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Autoimmune hepatitis is an inflammatory disease of the liver of unknown aetiology that can prog-
ress to liver cirrhosis and end-stage liver failure. The clinical presentation is often acute hepatitis,
but can be insidious or completely asymptomatic. It is characterised by an increase in serum
transaminases and immunoglobulin G, an inflammatory liver histology, and the presence of circu-
lating autoantibodies. An autoimmune hepatitis diagnosis justifies lifelong treatment in most pa-
tients to prevent the development of cirrhosis and end-stage liver disease. The cornerstone of
treatment is steroid induction therapy followed by maintenance therapy with azathioprine, which is
effective in most cases. Treatment should be optimised to reach these aims with a minimum of
side effects. To achieve optimal results, individual treatment regimens and compromises between
treatment aims and personal choices are needed. The aim of the study was to collect data on the
clinical course, therapy, and results of autoimmune hepatitis, on the compliance of treatment
choice with the criteria for starting therapy. A retrospective cohort study was conducted using
data from the Riga Eastern University Hospital Archives for the period 2019-2023. The study
group consisted of 37 patients diagnosed with autoimmune hepatitis who were hospitalised or
consulted in an outpatient clinic during the above period. Information relating to the patient's elec-
tronic medical records were obtained and no additional sources were used. In the study, it was
found that the clinical and diagnostic criteria of autoimmune hepatitis in Riga Eastern Clinical Uni-
versity Hospital over a five-year period usually correspond to the generally accepted diagnostic
principles, but the therapeutic approach does not always correspond to the guidelines, especially
regarding the duration of therapy.
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INTRODUCTION

Autoimmune hepatitis (AIH) is a rare autoimmune inflam-
matory liver disease, characterised by circulating autoanti-
bodies, an increased concentration of IgG, and nonspecific
but distinctive histological characteristics (European Asso-
ciation for the Study of the Liver. EASL Clinical Practice
Guidelines: Autoimmune hepatitis, 2015). Previously de-

© The Authors

fined as affecting young women, Autoimmune hepatitis is
now considered a disease affecting both sexes and all ages
worldwide (Trivedi and Hirschfield, 2021). The combined
annual incidence and prevalence worldwide are 1.37 and
17.44 per 100,000 people, respectively. The pooled annual
incidences for the European population are 1.37 per
100,000. The pooled prevalences for the European popula-
tion are 19.44 per 100,000 (Lv et al., 2019). As mentioned
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before, AIH occurs at all ages and within all ethnic groups
and can be variable by race and ethnicity. According to the
American Association for the Study of Liver Diseases
(AASLD) guidelines, Alaskan Natives have a high fre-
quency of icterus at presentation, Hispanics are more com-
monly present with cirrhosis, and African Americans have
accelerated progression of the disease and a higher rate of
recurrence after LT compared to other races (Gatselis et al.,
2015). The female sex is still more affected in adults
(71%-95% women) and children (60%—76% girls) (Czaja et
al., 1993; Gregorio et al., 1997).

AIH is a complex disease that requires the interplay be-
tween genetic, epigenetic, immunologic, and environmental
factors. A rare exception is the form associated with an
autosomal recessive mutation in the autoimmune regulator
gene on chromosome 21q22.3, which has been associated
with autoimmune polyglandular syndrome type 1 (APS 1)
(Nagamine et al., 1997). Environmental exposures play
more important role than genetics in shaping the immune
repertoire, and specific environmental factors, such as viral
infections or xenobiotic exposures, can act as environmental
triggers for loss of self-tolerance to autoantigens in suscep-
tible people (Volk and Reau, 2021).

There are two types of AIH depending on the autoantibod-
ies present. Type 1 is characterised by antinuclear antibody
(ANA) and/or smooth muscle antibody (SMA) / antiactin
antibodies, and type 2 is characterised by antibodies to type
1 liver kidney microsome (antiLKM1), usually in the ab-
sence of ANA and SMA (Table 1). It is important to men-
tion that up to 20% of cases may be negative for ANA,
SMA, and LKMI autoantibodies, despite the presence of
other characteristic features of AIH, and are referred to as as
seronegative AIH. Classification of AIH into types assists
in management and aids in predicting outcomes in children,
but it can be less informative in adults (Volk and Reau,
2021).

Table 1. Characteristics of type 1 and type 2 autoimmune hepatitis (AIH)

The diagnosis of autoimmune hepatitis remains challenging
due to nonspecific serologic markers and a sometimes diffi-
cult clinical picture, ranging from asymptomatic disease to
fulminant liver failure (Rahim et al., 2020).

