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SUMMARY

Trichinosis is caused by worms of the phylum Nematodes, the classis 
Aphasmadia, the genus Trichinella, and the most commonly species Trichinella 
spiralis. Humans are infected incidentally when they eat inadequately cooked 
meat containing larvae of Trichinella species.

Although 11 species (genotypes) of Trichinella currently exist, only 8 
species are described taxonomically on the basis of genetic, biochemical, and 
biological data.

Rats and pigs are the animals most commonly associated with trichi-
nosis, however, depending on the region, walruses, seals, bears, polar bears, cats, 
raccoons, wolves, foxes and approximately 150 various species of mammals   
may also be infected. The global prevalence of trichinosa is difficult to evaluate 
but as many as 11 million people may be infected.

With improved therapy, the mortality rate has decreased to approxi-
mately 0.3%. Death occurs primarily because of myocarditis or central nervous 
system involvement, usually during the third to fifth weeks after ingestion.

Laboratory and immunodiagnostic findings are important for the 
diagnosis of trichinosis. Other methods are electromyelography, muscle biopsy 
and polimerasa chain reaction (PCR). Diagnostic methods in patients with cen-
tral nervous system involvement are computerized tomography (CT scanning) 
of the brain with or without contrast, magnetic resonance (MRI) and the lumbar 
puncture – citological examination. Diagnostic method in patients with cardiac 
involvement is electrocardiography (ECG).

In moderate-to-heavy infections, the goal is to stop the larval invasion 
into the host muscle. Within 1 week of ingestion of contaminated meat, admi-
nister antihelmintic drugs witch are effective against larvae and adult worms 
limited to the intestinal lumen. Steroids may decrease inflammation but may al-
so hinder the eradication of the adult worm, resulting in a prolonged production 
of larvae.

Adequate cooking and freezing methods of meat prevent infection by 
any species of Trichinella in humans. The most effective way is cooking meat at 
71°C for 1minute.  Also, Trichinella species can typically be killed by adequate 
cooling to - 60°C for 2 minutes or - 55°C for 6 minutes.
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INTRODUCTION

By the 1860s, trichiniasis/trichinosis was 
well-recognized as a disorder spread through infec-
ted pigs, leading to a cultural aversion to certain pork 
products, particularly German and Dutch sausages 
(1).

Trichinosis is caused by worms of the phy-
lum Nematodes, the classis Aphasmadia, the genus 
Trichinella and the most commonly species Trichi-
nella spiralis. Humans are infected incidentally 
when they eat inadequately cooked meat containing 
larvae of Trichinella species. Most infestations are 
asymptomatic, although heavy exposure can cause 
various clinical manifestations, including diarrhea, 
fever, myalgias, and prostration (2). 

PATHOPHYSIOLOGY

Although 11 species (genotypes) of Trichi-
nella currently exist, only 8 species are described 
taxonomically on the basis of genetic, biochemical, 
and biological data. The Table 1 describes distribu-
tion, major host reservoir, infectivity of humans, re-
sistance to freezing, pathogenicity to humans, and 
ability to encysting in striated muscle as important 
characteristics of Trichinella species (2-7). 

Trichinella species require two hosts to 
maintain their life cycle. After development in a sin-

gle host, they spread to the next through ingestion of 
infected flesh (7). Rats and pigs are the animals most 
commonly associated with trichinosis, however, de-
pending on the region, walruses, seals, bears, polar 
bears, cats, raccoons, wolves, foxes and approxima-
tely 150 various species of mammals may also be 
infected (8).

The life cycle of Trichinella spp. begins with 
eating raw or inadequately cooked meat containing 
viable larvae housed inside a cyst wall. The acidic 
environment in the host's stomach releases the larvae 
from the cyst wall.  The free larvae migrate into the 
small intestine, attach to, and penetrate the mucosa at 
the base of the villi (enterocites) (7). The body of lar-
vae is covered by three-layered cuticula, which is not 
elastic and does not grow along with developing lar-
va. Because of that, the larva molts four times, trans-
forming into the adult worm. After 4 molts and over a 
period of 30-36 hours, it develops into adult male or 
female worm. The adult male measures 1.5 x 0.05 
mm, and the adult female measures 3.5 x 0.06 mm. 
Approximately 5 days after infection, the female be-
gins shedding live newborn larvae (L1 stage). The 
adult worms are viviparous. The female remains in 
the intestine for 4 weeks, releasing up to 1500 larvae 
(9). After an adequate inflammatory response deve-
lops in the intestine, the female is eventually expelled 
in the feces, while the male can outlive them some 
time (9).
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Table 1. Important characteristics of Trichinella spp.

