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Abstract:  

            Febrile seizures are a frequent disease and trauma in children, 

they appear at the age of childish to 5 years of age and recent research 

have discovered a type of febrile convulsions after this age associated 

with genetic changes. 

The purpose of this review is to update physicians on the 

disease. 

Method: Research update of world literature about the disease 

Results come to update doctors and parents to the disease. 
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Pediatric febrile convulsions, which represent the most common 

disorder of childhood, exist only in conjunction with a high 

fever. Evidence suggests, however, that they have little to do 

with cognitive function, so the prognosis for normal 

neurological function is excellent in children with febrile 

convulsions. (1,3,4) 

Epidemiological studies have led to the division of febrile 

convulsions in 3 groups as follows: 

Simple febrile seizures 

Complex febrile seizures 

Symptomatic febrile convulsions 



Viola Gavani- Febrile convulsions in children. Review. Innovation and 

development in childish age and beyond 

 

 

EUROPEAN ACADEMIC RESEARCH - Vol. IV, Issue 8 / November 2016 

6685 

SIGNS AND SYMPTOMS (2) 

 

Simple febrile convulsion 

The disease is a fever in children aged 6 months to 5 years. 

Single convulsion is generalized and lasts less than 15 minutes. 

The child is neurologically healthy and without neurological 

abnormalities review or story development. Fever (disease) is 

not caused by meningitis, encephalitis, or any other disease 

that affects the brain. 

The disease is described by generalized convulsions 

toniko- clonic Complex febrile disease Age, prior neurological 

disease, and fever are the same as for the simple febrile 

convulsion This seizure is either plane or prolonged (ie,> 15 

min).(7) Symptomatic febrile convulsion diagnosis No specific 

laboratory studies have shown that a simple febrile seizure. 

Doctors should instead focus on the diagnosis of the cause of 

fever. About lumbar puncture, the following should be kept in 

mind: Many professionals consider lumbar puncture in children 

younger than 12 months, because the signs and symptoms of 

bacterial meningitis may be minimal or absent in this age 

group. Lumbar puncture should be considered in children aged 

12-18 months, because the signs and symptoms of bacterial 

meningitis can be subtle clinical trials in this age group In 

children older than 18 months, the decision to perform lumbar 

puncture is based on clinical suspicion of meningitis 

Management Based on the analysis of the risk / benefit, 

Anticonvulsants no permanent therapy is indicated for children 

who have experienced one or more simple febrile convulsions. 

(5) If, however, to prevent subsequent febrile convulsions is 

essential topic, oral diazepam will be the treatment of choice. It 

can reduce the risk of recurrence of febrile convulsions and, 

because it is permanent, probably it has negative effects. Clinic 

Febrile seizures are the most common disorder in childhood. 

(5)Since the early 20th century, people have debated whether 

these children will benefit from daily therapy anticonvulsants.  
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Epidemiological studies have led to the division of febrile 

convulsions in 3 groups as follows: simple febrile seizures, 

complex febrile convulsions, symptomatic and febrile 

convulsions. Simple febrile convulsion Placement is a fever in 

children aged 6 months to 5 years. Single convulsion is 

generalized and lasts less than 15 minutes. The child is 

neurologically healthy and without neurological abnormalities 

review or story development. Fever (convolution) is not caused 

by meningitis, encephalitis or other diseases affecting the 

brain.  Complex febrile It is age, neurological status before 

illness and fever are the same as for simple febrile convulsion. 

This seizure is either focal or prolonged (ie,> 15 min).(8)Febrile 

symptomatic disease Age and fever are the same as for simple 

febrile convulsion. The child has a pre-existing neurological 

abnormalities or acute disease. Patofisiologjia This is a unique 

form of epilepsy that occurs in early childhood and only in 

association with altitude temperature. The basic 

pathophysiology is unknown, but genetic predisposition qrate 

contributes to the occurrence of this disorder. Frequency United 

States Febrile seizures occur in 2-5% of children aged 6 months 

to 5 years in industrialized countries. Among children with 

febrile convulsions, about 70-75% have only simple febrile 

convulsions, 20-25% have complex febrile seizures, and about 

5% have symptomatic febrile convulsions.  