There is an AASLD developed allgorithm available to help
medical practitioners navigate their decision based on the
autoantibody pattern shown in Fig. 1.

Summary of the criteria for the diagnosis of autoimmune
hepatitis, on which the 1999 International Autoimmune
Hepatitis Group (IAIHG) diagnostic score was based on the
criteria shown in Table 2.

Clinical manifestations of AIH:
1. Symptomatic

Most patients with AIH have nonspecific chronic symptoms
(fatigue, malaise, arthralgia, or amenorrhoea). Fatigue is the
main complaint in 85% of patients, and jaundice can be
present. The presence of pruritus or hyperpigmentation is
inconsistent with the diagnosis, and weight loss may sug-
gest serious complications (malignancy). Physical signs are
usually absent, except signs of advanced chronic liver dis-
ease (spider nevi, caput medusa, splenomegaly, ascites, and
palmar erythema) or manifestations of extrahepatic autoim-
mune disease (vitiligo, inflammatory bowel disease (IBD))
(Alvarez et al.,1999).

2. Asymptomatic

AIH is asymptomatic in 25%-34% of patients. Asymptom-
atic patients can achieve spontaneous laboratory improve-
ment (12%), may have histological findings similar to those
of symptomatic patients, frequently develop symptoms
within 2 to 120 months (mean interval, 32 months;
26%-70%), and experience a 10—year survival that is less
than that of treated patients with more severe disease (67%
versus 98%). The absence of symptoms should not discour-

Features Type 1 AIH

‘ Type 2 AIH

Frequency Adults in the US, 96%

Age at presentation Peripubertal and adults

Mode of presentation

acute severe in 2%—6%
Laboratory characteristics Hypergammaglobulinemia
Autoantibodies ANA; SMA, anti-actin; SLA
Concurrent immune diseases

Autoimmune overlap with PSC

Chronic symptoms common; ascites or GI bleeding rare;
asymptomatic in 25%-34%; acute in 25%—75%;

Autoimmune thyroiditis; rheumatic diseases; IBD

Common in children; atypical pANCA positive

US children, 9%—-12%:; UK children, 38%
Usually under 14 years of age.

Acute onset (~40%); acute liver failure possible; frequent
relapse

IgA levels may be reduced
Anti-LKM1; [Anti-LCI1, Anti-LKM3]
Autoimmune thyroiditis; diabetes mellitus; vitiligo

Rare; atypical pANCA negative

(ASC in children)
Overlap with PBC Seen in adults (not children) Not reported
Cirrhosis at presentation Adults, 28%-33% (especially elderly); children, !% Rare

Remission after drug Possible

withdrawal

Rare, usually need long-term immunosuppression

ANA, antinuclear antibody; SMA, smooth muscle antibody; SLA, soluble liver antigen; LKMI, type 1 liver kidney microsome; pANCA, perinuclear

anti-neutrophil cytoplasmic antibodies
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Fig. 1. The developed AASLD algorithm (after
European Association for the Study of the Liver...,
2015).

Criteria ‘ Definite AIH

Probable ATH

Normal a-1AT phenotype Normal o-1AT phenotype

Normal ceruloplasmin level Normal ceruloplasmin level
Normal iron and ferritin levels Normal iron and ferritin levels

No active hepatitis A, B, or C
infection.

No active hepatitis A, B, or C infection.

Daily alcohol <25 g/day
No recent hepatotoxic drugs

Predominant AST/ALT
abnormality

No recent hepatotoxic drugs

Predominant AST/ALT abnormality

v-globulins or IgG level > 1.5 times the upper normal limit

Autoantibodies
dren
AMA negative AMA negative
Liver histology Moderate to severe; No biliary lesions, granulomas, or

prominent changes suggestive of another disease

Partial a-1AT deficiency
Non-diagnostic ceruloplasmin / copper levels
Non-diagnostic iron and/or ferritin changes

No active hepatitis A, B, or C infection.

<50 g/day
No recent hepatotoxic drugs

Predominant AST/ALT abnormality

Hypergammaglobulinemia of any degree

ANA, SMA anti-LKM1 > 1:80 in adults and > 1:20 in chil- ANA, SMA, anti-LKM1 > 1:40 in adults; other

autoantibodies

Interface hepatitis moderate to severe; No biliary lesions,
granulomas or prominent changes suggestive of another
disease

Source: European Association for the Study of the Liver..., 2015; Alvarez et al., 1999. Abbreviations see under Table 1. AMA, antimitochondrial antibodies

age treatment (Alvarez et al., 1999; Kogan et al., 2002; Feld
et al., 2005).