Species 
Geographic 
distribution 

 

Source of 
infection 

 
Infectivity 

Resistance 
to freezing 

Encysting 
in striated 

muscle 

Trichinella 
spiralis (T1) 

Cosmopolitan 
 

Swine, wild boar, 
bear, horse, fox 

 
High None Yes 

Trichinella 
nativa (T2) 

Arctic 
 

Bear, horse 
 

High High Yes 

Trichinella 
britovi (T3) 

Temperate zone 
(Europe and Asia) 

Wild boar, horse 
 

Moderate None Yes 

Trichinella 
pseudospiralis 

(T4) 

Cosmopolitan 
 

Birds, omnivorous 
mammals 

 
Moderate None No 

Trichinella 
murrelli (T5) 

Temperate, subarctic 
zone 

 

Bear 
 

Low Low No 

T6 

Northern temperate 
region (Alasca, Idaho, 

Montana, 
Pennsylvania, 
Vajoming and 

Ontario) 

Bear 
 

Low High Yes 

Trichinella 
nelsoni (T7) 

Tropical zone (Africa 
south from the Sahara) 

 

Warthog 
 

High None Yes 

T8 
South Africa and 

Namibia 
Lion 

 
Low None Yes 

T9 Japan Wild boar, horse Moderate None Yes 

Trichinella 
papuae (T10) 

Papua New Guinea, 
South East Asia  and 

Australia region 

Sylvatic animals 
and humans 

Moderate None No 

Trichinella 
zimbabwensis 

Africa (Zimbabwe) 
Reptiles and 

mammals  
(crocodiles ) 

Moderate None No 
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mal and human trichinosa is determined in Cambo-
dia, Indonesia, Malaysia, New Zealand, and the Aus-
tralian continent (3).

MORBIDITY/MORTALITY

The global prevalence of trichinosa is diffi-
cult to evaluate but as many as 11 million people may 
be infected (15).

Patients with light infection are usually 
asymptomatic. Those with mild symptoms improve 
in 2-3 weeks. Symptoms associated with heavy in-
fections may persist for 2-3 months (16). 

Factors that may impact morbidity are: the 
quantity of larvae ingested, the species of Trichinella 
(most notably Trichinella spiralis), and the immune 
status of the host. Depending on mutual influence of 
both factors, patients may succumb to exhaustion, or 
may have other serious complication such as pneu-
monia, pulmonary embolism, encephalitis, or cardi-
ac failure and/or arrhythmia. Also, other factors whi-
ch are involved in trichinosa morbidity are special 
state of host, such as, pregnancy and lactating (16, 
17). The differences in trichinosa morbidity were no-
ticed in various age groups (16). 

No differences in predilection of trichinosis 
between males and females, and between races are 
reported. The prevalence of infection depends on 
great number of factors, but primarily it is related to 
geografical location and to cultural differences of 
population. The special influence on the rates of the-
se parasitical diseases is different habits in food 
cooking and storing methods of meat (16).

With improved therapy, the mortality rate 
has decreased to approximately 0.3%. Death occurs 
primarily because of myocarditis or CNS involve-
ment, usually during the third to fifth weeks after 
ingestion (16, 17).

CLINICAL HISTORY

Knowledge of the incubation period (7-30 
days) can help pinpoint the source of the infection, 
both in individual cases and in outbreaks. The dise-
ase may progress from an enteric (ie, intestinal) pha-
se to a parenteral (ie, invasive) phase to a period of 
convalescence (18). 

