed vessels with perivascular inflammatory foci. Symptoms, course. The onset is acute or subacute, often accompanied by an increase in temperature.

There is intense pain at the level of lesion by the type of radicular, followed by paralysis of the underlying parts of the trunk and extremities. A complete or partial loss of sensitivity is noted from the lesion level. There is a breakdown in the function of the pelvic organs. Symptomatology is often asymmetric and can grow for several hours or days, leading to lower paraplegia or tetraplegia, paresthesia, urinary retention, bowel dysfunction. In an acute period, regardless of the level of damage, paralysis is flaccid. However, Babinsky's symptom soon appears. With myelitis of the cervical and thoracic localization after a few days, the flaccid paresis gradually transforms into spastic paresis. The function of the posterior columns in the early stages may remain intact, but there are selective forms with lesion of the posterior columns or only half the width with the development of the Brown-Sekar syndrome. In cerebrospinal fluid, hyperalbuminosis and pleocytosis (in the absence of a block). Differential diagnosis. Acute demyelinating polyradiculoneuropathy Guillain-Barre unlike myelitis is not accompanied by conductive disorders. Myelitis is almost indistinguishable epiduritis; decisive is the epidural block in the case of Quéquenstedt and in myelography. Spinal stroke in the clinical picture resembles myelitis, but differs in the normal composition of the cerebrospinal fluid and the localization of the lesion, usually in the basin of the anterior spinal artery, whereas in the myelitis the entire diameter of the spinal cord, including the posterior columns, is usually damaged. In some cases, the symptoms of myelitis are combined with neuritis of the optic nerve, forming a syndrome of opticomelitis or Devik's disease, close to demyelinating diseases.
Treatment. Large doses of glucocorticosteroids - up to 80-120 mg of prednisolone per day inside, 1000 mg metipreda drip for 3-5 days with the subsequent transition to oral intake. Skin care and monitoring of bladder function. Antibiotics for the prevention of intercurrent infections. In herpetic myelitis, aciclovir is prescribed in a dose of 5 mg / kg body weight, IV, drip, in 100 ml isotonic sodium chloride solution 3 times a day, 7-10 days. With mycoplasmal infection - doxycycline 100 mg 2 times a day, 14-21 days.

Forecast. Pyogenic myelitis with an ascending course usually terminates lethal, but timely connection to a respirator can save a patient with paralyzed respiratory muscles. At rough damage of a diameter of a brain there is a proof paraplegia. In more light cases, it is possible to restore spinal functions, often quite significant.

Poliomyelitis is an acute epidemic (acute anterior poliomyelitis, children's spinal paralysis, Heine-Medina disease) - an acute viral disease caused by damage to the cells of the anterior horns of the spinal cord and the nuclei of motor cranial nerves, leading to the development of flaccid paralysis with areflexia and muscle atrophy.

Etiology, pathogenesis. The causative agent is a polio virus that causes acute inflammation of the bodies of peripheral motor neurons at the height of the viremia.

Poliovirus belongs to the group of enteroviruses and has three antigenic serotypes: 1 - causes 90% of all epidemics of paralytic poliomyelitis, 2 and 3 - are responsible for the remaining cases. The virus is transmitted by the fecal-oral route. Transmission of the infection can occur through saliva, rarely - by airborne droplets when sneezing or coughing.

Symptoms, course. Poliovirus infection is divided into two forms: small - it covers the period preceding the onset of paralysis, manifests itself with gastrointestinal symptoms and general manifestations; large - develops 3-4 days after a small one and is manifested by aseptic menigitis, polyencephalitis, bulbar poliomyelitis, paralytic poliomyelitis. These forms can occur in isolation and in combination. The incubation period averages 7-14 days. Then, against the background of common infectious and shell symptoms, flaccid paralysis develops.

When paralytic poliomyelitis (is 0.1-2% of all poliovirus infections), depending on the prevalence of affected muscles, spinal, bulbar and bulbospinal forms of the disease are isolated. The most dangerous complication of poliomyelitis - respiratory disorders - can be caused either by paralysis of the respiratory muscles, or by the defeat of bulbar nuclei. Their involvement in the process is sometimes accompanied by arterial hypertension or hypotension, tachycardia. The prevalence of paralysis is very different: mono-, para-, tetra-plegia with varying degrees of involvement in the process of bulbar musculature and trunk musculature are observed. More often the paralysis is asymmetric, muscle weakness predominates in the proximal areas. In cerebrospinal fluid, lymphocytic pleocytosis with a normal protein and glucose content; in 5% of cases the fluid is normal.