3. Acute severe hepatitis and ALF

AIH presents with acute onset (duration, < 30 days) in 25%
75% of patients. ALF associated with hepatic encephalo-
pathy occurs in 3%—6% of patients in North America and
Europe. Spontaneous exacerbation or superimposed viral,
toxic or drug—induced liver injury in previously undiscov-
ered AIH (acute—on—chronic liver disease) must be ex-
cluded. ANA are absent or weakly positive in 29%-39% of
patients with acute severe AIH, and the serum IgG level is
normal in 25%-39%. Histological evaluation is a key diag-
nostic test: lobular hepatitis, lymphoplasmacytic infiltrate,
and interface hepatitis support the diagnosis of acute AIH;
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and similar characteristics in the presence of cirrhosis sug-
gest exacerbated chronic disease. Unenhanced computed
tomography demonstrates heterogeneous hypoattenuated re-
gions within the liver in 65% of patients with acute severe
AIH and may be disease—specific (Volk and Reau,
2021).

Fig. 2 shows that the objective of treatment is to induce re-
mission, defined as the normalisation of aminotransferases
and IgG, and to maintain remission thereafter. Approxi-
mately 10-20% of patients with autoimmune hepatitis do
not achieve remission with standard treatment (with
Prednisolone, Azathioprine) or develop severe side effects
that require discontinuation of treatment. Second-line treat-
ments are defined, but third-line therapies are not always
available. For patients with treatment failure, this disease
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Fig. 2. Therapeutic strategy in autoimmune hepatitis (after European Association for the Study of the Liver..., 2015).

progresses to liver failure, cirrhosis, and premature death. In
2010, there was a trial comparing budesonide with predni-
sone and it was recommended as an effective alternative for
the treatment of non-severe acute or chronic autoimmune
hepatitis. The overall results of the trial showed better re-
sponse to budesonide/azathioprine than to prednisone/
azathioprine treatment, the primary end-point being
achieved in 60% of patients with budesonide vs 38.8% of
those given prednisone (Terziroli et al., 2017). In a retro-
spective study 60 patients with either prednisolone side ef-
fects or dependence on a relative high dose of prednisolone
were switched to budesonide: the biochemical remission
rate at 6 months was 55%, and 25% of the patients needed
to be switched back to prednisone due to budesonide
side-effects or insufficient response. These findings indicate
that budesonide is effective in maintaining remission in pa-
tients who have achieved it with prednisone but it is not ef-
fective in patients resistant to prednisone, as prednisone and
budesonide share the same receptor (Werner et al., 2010).
However, as later studies show, in the real-life setting, the
use of budesonide as first-line treatment is low, and it is
generally prescribed to patients with perceived lower dis-
ease activity. Budesonide was inferior to prednisone as a
first-line drug, but was associated with fewer side effects
(Diaz-Gonzalez et al, 2023). Debate on which steroid to use
in AIH: whether or not budesonide may be a reasonable al-
ternative for predniso(ol)one treatment, budesonide does not
and will not solve the problem of optimizing treatment of
AIH. In other immune-mediated diseases, steroids are no
longer a mainstay of therapy and only used for the initial
therapy in the acute period until more effective and
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more specific immunosuppressive and immunomodulatory
drugs take effect (Steinmann and Lohse, 2023).

The aims of the study were to collect data on the clinical
course, therapy, and results of autoimmune hepatitis, the
compliance of treatment choice with the criteria for starting
therapy.

MATERIALS AND METHODS

Terms used in this paper: AIH — Characteristic histologic
abnormalities (lymphoplasmacytic interface hepatitis), ele-
vated AST, ALT, and total IgG (immunoglobulin G), and
the presence of one or more characteristic autoantibodies.
Acute severe AIH — jaundice, INR > 1.5 < 2, no encephalo-
pathy; no previously recognised liver disease. Acute liver
failure (ALF) — INR (international normalised ratio) > 2;
hepatic encephalopathy within 26 weeks of the onset of the
illness; no previously recognised liver disease. Biochemical
remission — normalisation of serum AST, ALT, and IgG
levels. Histological remission — absence of inflammation in
liver tissue after treatment. Treatment failure — worsening
laboratory or histological findings despite compliance with
standard therapy. Incomplete response — improvement in
laboratory and histological findings that are insufficient to
satisfy the remission criteria. Relapse — exacerbation of dis-
ease activity after induction of remission and withdrawal of
drugs. Treatment intolerance — inability to continue mainte-
nance therapy due to drug-related side effects.
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A retrospective cohort study was conducted using data from
the Riga Eastern University Hospital Archives for the peri-
od 2019-2023. The study group consisted of 37 patients di-
agnosed with autoimmune hepatitis who were hospitalised
or consulted in an outpatient clinic during the above period.
Information relating to the patient's electronic medical rec-
ords were obtained and no additional sources were used.