The severity of the clinical course depends 
on the species involved. Patients with Trichinella na-
tiva (T2) infection experience symptoms related only 
to the enteral phase; onset is delayed compared to 
that of infection with Trichinella spiralis. Trichinella 
nelsoni and Trichinella britovi both have low patho-
genicity in their enteral and parenteral phases.

In the Arctic region, clinical features of tri-
chinosa differed from previously reported descrip-
tions of classic trichinosis. Unlike the classic syndro-

The newborn larvae enter the lymphatics 
and blood circulatory system and migrate to well-
vascularized striated skeletal muscle. The parasite 
has a predilection for the most metabolically active 
muscle groups; therefore, the most frequently parasi-
tized muscles are the tongue, the diaphragmatic, ma-
sseteric, intercostal, laryngeal, extraocular, nuchal, 
intercostal, and pectoral muscles, the deltoid, the 
gluteus, the biceps, and the gastrocnemius. In tissues 
other than skeletal muscle, such as the myocardium 
and brain, the parasites soon disintegrate, causing 
intense inflammation, and then are reabsorbed (9).

The larvae continue to grow over the next 2-
3 weeks until they reach a fully developed L1 infecti-
ve stage, when they increase in size up to 10-fold. 
The larvae coil and develop a surrounding cyst wall, 
or nurse cell (except for Trichinella pseudospiralis, 
Trichinella papuae, Trichinella zimbabwensis, whi-
ch do not encyst). The complete cycle takes 17-21 
days.

The larvae within the cyst wall reach an ave-
rage size of 260-400 µm; however, lengths of 800-
1000 µm have been described. The nurse cell-L1 
complex may persist for 6 months to several years 
before calcification and death occur. The life cycle is 
complete when a compatible host ingests the infected 
muscle (9).

The intensity and frequency of exposure to 
infected meat determine the severity of the disease. 
The degree of infection is categorized as light (0-10 
larvae ingested), moderate (50-500 larvae ingested), 
and severe (more than 1000 larvae ingested) (10).

FREQUENCY

In Europe, where pork inspection is manda-
tory, most cases of human trichinosa are associated 
with horse or wild boar meat. Horsemeat-related out-
breaks have been reported in France and Italy and ha-
ve involved about 3000 patients in the past 25 years 
(10).

In Latin America and Asia, domestic pork is 
the chief source of trichinosa (11, 12). In Arctic re-
gions, the main source of infection is meat from wal-
rus, seal, and polar bear; in Africa, the main source of 
infection is meat from wild canids and felids (3, 4). 

In the US, from 1997-2001, 72 cases of hu-
man trichinosa were reported to the Centers for Dise-
ase Control and Prevention (CDC). Most cases were 
associated with eating wild game (43%), although 
17% were associated with commercial pork products 
and another 13% from noncommercial pork products 
(13).

The particulary high prevalence of trichino-
sa is registered in the Balkans, Russia, the Baltic 
republics, in some parts of China and Argentina (11, 
12, 14). The important lower prevalence of the ani-
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me, patients have chronic diarrheal syndrome which 
may present a new infection due to a different species 
of Trichinella or to reinfection with the same species 
of Trichinella (19).

The intestinal phase usually causes sympto-
ms in the first week of illness (19). The most common 
symptoms are diarrhea, constipation, anorexia, and 
diffuse weakness. Occasionally, severe enteritis due 
to a massive inoculum of Trichinella species occurs. 
Symptoms typically last 2-7 days but may persist for 
weeks. Nausea is reported in 15% of patients, vomi-
ting in 3%, and diarrhea in 16%. Abdominal discom-
fort and cramps may occur and with exertion dys-
pnea may occur (19).

The invasive phase corresponds to the mi-
gration of the larvae from the intestine to the circu-
latory system and eventually to the striated muscles. 
This phase is associated with a higher rate of symp-
toms than the intestinal stage (20). The duration vari-
es from weeks to months. Severe myalgia is expe-
rienced by 89% of patients (20).

The central nervous system (CNS) is invol-
ved in 10-24% of patients. Approximately 52% of 
patients present with headaches, deafness, ocular 
disturbances, weakness, and monoparesis. The mor-
tality rate in patients with neurotrichinosis is 50% 
(20, 21).