Differential diagnosis of abortive and non-paralytic forms of poliomyelitis with serous meningitis caused by enteroviruses is difficult and without virological examination is possible only with an epidemic outbreak of poliomyelitis. Diagnosis is difficult to differentiate with polyadiculoneuropathy Guillain-Barre, which also sharply appear sluggish

paralysis, but in the cerebrospinal fluid, usually from the first days of the disease, the protein content (protein-cell dissociation) is increased; In addition, in some cases paralysis is accompanied by loss of sensitivity by the type of "gloves" and "socks".

Complications of the acute period can be pneumonia, urinary tract infection, pulmonary edema; in the residual stage - deformation of the skeleton due to muscle paralysis, osteoporosis, urolithiasis (in bedridden patients).
Treatment. Symptomatic; when respiratory failure appears, ventilation is indicated. In the recovery period - massage, physiotherapy exercises.

Forecast. Diffuse muscle weakness is prognostically much more favorable than the rough paralysis of several important muscles; The most serious is bulbar paralysis (10-20% of all cases of the disease). The mortality from poliomyelitis does not exceed 5-10%, but the residual phenomena in a number of patients remain for life.

Prevention. The contagious nature of poliomyelitis is very high; patients should be placed in specialized hospitals. Mandatory vaccination in childhood is carried out by oral live attenuated poliovirus vaccine Sebina, also inactivated polio vaccine Salka. With the use of the killed vaccine, the immunity is short (5-10 years), and revaccination is required.

Immunity with the live vaccine is long, even lifelong. However, a live vaccine can cause paralysis (1: 3,000,000). In Russia, a live vaccine is used. Thanks to vaccination, poliomyelitis in Russia is almost never found.

Treatment. Care of the patient; LFK orthopedic measures as the condition improves. For the treatment of muscle pain, analgesics, hot wraps are used to reduce anxiety - anxiolytics (kassadan) and antidepressants (Prozac). It is necessary to treat the situation, prevent the formation of pressure sores. With bulbar form - IVL.

Physiotherapy only in the period of convalescence.
CONTROL QUESTIONS:

1. Definition of the concept of encephalitis. Classification of encephalitis by morphological, etiopathogenetic principles and by nosological forms.

2. The main links of the pathogenesis of meningitis and encephalitis, depending on the etiologic factor.

3. The most characteristic neurological syndromes occurring in childhood and in adults with encephalitis and meningitis.

4. Differential diagnosis of encephalitis with other diseases of the nervous system with focal symptoms.

5. Principles of differential diagnosis of forms of meningitis.

6. Plan of examination of a patient with encephalitis or meningitis.

7. Pathogenetic, symptomatic and restorative treatment of various types of encephalitis and meningitis.

8. Prevention of acute neuroinfections.

TESTS

1. An acute infectious disease with a primary lesion of the soft and soft membranes of the brain and spinal cord is ...

A. Meningitis

B. encephalitis

B. Brain abscess

G. myelitis

2. Inflammation of the spinal cord, which, as a rule, captures the greater part of its diameter with the defeat of both gray and white matter is ...

A. Meningitis

B. Brain abscess

B. myelitis

D. encephalitis

3. What can complicate severe forms of meningococcal infection?

A. pneumonia

B. myocarditis

B. pericarditis

G. myocardial infarction

D. All of the above

4. A rash, which has the shape of asterisks of various shapes and sizes, dense to the touch, protruding above the skin level, more often appearing in the buttocks, hips, on the shins, is most often a characteristic feature:

A. meningococcal meningitis

B. Meningitis caused by a hemophilic rod

V. pneumococcal meningitis

D. Recurrent bacterial meningitis

D. Listeriogenic meningitis

5. In what forms can meningococcal infection occur?

A. asymptomatic bacteriocarrier

B. Nasopharyngitis
B. arthritis

G. meningococcemia

D. Pulmonary meningitis

E. pneumonia

J. meningoencephalitis

H. All of the above is true

6. Recurrent episodes of bacterial meningitis indicate:

A. about the anatomical defect

B. violations of mechanisms of immunological protection

V. about young age

G. about old age

D. on untimely diagnosis

7. Neurological complications of acute purulent meningitis are:

A. hydrocephalus

B. impaired cerebral circulation

B. subdural effusion

G. subdural empyema

D. epileptic seizures

E. sensorineural hearing loss

G. All of the above is true

8. The most frequent pathogens of serous meningitis are:

A. Enteroviruses

B. mumps virus

B. Herpes simplex virus type II, tick-borne encephalitis virus

D. Lymphocytic choriomeningitis virus

D. All listed is true

9. Serous viral meningitis is characterized by:

A. lymphocytic pleocytosis

B. moderate increase in protein content

B. Normal glucose

G. negative bacteriological test result

D. benign course with spontaneous recovery

E. All listed is true

10. For acute purulent meningitis is characterized by:

A. high intracranial pressure up to 200-500 mm of water. on the 1-2 day

B. CSF turbid, yellowish-gray color

B. The number of cells in the CSF reaches hundreds and thousands in 1 μl

D. neutrophilic pleocytosis

D. increased the amount of protein (up to 10-15 g / l), reduced glucose

E. All listed is true

11. Epileptic seizures occur more often during and after:

A. Acute purulent meningitis

B. Acute serous meningitis

V. everything is true

D. everything is not true

12. The causative agents of meningitis in herpetic infection can be:

A. Herpes simplex virus type II (HSV-2)

B. varicella zoster virus

B. herpes zoster virus

G. everything is true

D. all is not true
13. The most characteristic neurological manifestation of infection caused by the virus of herpes simplex type II are:

A. combination of recurrent meningitis and lumbosacral radiculitis

B. asymptomatic meningitis

B. focal neurological symptoms

D. marked degree of depression of consciousness

D. everything is true

14. Complications of herpes zoster include:

A. damage to the eyeball

B. postherpetic neuralgia

B. myelitis

H. meningoencephalitis

D. contralateral hemiparesis associated with ophthalmic herpes

E. All listed is true

15. Chronic regional lymphadenopathy occurring in the area of ​​a scratch caused by a cat (93%), less often by a dog or other animals, is a manifestation:

A. Meningitis with cat scratch disease

B. Meningitis in infectious mononucleosis

B. Meningitis with a herpetic infection

D. everything is not true

D. everything is true

16. List the common infection symptoms with meningitis:

1, 2, 3, 4

17. List general cerebral symptoms with

Neuroinfections:

1, 2, 3, 4

18. What concerns the meningeal syndrome:

1, 2, 3. 4

19. What is meningism?

20. Which of the following are early complications of purulent menigitis?

A. Increased intracranial pressure

B. subdural effusion

B. hydrocephalus

H. epilepsy

D. cerebral infarction

E. Thrombosis

G. focal neurological deficit

21. Which of the following are late complications of purulent menigitis?

A. Subdural effusion

B. acute disorders of cerebral circulation

V. convulsive attacks

D. Hydrocephalus

D. dementia

E. defeat of cranial nerves

G. focal neurological deficit

H. epilepsy

22. What are the main forms of tick-borne encephalitis?

1, 2, 3, 4, 5, 6
23. Treatment of tick-borne encephalitis:

A. donor (anti-encephalitic) gamma globulin of the mean titer (1: 80-1: 160) IM in 0.1-0.15 ml / kg of body weight per day

B. detoxification

B. control of water-electrolyte balance

G. dehydration

24. Give the definition of arachnoiditis - ...

25. Classification of arachnoiditis (morphological).

A. Adhesive

B. cerebral

B. Spinal

G. cystic

D. Cerebrospinal

E. acute

J. subacute

Chronic diseases

26. Depending on the location, the arachnoiditis is divided into:

A. Adhesive

B. cerebral

B. Spinal

G. cystic

D. Cerebrospinal

E. acute

J. subacute

Chronic diseases

27. Arachnoidites are distinguished along the current:

A. Adhesive

B. cerebral

B. Spinal

G. cystic

D. Cerebrospinal

E. acute

J. subacute

Chronic diseases

28. Give the definition of pachymygitis.

29. What is the brain abscess?

30. Myelitis is ...

31. Poliomyelitis is characterized by:

A. transmission of the virus by fecal-oral route

B. development of paralytic poliomyelitis

B. respiratory disorders

D. paralysis asymmetric, muscle weakness predominates in the proximal areas

D. in cerebrospinal fluid - lymphocytic pleocytosis

E. All listed is true
                          SOLVE THE PROBLEMS

Task number 1

Girl S., 5 years old. The disease began a week ago sharply with headache, diarrhea, general weakness and fever to 38.5є. On the sixth day of illness in the morning, after a dream, there was a paralysis of the right arm and left leg. From an anamnesis it is established, that the girl has received dragees against a poliomyelitis.

Objectively: no internal pathology was identified. The cranial nerves are preserved. Active movements of the right arm and left leg are absent, muscle tone is sharply reduced. Reflexes from the tendon of the biceps and triceps muscles, as well as the right wrist, knee, Achilles and plantar reflexes on the left are not caused. The sensitivity is not broken.