Data processing was performed using the SPSS Statistics 29
software. The study group was formed with the help of spe-
cific inclusion criteria. Detection was based on clinical, bio-
chemical, saline and histological observations, such as
increased levels of aminotransferase, gamma-glutamyl-
transferase, antinuclear antibodies, immunglobulin G, bili-
rubin and liver biopsy results. The results of the liver biopsy
were of the utmost importance in this study. Additionally,
almost all patients received regular follow-up.

RESULTS

In the study, both inpatients and outpatients were included,
totalling 37 respondents. Patients were divided by gender:
31 female and 6 male representatives. Additionally, age
groups were classified when autoimmune hepatitis was di-
agnosed. The following results were obtained: two respon-
dents (one male and one female) had < 18 years of age,
seven respondents (two males and five females) were in the
age group 18-40 years, 14 (three males and 11 females) in
the age group of 41-59 years, and 14 respondents (0 males
and 14 females) in the age group of 60+ years. The young-
est female diagnosed with AIH was 16 years old. The oldest
patient was 75 years old at the time of diagnosis. The me-
dian age in the female group was 58 years. The youngest
male representative at diagnosis was 18 years and the oldest
was 58 years. The median age in the male group was 35
years.

When evaluating the final status of autoimmune hepatitis
diagnose, patients were divided into two small groups — par-
tially confirmed diagnosis and confirmed diagnosis. The
following data were obtained: eight (21.6%) patients had a
partially confirmed diagnosis, consisting of two males and
six females, and 29 (78.4%) patients had a confirmed diag-
nosis, consisting of four males and 25 females. During the
selection process, it was found that autoimmune hepatitis
was the primary diagnosis of 25 (67.6%) respondents, while
it was a secondary diagnosis in 12 (32.4%) patients.

A liver biopsy was not performed in six respondents, data
were missing for one respondent, and biopsy was performed
for 30 respondents. The main reason for lack of a liver bi-
opsy was coagulation disorders — for six respondents. Ta-
ble 3 shows the results of histology — findings correspond-
ing to autoimmune hepatitis were found in 14 respondents,
findings corresponding to chronic autoimmune hepatitis
were found in three respondents, but characteristic morpho-
logical features of autoimmune hepatitis were not detected
in histology for three respondents. Autoimmune hepatitis
could be completely excluded in five respondents. There
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Table 3. Hystology data

Histology Count

Morphology consistent with AIH 14
Not performed due to coagulation disorders 6
AIH cannot be completely ruled out. 5
No convincing morphological signs characteristic of AIH 3
were found in the material examined.

Chronic ATH 3
No data 1
Histology results are not available 5
Total 37

AIH, autoimmune hepatitis

were five respondents who underwent a biopsy, but histol-
ogy results were not available.

ANA IgG autoantibodies were also evaluated in the respon-
dents against various nuclear components, which are found
in systemic autoimmune diseases. Of the 37 medical records
analysed, ANA IgG was analysed in 33 respondents —
autoantibodies were negative in five respondents and posi-
tive in 28 respondents, with no data available for four re-
spondents. Furthermore, confirmed or partially confirmed
diagnosis of autoimmune hepatitis was evaluated for possi-
ble correlation with ANA IgG autoantibodies. In the case of
a partially confirmed AIH diagnosis, ANA IgG autoanti-
bodies were negative for one respondent and positive for
four respondents. In the case of confirmed diagnosis of
AIH, ANA IgG autoantibodies were negative for four re-
spondents and positive for 24 respondents.