Cardiac system involvement occurs during 
the third week of infection, with a mortality rate of 
0.1%, often during the fourth to eighth week of infec-
tion. Death may result from congestive heart failure 
and/or arrhythmias (16).

Pulmonary system involvement occurs in 
33% of patients, with symptoms lasting up to 5 days. 
Patients present with dyspnea, a cough, and hoarse-
ness (23).

The convalescent phase corresponds to 
encystment and repair. It can be present for months to 
years after infection.The encystment of larvae can le-
ad to cachexia, edema, and extreme dehydration 
(19). Symptoms usually decrease around the second 
month, except in the case of infection with Trichine-
lla pseudospiralis, which may cause symptoms for 
several months.

CLINICAL FINDINGS

The intestinal phase usually begins in the fir-
st week of illness with the following clinical findin-
gs: abdominal distention, macular or petechial rashes 
are observed in 20% of patients and diarrhea (24).

The invasive phase usually begins in the thi-
rd week of illness; 91% of patients have a fever that 
generally begins at two weeks, and peaks after four 
weeks, with values up to 40–41°C in severe cases. 
This degree of fever is unique among helminthic 
infections (16, 25). Weakness and/or myositis occur 

in 82% of patients. Muscles become stiff, hard, and 
edematous. Muscles with increased blood flow (eg, 
extraocular muscles, masseters, larynx, tongue, neck 
muscles, diaphragm, intercostals, limb flexors, lum-
bar muscles) are most frequently involved. Rash 
(macular or petechial) is reported in 15-65% of pati-
ents (23), subungual splinter hemorrhages occur in 
8% of patients (23), and periorbital edema is reported 
in 77% of patients (23).

Dyspnoea is caused primarly by parasite in-
vasion and consequent inflammations of respiratory 
muscles such as the diaphragm. Ocular findings in-
clude subconjunctival hemorrhages in 9% of pati-
ents, conjunctivitis in 55%, and rare incidences of 
chemosis and retinal hemorrhage (23). 

The central nervous system may be affected 
in 10% to 24% of trichinosa cases. Of these, 53-96% 
exhibit meningoencephalitis, 40-73% exhibit focal 
paralysis and/or paresis, 39-71% exhibit delirium, 
20% exhibit decreased or absent deep tendon refle-
xes, 17% exhibit meningitis, and 2% exhibit eviden-
ce of psychosis (26). 

The signs of cardiac system involvement in-
clude hypertension, increased venous pressure, and, 
in 18% of patients, peripheral edema (26).

The convalescent phase is characterized by: 
oedema in 18% of patients, weight loss, myalgia, 
patients are fatigued easily, and ocular signs with 
chronic headaches may be present (25).

The differential diagnosis depends on the 
phase of infection. The most frequent clinical disea-
ses which have to be considered in diagnosis of tri-
chinosis are: angioedema, dermatomyositis, food 
poisoning, bacterial and viral gastroenteritis, acute 
glomerulonephritis, hookworms, influenza, polya-
rteritis nodosa, rheumatic fever, schistosomiasis, str-
ongyloidiasis, typhoid fever, eosinophilic leukemia, 
and eosinophilic toxocariasis.

DIAGNOSIS

Laboratory findings: 
· Leukocytosis occurs in 65% of patients, 

with cell counts of up to 24,000/mL. Eosinophilia 
typically rises 10 days after infection, with total 
eosinophil counts of up to 8700/mL (40-80% of total 
WBC). The counts peak in 3-4 weeks and resolve 
over the next few months. Nearly all patients with 
trichinosis, either symptomatic or asymptomatic, 
exhibit eosinophilia. The only exception is in severe 
cases, when the eosinophil count may be severely 
depressed. A low eosinophil count indicates an incre-
ased mortality rate (23).

· Erythrocyte sedimentation rates are usua-
lly within the reference range.
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· Obtained creatine kinase (CK) levels are 
elevated to 17,000 U/L. CK (isoenzyme myocardial 
band [MB]) elevations may indicate myocardial 
involvement; however, as many as 35% of patients 
without cardiac involvement may have elevated CK-
MB levels (23, 27).