Blood test: ESR - 18 mm / h, leukocytes - 11000 in 1 μl. Cerebrospinal fluid: protein - 0.33 ‰, cytosis - 150/3.

Answer the following questions:

1) Determine what and where is affected.

2) Justify the topical diagnosis.

3) With what diseases it is necessary to carry out differential diagnostics.

4) Give and justify the clinical diagnosis.

Task number 2.

Patient K., 28 years old. He got sick at the end of May, when there was a chill, a strong diffuse headache, nausea, pain in the muscles of the neck and hands, body temperature rose to 39є. On the fourth day of the disease, hiccups, dyspnea, paralysis of the right hand joined, the head became heavy and began to hang over the chest. After three weeks, the patient's well-being improved, hiccough, shortness of breath, aching pain and muscle aches, normalized body temperature. However, the strength in the muscles of the arm and neck was not restored. From an anamnesis it is established that two weeks before the disease the patient was in the forest and was bitten by a tick in the neck.

Objectively: the patient supports the head with his hand, so that it does not hang over the chest, active head turns to the sides are impossible. The shoulders are lowered, the right hand hangs like a whip, active movements are absent; the left hand does not rise above the horizontal line. Shoulder pterygoids: the lower corners are outward and upward, they can not be brought to the spine, atrophy of the sternocleidomastoid, trapezius muscles, muscles of the neck, the forelegs, the right arm; atony muscles of the right arm. Reflexes from the biceps tendon, triceps muscles and wrist-reflex reflexes on the right are not caused. Sensitive disorders were not revealed at the time of the examination.

In the study of blood, urine, cerebrospinal fluid, no pathological changes were detected. The complement fixation reaction to tick-borne encephalitis virus in the blood is positive.

                     Answer the following questions:

1) Identify and justify a topical diagnosis.

2) Between what diseases should differential diagnosis be performed?

3) To put and justify a clinical diagnosis.

4) What is the duration of the recovery period for this disease?
Task number 3.

Patient S., 32 years old. He got sick about two years ago: his hands began to tremble and at the same time a stiffness of movements appeared. Gradually, these signs of illness increased. From an anamnesis it is established that three years ago in the autumn he suffered a flu accompanied by a headache, unusual drowsiness (could sleep for days), short-term doubling of surrounding objects, fever and general weakness. The patient was on vacation during this time. To the doctor did not address. The disease lasted about two weeks, "strong" tea and aspirin "helped".

Objectively: pathology from internal organs is not revealed. There is a decrease in interest in the environment, intrusiveness, egocentrism. The face is somewhat hyperemic, masklike, "greasy". Pupils are of circular shape, of equal size, their reaction to light is live, convergence is almost absent. On the fundus there is no pathology. The look is fixed at one point, rarely flashing, the voice is quiet, speech slow, monotonous, fading. Hypersalivation. Micrography. During standing and walking, the body is tilted forward, the legs are slightly bent in the knee joints, the arms are in the elbows and are pressed against the trunk. When walking, the hands do not perform friendly vibrational movements. He walks in small steps, hardly tearing his legs off the floor and shuffling.

It is easier for a patient to run than to walk, propulsion. The strength of the arms and legs is sufficient, however, the active movement is slow. The muscle tone of the limbs is increased diffusely, the symptom of the "cogwheel". Tendon and periosteal reflexes are caused, without difference of sides.

A peculiar tremor of the distal arms: stereotyped, 2-3 oscillations per second with a small amplitude. The movements of the fingers resemble the rolling of pills. The patient can delay hyperkinesis, but only for a few seconds. With emotional and physical stress, hyperkinesis is intensified.

The study of blood, urine, cerebrospinal fluid did not reveal any abnormalities. Wasserman's reaction in the blood and cerebrospinal fluid is negative.

Answer the following questions:

1. Identify and justify a topical diagnosis.

2. Between what diseases should differential diagnosis be performed?

3. Give and justify a clinical diagnosis.
ANSWERS TO TESTS

1. A. 2. B.

3. A, B, B.

4. A.

5. H.

6. A, B.

7. G.

8. D.

9. E.

10. E.

11. A.

12. G.

13. A.

14. E.

15. A.

16. fever, malaise, inflammatory changes in the blood, myalgia.

17. Headache, confusion, vomiting, epileptic seizures.

18. Stiff neck muscles, symptoms of Kernig and Brudzinsky (upper, middle, lower), Bechterev's zygomatic phenomenon, general hyperesthesia.

19. irritation of the meninges without infection in the subarachnoid space.

20. A, B, D, E.

21. D, F, Z.

22. febrile, meningeal, meningoencephalitic, polyencephalitic, poliomyelitis, polyencephalomyelitis.