 

MORTALITY AND MORBIDITY 

 

Children with a previous seizure simple febrile are at increased 

risk of recurrent seizures with fever; this occurs in about a 

third of cases. 

• Children younger than 12 months at the time of their 

first convulsion simple febrile have a 50% probability of having 

a second convulsion. After 12 months, the probability decreases 

to 30%. 
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• Children who have simple febrile convulsions are at an 

increased risk for epilepsy. The rate of epilepsy by age 25 years 

is approximately 2.4%, which is about two times the risk in the 

general population. 

• The literature does not support the hypothesis that 

simple seizures affect the intelligence of the child (ie, cause a 

learning disability), or are associated with increased mortality . 

Men have a slightly higher incidence of febrile 

convulsions. Simple  febrile convulsions occur more often in 

children aged 6 months to 5 years. Children with simple febrile 

seizures are neurologically healthy before and after convulsions 

They do not experience a convulsion in the absence of fever. 

Convulsions are described as either a stroke or seizure  

generalized generalized tonic - clonic. 

Signs of a focal convulsions during early or postictal 

period (eg, initial clonic movements of a limb or limbs on one 

side, would exclude a simple fever seizure. 

Similarly, in simple febrile convulsion activity does not 

continue for more than 15 minutes, although a period of 

confusion may extend beyond a maximum of 15 minutes.(10) 

Simple febrile seizures often occur with the initial height 

temperature in the onset of disease. Convulsion may be the first 

indication that the child is sick. While no clear cuts is known, a 

rectal temperature below 38 ° C should raise concern that the 

event was not a simple febrile seizure. 

 

PHYSICAL EXAMINATIONS 

 

Physical findings may reveal a children neurologically and 

healthy development. It is particularly important that the child 

has no signs of meningitis or encephalitis (eg, stiff neck, or 

changes in constant mental status). 

• Differential Diagnosis 

• Acute Disseminated Encephalomyelitis 

• Management of Acute Stroke 
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• Anterior Circulation Stroke 

• aseptic meningitis 

• basilar Artery thrombosis 

• Benign Childhood Epilepsy 

• Complex Partial Seizures 

• Epilepsy and Seizures 

• Generalized Tonic-Clonic Seizures 

• Meningococcal meningitis 

• Neonatal Meningitis 

• Neonatal Seizures 

• Partial epilepsy 

 

First Pediatric seizure 

 

Laboratory studies 

No specific studies for a simple febrile seizure. Doctors should 

focus on diagnosing the cause of fever. Other laboratory tests 

may be indicated by febrile nature of the underlying disease. 

For example, a child with severe diarrhea may benefit from 

studies of blood electrolytes. 

 

Tests 

EEG is not indicated in children with simple febrile 

convulsions. Published studies show that most of these children 

have a normal EEG. In addition, some of those with an 

abnormal EEG seizures have remained for the duration of their 

follow-up. On the other hand, some children with a first EEG. 

Normal people have experienced one or more seizures in 

EEG subsequent febrile event. Finally, there is no evidence to 

show that starting Anticonvulsants therapy for a child with 

simple febrile seizures and abnormal EEG will change the 

outcome of the child. 

Most consider lumbar puncture in children younger than 

12 months, because the signs and symptoms of bacterial 

meningitis may be minimal or absent in this age group. 
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Lumbar puncture should be considered in children aged 12-18 

months, because the signs and symptoms of bacterial 

meningitis can be subtle clinical trials in this age group. 

In children older than 18 months, the decision to 

perform lumbar puncture is based on clinical suspicion of 

meningitis. 

Continuous therapy with phenobarbital or valproate ul 

Na subsequent emergence of febrile convulsions. 

Both therapies provide significant risks and potential 

negative effects, and add simple febrile seizures have no proven 

danger. 

These medications are not recommended, as does the 

potential benefits outweigh the potential risks. 