· Levels of lactate dehydrogenase isoenzy-
matic forms (ie, lactate dehydrogenase fraction 4 
[LD ] and lactate dehydrogenase fraction 5 [LD ]) 4 5

are elevated in 50% of patients (23, 28).
Immunodiagnosis:
The classes of immunoglobulin G (IgG), 

immunoglobulin E (IgE), and immunoglobulin A 
(IgA)-specific antibodies do not appear until 2-3 
weeks after trichinosis infection (29). The immuno-
globulin G-specific antibodies peak around the third 
month and may persist in patients' blood for years af-
ter infection. However, the titer of IgG antitrichinella 
specific antibodies do not correlate with the severity 
of disease or the clinical course in acute stage of tri-
chinosis (28).

The serological tests available for diagnosis
· The bentonite flocculation. The results of 

this test are usually not positive for more than 1 year 
after infection (30).

· The indirect hemagglutination assay 
(IHA) (30).

· The indirect immunofluorescence assay 
(IIF) (6).

· The enzyme-linked immunosorbent assay 
(ELISA). The immunosorbent test is 100% sensitive 
on day 50, with 88% of results remaining positive 2 
years after infection (6).

· Latex agglutination test (30).
· Western-blot analysis. The test is appropri-

ate to make an early diagnosis of trichinosis. It ena-
bles to apply adequate therapy on time and reduces 
appearance of possible diseases complication. The 
test is commercially available, and it is more sensi-
tive and specific than IIF and ELISA assays (2).

The hypersensitivity skin test. The reactions 
are positive at approximately 17 days after infection 
and remain positive for life in patients with trichi-
nosis. The test is no longer commercially available.

Other diagnostic methods:
· Electromyelography. Electromyelography 

may be helpful in diagnosing moderate-to-severe 
infection, but no pathognomonic findings exist. The 
test result may reveal acute myositis or diffuse myo-
pathic dysfunction. Changes usually resolve 2-3 
months after infection but may persist for 1-8 years 
(2).

· Muscle biopsy. It provides a definitive dia-
gnosis; however, it is rarely recommended except in 
difficult cases when serology tests are unhelpful 

(30). Obtain a 0.5- to 1-gram muscle biopsy speci-
men from the deltoid or gastrocnemius muscle beca-
use these are most easily accessible. The yield incre-
ases if the biopsy site is swollen or tender. Stain the 
specimen with hematoxylin and eosin (H&E) and 
examine multiple sections (30). Occasionally, larvae 
can be found after the muscle has been digested enzy-
matically. If a biopsy is performed prior to larvae 
coiling (beyond day 17 of infection), worm tissue can 
be confused with muscle tissue. A negative result do-
es not necessarily exclude infection (30).

· Polymerase chain reaction (PCR).
Diagnostic methods in patients with CNS 

involvement:
· Computerized tomography (CT scanning) 

of the brain with or without contrast.
· Magnetic resonance instrument? (MRI). 

With contrast enhancement it may reveal 3- to 8-mm 
nodular or ringlike lesions in patients manifesting 
CNS involvement (31).

· The lumbar puncture-citological examina-
tion. Results of this survey are normal in 50-75% of 
patients with trichinosis. Larvae are found in 8-24% 
in patients. However, the presence of great number of 
eosinophilic leucocytes indicates the actual presence 
of the eosinophilic meningitis as a possible compli-
cation of trichinosis.Diagnostic methods in patients 
with cardiac involvement:

· Electrocardiography (ECG). The ECG 
presents important diagnostic and prognostic tool in 
patients with trichinosis. Electrocardiographic alte-
rations are premature contractions, prolongation of 
the P-R interval, small QRS complexes with intra-
ventricular block, and flattening or inversion of the T 
waves, especially lead II and precordial leads (20).