23. A, B, C, G.

24. This is a serous inflammation of the arachnoid membrane of the brain and / or spinal cord.

25.A, G.

26. B, C, D.

27. E, F, Z.

28. Inflammation of the dura mater.

29. Focal accumulation of pus in the substance of the brain.

30. inflammation of the spinal cord, usually an exciting white and gray matter.

31. B.G.D.

REFERENCE BENCHMARKS ON TASKS

Task number 1

1. The anterior horns of the spinal cord (5-8 th cervical and 1-2 thoracic segments on the right, 3-5 th lumbar and 1 -2 th sacral segments on the left)

2.Obosnovanie topical diagnosis - peripheral paralysis of the right arm and left leg.

3. In the presence of marked peripheral paralysis and safe sensitivity, differential diagnosis should be conducted between acute infectious polyradiculoneuritis (motor variant) and poliomyelitis. Acute infective polyradiculoneuritis should be rejected on the grounds that with it, as a rule, the paralysis is symmetrical. For example, at first both legs are paralyzed, and then hands or hands and feet are paralyzed simultaneously. In this case, the paralysis is cross: the right arm and the left leg.

4. Clinical diagnosis: poliomyelitis. This is indicated by the acute onset of the disease, fever, headache, diarrhea, general weakness followed by peripheral paralysis of the right arm and left leg with safe sensitivity, as well as the presence of cell-protein dissociation in the cerebrospinal fluid. Vaccination against poliomyelitis should also be taken into account.

Task number 2.

1. The nuclei of the additional nerves and the anterior horns of the lower cervical and upper thoracic segments (C5-Th2) of the spinal cord to the right are affected, resulting in the development of peripheral paralysis of the sternocleidomastoid and trapezius muscles, as well as the right arm with a preserved sensitivity.

2.Differential diagnosis should be conducted between poliomyelitis and tick-borne encephalitis, since asymmetric lesion of the anterior horns of the cervical and upper thoracic segments of the spinal cord, as well as the nuclei of accessory nerves, arose against the background of signs of an infectious disease. The assumption of poliomyelitis, which is also called infantile cerebral palsy, should be deleted, since peripheral paralysis of the right arm, neck muscles and muscles innervated by the additional nerve developed not in the child, but in the adult.

3. Clinical diagnosis: tick-borne encephalitis, poliomyelitis form. The diagnosis is based on the presence of a tick bite in the anamnesis, the occurrence of a serious infectious disease in May (spring-summer seasonality is associated with the biology of the tick vectors), peripheral paralysis of the neck muscles (characteristic "dusky2 head") and right arm, as well as positive complement fixation with tick-borne virus encephalitis. The poliomyelitis of tick-borne encephalitis is indicated by the damage to gray matter, in particular the anterior horns, characteristic of poliomyelitis. The posterior horns of the spinal cord, also related to the gray matter, were not affected, since the patient has no pain and temperature sensitivity disorders.

4. Restorative period in tick-borne encephalitis - up to two years. The patient is to be treated within this period. During this period, recurrence of focal symptoms may occur. However, a progressive course of encephalitis is possible, when six months later, and sometimes even earlier, new symptoms appear: growing paresis, slowly turning into paralysis, hyperkinesia of myoclonic nature, followed by the emergence of so-called symptomatic myoclonus-epilepsy, the appearance of focal epilepsy of Kozhevnikov.
Task number 3.

1. Black substance and pale sphere on both sides are damaged, as well as vegetative formations of the hypothalamus. Hypokinesis (poverty and slowness of movements, disappearance of friendly movements, etc.), rigidity of muscles (diffuse increase in muscle tone with the symptom of the "cogwheel"), pallidar hyperkinesis, vegetative disorders (hypersalivation, greasiness and face hyperemia) - parkinsonism topical diagnosis.

2.Parkinsonism can be observed in epidemic encephalitis (chronic stage), atherosclerosis of cerebral vessels, craniocerebral trauma, various intoxications (manganese, mercury, barbiturates, drugs of biturophenone series), tumors, syphilis of the brain and Parkinson's disease. The young age of the patient, unhealed heredity, the absence of an anamnesis of cerebral trauma, intoxications, a negative Wasserman reaction, normal spinal fluid allow rejecting assumptions about atherosclerotic, posttraumatic and intoxication parkinsonism, syphilis, brain tumor and Parkinson's disease.

3. Clinical diagnosis: postencephalitic parkinsonism. The justification is the presence of anamnestic information about the transferred epidemic encephalitis (influenza accompanied by unusual drowsiness, diplopia, fever) and Parkinson's syndrome.