There is no evidence that any therapy administered 

after the first simple convulsion will reduce the risk of a 

subsequent convulsion febrile event or the risk of recurrent 

febrile event (eg, epilepsy). 

Diazepam orally can reduce the risk of subsequent 

febrile convulsion. Because it is permanent, this therapy may 

have minimal negative effects. If subsequent prevention of 

febrile convulsions is essential, this will be the treatment of 

choice.  

Although this does not prevent febrile convulsions 

simple, antipyretic therapy is desirable for other reasons. 

Many practitioners have described rectal diazepam for 

patients with febrile seizures, febrile convulsions especially 

ones that last more than 5 minutes supporting safety and 

efficacy against convulsions. After a review of seven 

randomized studies, the researchers concluded that or 

benzodiazepine midazolam, administered intranasally, is as 

safe and effective as intravenous diazepam or colon in pediatric 

emergency treatment of acute convulsive. The results are based 

on the administration of 0.2 mg / kg intranasal midazolam 

versus 0.2-0.5 mg / kg if intravenous (4 trials) or rectal (3 trials) 

diazepam for emergency treatment of epileptic having a first 
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action of less than 5 minutes. Patients in the study were aged 

18 or younger. 

 

Drugs (10) 

 

Benzodiazepines 

These agents have activity antikonvulsion and act swiftly in 

acute crisis. 

The oral diazepam can reduce the number of subsequent 

febrile seizures when given at any febrile episode. Many 

practitioners will prescribe diazepam rectal, especially for 

patients who have had prolonged febrile convulsions, to prevent 

future episodes of febrile seizures and status. 

A study reported in the New England Journal of 

Medicine diazepam oral therapy continued until the child was 

febrile event for 24 h. However, this seems excessive. 

 

Prognosis 

The prognosis for normal neurological function is excellent.(11) 

About a third of children who experience a single seizure 

simple febrile will have another. 

Lifetime rate of epilepsy in these children is slightly 

higher than the general population.  

A study of population-based Danish NORGAARD et al 

studied the connection between health care data and the data of 

Danish men born from 1977-1983 showed that 18.276 people 

from 507 (2.8%) had a record of hospitalization with febrile 

convulsions and no known history of epilepsy. Compared with 

recruits no written record of febrile convulsions, according to 

the test report Prien BOERGE intelligence test terminal was 

1:08 quartile (95% confidence index [CI], 0.94 to 1.25). Adjusted 

prevalence ratios were 1:38 (95% CI, 1.07 to 1.79) for febrile 

convulsions with a starting age 3 months to <1 year, 0.98 (95% 

CI, 0.80 to 1.18) for febrile convulsions starting with 1- 2 years 
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of age, and 1:14 (95% CI, 0.79 to 1.66) for a beginning age 3-5 

years.(16) 

 

Patient Education 

Parents should be informed that these dramatic events show no 

neurological dysfunction or disease future. 

 

Epilepsy seizures with fever plus GEFS + 

Fever connection, mutations, phenotype and genetics 

 

Presentation of scientific disease  

Generalized epilepsy with febrile seizures plus (+) GEFS 

autosomal syndrome is an autosomal, dominant disorder where 

individuals specified, can display epilepsy, and multiple 

fenotype.  GEFS + can continue beyond early childhood (ie, 6 

years). (13)GEFS + also now believed to include three other 

epileptic disorders :. Epilepsy grievous mioklonike of infancy 

(SMEI), which is also known as syndrome Drava syndrome 

border SMEI (SMEB), and epilepsy that difficult to childhood 

(IEC) [2] [3] There are at least six types of GEFS + , defined by 

their find. Known genes are sodium channel subunit genes 

SCN1A α, β subunits SCN1B, and a GABA receptor γ, GABRG2 

and another calcium channel gene associated with PCDH19 

which is also known as Female epilepsy with mental 

retardation. Penetrance for this disorder is estimated at around 

60% Signs and symptoms GEFS + individuals have present a 

series of epilepsy phenotypes. These include febrile convulsions 

that end by age 6 (FS), such convulsions that extends beyond 

the age of 6 may include attacks tonic-clonic febrile event, 

mioklonike, absensen, convulsions and epilepsy clumsy 

mioklonik-unstable. Individuals can also submit with 

SMEI,(15,16) characterized by tonic-clonic crisis generally, 

towards the development of impaired psychomotor, mioklonike 

seizures, ataxia, and poor response to many epileptic drugs 

GEFS + type 1 is a subtype of GEFS + in which there SCN1B 
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mutations in a gene encoding a sodium channel subunit ß. 