Histological examinations:
Basophilic transformation of muscle fibers 

occurs within 4-5 days after larval penetration and is 
a valuable diagnostic criterion, even in cases when 
no larvae can be demonstrated. Basophilic transfor-
mation affects only a portion of the affected muscle 
fiber. Myofibrils disappear, the sarcoplasm becomes 
basophilic, and the cell nucleus is displaced to the 
center of the cell. The larva can be observed within 
the affected nurse cell. Attempting diagnosis before 
larvae begin to coil (ie, <2 wk after larvae enter the 
muscle cell) creates a risk of confusing the worm 
with fragments of muscle tissue. Encapsulation be-
gins approximately 2 weeks after ingestion. The cap-
sule contains the larva and fragments of basophilica-
lly transformed sarcoplasm that directly surround the 
larva. Infiltration by eosinophils and mononuclear 
cells also occurs. The absence of a capsule and the 
presence of a straight larva in the complex indicate 
ongoing infection (32). Parasites migrate through the 
myocardium and CNS but do not encyst. However, 
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perivascular collections of eosinophils, lymphocy-
tes, macrophages, and polymorphonuclear leukocy-
tes develop in the myocardium and CNS.

TREATMENT

In moderate-to-heavy infections, the goal is 
to stop the larval invasion into the host muscle. With-
in 1 week of ingestion of contaminated meat, admini-
ster albendazole (5 mg/kg/d for 1 wk), mebendazole 
(5 mg/kg/d for 1 wk), or thiabendazole (25 mg/kg/d 
for 1 wk) (33-35). These drugs belong to anthelmin-
thic and they are effective against larvae and adult 
worms limited to the intestinal lumen. The anthel-
mintic therapy goal is to prevent systemic invasion. 
Thiabendazole and mebendazole have no effect on 
tissue larvae. If tissue invasion occurs, the aim of the-
rapy is to decrease subsequent muscle damage and 
damage of other affected tissues. In this stage of 
trichinosis the most effective treatment modalities 
are bed rest, analgesics, and antipyretics. Anthelmin-
tic therapy has no proven role at this stage of dise-
ases. Albendazole appears to be marginally effective 
and mebendazole less so. A trial of albendazole is 
justified in severe or prolonged infections. Avoid 
thiabendazole at this stage because of its adverse 
effect profile (33). Steroids may decrease inflamma-
tion but may also hinder the eradication of the adult 
worm, resulting in a prolonged production of larvae. 
Prednisone at 50 mg/d can be used in severe infec-
tions, especially if hemodynamic instability or invol-
vement of the central nervous, cardiac, or pulmonary 
systems is present (33-35).

COMPLICATIONS

Complications during acute phase of trichi-
nosis in pregnant women include abrupt delivery of 
stillbirths (16), and vertical infection of the fetus has 
been described (16).During convalescence, the pati-
ents may complain of hearing disorders, weight loss, 
loss of hair and nails, skin desquamation, hoarseness, 
aphonia, and muscle stiffness, and disturbances of 
menstruation in women have been reported (16). 
Long-term sequelae of the CNS include decreased 
mental power, numbness of hands and feet, decre-
ased stress tolerance, loss of initiative, and depre-
ssion.Death may occur from heart failure or central 
nervous system failure during the third to fifth weeks 

of the infection. Myocarditis, encephalitis, pneumo-
nitis, hypokalemia, adrenal gland insufficiency, and 
obstruction of blood vessel circulation have been gi-
ven as causes of death in these critically ill patients.

PREVENTION AND
CONTROLLING INFECTION

Adequate cooking and freezing methods of 
meat prevent infection by any species of Trichinella 
in human. The most effective is cooking meat at 71°C 
for 1minute, also Trichinella species can typically be 
killed by adequate cooling to 60°C for 2 minutes or 
55°C for 6 minutes.Freezing is also an effective me-
thod for killing most species of Trichinella. For a 
15.6 cm piece of meat, the recommended tempera-
tures to kill larvae are as follows: -15°C for 20 days, -
23°C for 10 days, and -29°C for 6 days. Freezing 
muscle tissue from game animals (e.g., black bear, 
raccoon, or opossum) is not effective, since it is tho-
ught that the antifreeze protein molecule common to 
most wild animals also protects worms in their mus-
cle tissue from ice crystal formation and even preser-
ves the worms in carcasses until such time (3). Some 
Trichinella spp. (i.e., Trichinella nativa and T6) can 
remain infective after several days at freezing tempe-
ratures even after they have been isolated from their 
host muscle tissue. Salting, smoking, or drying does 
not kill larvae of Trichinella (34).The consumption 
of raw or rare infected meat from game animals or 
from pigs raised in situations that favor the existence 
of rodent populations is the most frequent source of 
infection by any species of Trichinella (8). Infection 
of pig herds by Trichinella spiralis is usually perpe-
trated by the animals scavenging on infected rodent 
populations or, less commonly, by cannibalism of 
sick animals. Also, there is a possibility that immune 
pigs experiencing a second infection expel some of 
their worm burden soon afterwards as first-stage 
infective larvae, and it is therefore suspected that 
coprophagy within the barnyard community of pigs 
may be yet another means by which native animals 
are infected.

Prevention at the community level depends 
on proper feeding (without using of raw and un-
cooked meat in the feed) of all farm animals, perma-
nently controlling rodent populations, regular con-
trol of veterinary medicine, and  mandatory inspecti-
on of pork for Trichinella species (35).
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SAŽETAK

Trihinelozu uzrokuje helmint koji pripada kolenu Nematodes, klasi Aphasma-
dia, rodu Trichinella i najèešæe vrstom Trichinella spiralis. Èovek se zarazi konzumi-
rajuæi neadekvatno termièki obraðeno meso inficirano larvama parazita roda Trichi-
nella. Jedanaest genotipova roda Trihinella otkriveno je da postoji u prirodi, a samo 8 
je taksonomski definisano na osnovu genotipskih, biohemijskih i bioloških karakte-
ristika.

Najèešæe opisane životinjske vrste sa trihinelozom su pacovi i svinje, ali u zavis-
nosti od geografske distribucije, mnoge životinjske vrste, kao što su morževi, foke, 
medvedi, polarni medvedi, maèke, rakuni, vukovi, lisice i blizu 150 razlièitih vrsta sisa-
ra mogu biti zaražene helmintom roda Trichinella. Globalnu prevalenciju trihineloze 
je teško ustanoviti, ali se smatra da je približno 11 miliona ljudi zaraženo ovim parazi-
tom.

Primenom terapije, stopa mortaliteta od trihineloze smanjena je na 0,3%. 
Smrt najèešæe nastupa usled zahvaæenosti srèanog mišiæa ili centralnog nervnog siste-
ma, i to u periodu izmeðu 3-4 nedelje po infekciji.

Laboratorijski i rezultati imunodijagnostièkih testova znaèajni su u dijagno-
stici trihineloze. Drugi testovi koji se mogu koristiti u dijagnostici trihineloze su: elek-
tromiografija, biopsija zahvaæenog mišiæa i reakcija lanèanog umnožavanja (PCR). U 
sluèaju zahvaæenosti centralnog nervnog sistema mogu se koristiti i kompjuterizovana 
tomografija sa ili bez kontrasta, magnetna rezonanca, kao i lumbalna punkcija za cito-
loško ispitivanje. U sluèaju zahvaæenosti srèanog mišiæa beleže se znaèajne elektrokar-
diografske promene.

Kod umerenih do teških infekcija cilj terapije je da spreèi invaziju larvi u mi-
šiæno tkivo. Preporuèuje se u toku prve nedelje infekcije aplikovanje antihelmintika 
koji su efikasni samo prema helmintima u lumenu creva. Kortikosteroidi mogu sma-
njiti zapaljensku reakciju, ali mogu biti odgovorni za usporenu eradikaciju parazita iz 
lumena creva kao i za produžavanje perioda produkcije larvi.

Adekvatna termièka obrada i zamrzavanje mesa su najznaèajnije mere u pre-
venciji infekcije bilo kojom vrstom parazita roda Trichinella. Efektno ubijanje larvi 
postiže se termièkom obradom na 71°C u trajanju od 1 minuta ili zamrzavanjem na -60 
°C 2 minuta, ili na -55 °C u trajanju od 6 minuta.

Kljuène reèi: trihinosis, Trichinella spiralis, prevalencija, dijagnostièke metode, 
prevencija
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