(19,20,21)Β subunit is necessary for the proper channel 

inactivation. There are two known mutations that lead to GEFS 

SCN1B +. The first and best characterized of these mutations is 

C121W A second mutation was found in a tribe with GEFS + 

type 1.(17) 

 

Type 2 

A second GEFS + subtype, type 2,(14) is the result of mutations 

in SCN1A, a gene encoding a sodium channel alpha subunit. 

Currently there are about 90 known mutations in the gene 

SCN1A. These mutations result in almost any type of mutation 

of the gene. The results of these mutations are highly variable, 

some channels are functional, while others result in non-

functional channels. Some channels hyperexitability  functional 

result in the membrane, while others result in hypoexitability. 

Most functional mutant channels may result in 

hyperexitability. An example of this is the mutation D188V. 

  Dysfunctional channels produce similar changes in 

exitability  cell. Likewise, many of meaningless nonsense 

mutations are likely to result in non-functional channels and 

hypoexitability, although this has not yet been tested. It is also 

unclear how this leads to the membrane hypoexitability GEFS 

+ phenotype. 

 

Type 3 

GEFS + patients have mutations in type 3 GABRG2 gene,(18) 

which encodes the γ2 GABA subunit mutation was first 

discovered in GABRG2 K289M in the extracellular region. 

Because of these results, it is believed that GEFS + phenotype 

in these individuals is the result of hyperexitability. 

In line with previous mutation, a second group found a 

second mutation associated with GEFS GABRG2 +. This 

mutation is R43Q. 
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Benzodiazepines, such as diazepam, empower GABA. This is 

effectively abolished in cells expressing mutant subunit R43Q 

instead of wild type γ subunit. This mutation does not affect the 

ability to coegzistence  subunit receptors that to function as it 

still provides resistance to GABA. As with previous mutation, 

the mutation is expected to result in nervous hyperexitability. 

GEFS known final 3 + type mutation is a nonsense 

mutation, Q351X, located in the region it is localized 

intracellularly in the endoplasmic reticulum of the cell 

membrane in place. As with other known GEFS + 3 mutation 

type, Q351X likely to result in nerve hyperexitability. 

 

Mutations SCN2A  

The final type GEFS + is caused by mutations in the gene 

SCN2A, which encodes a sodium channel alpha subunit. The 

first mutation on this gene is R187W, located in the 

intracellular region. Patients with this mutation may have two 

types of febrile seizures and febrile event. Electrofiziologjik 

review of this mutant revealed that it increases the time 

constant for inactivation, presumably by increasing the level of 

sodium leading to hypereksiitabilitet. The second mutation 

known regarding GEFS SCN2A + is R102X. This mutation is 

located in the N terminal intracellular and resulted in SMEI 

patients. The result of this mutation is completely non-

functional channels and membrane hypoeksitabiliteti 

Management Long-term management is the use of drugs 

Anticonvulsants, especially valproate Na, stiripentol, 

topiramate, clobazam or ketogjenike diet they are also found 

useful in certain cases Management of convulsions in progress 

is the benzodiazepine like midazolam. methods  

We check all patients with a diagnosis GEFS +, 

comprising control presentation of clinical signs and treatment 

and follow. 

We will see the type of mutation that is found, compared 

with phenotype for each child. 
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CONCLUSION  

 

Febrile seizures are a frequent disease and trauma in children, 

they appear at the age of childish to 5 years of age and recent 

research have discovered a type of febrile convulsions after this 

age associated with genetic changes. How fever is related with 

epilepsies remain to be clarified. 
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