The medical records of the respondents were also examined
for ALAT, ASAT, GGT and bilirubin levels. ALAT and
ASAT levels were evaluated both before and dynamically
after therapy initiation. Unfortunately, it was not possible to
determine when control analyses were prescribed after ther-
apy initiation because there were cases in which ALAT and
ASAT were evaluated approximately a month after therapy
initiation, as well as cases in which control was performed
several years after therapy initiation. Elevated ALAT levels
often served as the first step in defining the diagnosis be-
cause patients did not have specific complaints. ALAT lev-
els were analysed in 33 respondents before starting therapy,
with a median of 551 U/l, a minimum of 25 U/l and a maxi-
mum of 6230 U/l. ALAT was analysed in 29 respondents
after starting therapy, with a median of 53 U/l, a minimum
of 9 U/l and a maximum of 1055 U/L. ASAT levels were
analysed in 26 respondents before starting therapy, with a
median of 396.5 U/l, a minimum of 55 U/, and a maximum
of 2542 U/l. ASAT was analysed in 14 respondents after
initiation of therapy, with a median of 39 U/l, a minimum of
12 U/l and a maximum of 2163 U/l. GGT levels were ana-
lysed in 26 respondents before starting therapy, with a me-
dian of 135.5 U/I, a minimum of 43 U/l and a maximum of
685 U/l. GGT was analysed in 20 respondents after starting
therapy, with a median of 35.5 U/l, a minimum of 13 U/,
and a maximum of 387 U/L. Bilirubin levels were deter-
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mined for the patients, but only pretherapy initiation levels
were included in the study, with a median of 66 mkmol/l, a
minimum of 7 mkmol/l and a maximum of 283 mkmol/I.

Regarding the administration of therapy, three medications
were used in this retrospective study: prednisolone, azathio-
prine, and medrol. Prednisolone was received by 33 respon-
dents, not received by three respondents, and there were no
data for one respondent. Azathioprine was received by 24
respondents, not received by 12 respondents, and there was
no data for one respondent. Medrol was received by two re-
spondents, not received by 34 respondents, and there was no
data for one respondent. 22 respondents received a combi-
nation of prednisolone and azathioprine.

All patients with autoimmune hepatitis had high levels of
transaminases and GGT. Not all patients received immuno-
suppressive therapy, as one patient in this group avoided
treatment for fear of side effects of treatment. The duration
of immunosuppressive treatment was generally shorter than
traditionally accepted and patients chose to discontinue
therapy without specifying specific reasons.

DISCUSSION

Autoimmune hepatitis is thought to be a diagnosis of exclu-
sion; therefore, testing for the most likely aetiology, such as
viral hepatitis, toxic substance (e.g., hepatotoxic medica-
tion, alcohol, narcotic substances) that caused liver damage,
Wilson's disease, etc., is essential.

In general, liver biopsy and histological verification are the
most important criteria to confirm the diagnosis. Unfortu-
nately, this is not always possible. In our study, in seven of
37 cases, liver biopsy was not possible due to hypo-
coagulation. Therefore, the question that arises is whether
biopsies are always necessary in cases where AIH clinical
and laboratory criteria are fulfilled. According to generally
known recommendations, an autoimmune hepatitis scoring
system is available (Hennes et al, 2008). Applying this sys-
tem, it is possible to calculate the likelihood of ATH. Subse-
quently, it can be used as a basis for prescribing therapy.
Furthermore, even if a biopsy is performed, it does not al-
ways guarantee a histological confirmation of AIH, particu-
larly in cases where the biopsy is performed during the first
three months from the onset of the symptom (Weiler-
Normann and Lohse, 2014). In our study, in three of 29
liver biopsy cases, AIH was not histologically confirmed.
Despite this, immunosuppressive therapy was started.

Interestingly, in our study, a clear predominance of females
was observed. This is in agreement with the results of other
studies (Mann et al., 2010). This large difference can poten-
tially be attributed to hormonal differences between the two
genders. For example, estrogen is mentioned as one of the
hormones that could be involved in autoimmune process de-
velopment in different Al diseases; however, this aspect is
not completely elucidated yet. Autoimmune diseases in
which estrogen has a clear negative association have been
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described. For example, in systemic lupus erythematosus
(SLE), it is believed to stimulate the progression of autoim-
mune processes (Moulton, 2018). On the other hand, estro-
gen’s role in autoimmune hepatitis has not been examined
yet. Based on our results on the patient's age at which auto-
immune hepatitis was first diagnosed, the prevalence of the
disease was higher in age groups 41-59 and > 60 years age
groups. Physiological changes in estrogen levels in
premenopause and menopause (WHO, 2024) in addition to
other unknown predisposing factors, could result in the de-
velopment of autoimmune hepatitis. During perimenopause
and menopause, estrogen levels are decreased; therefore, its
potential protective role decreases, and subsequently the
risk of developing AIH increases. However, additional re-
search is necessary to confirm the role of estrogen in the
pathogenesis of Al hepatitis.

In most cases, after starting prednisolone therapy, a clinical
and biochemical improvement can be observed. To avoid
long-term glucocorticoid therapy and its potential side ef-
fects, Azathioprine (AZA) is added to disease maintenance
therapy. In the present study, most of the patients also re-
ceived the combination of both medications; however, nei-
ther the activity of the enzyme thiopurine methyltransferase
(TPMT) nor its metabolites 6-thioguanine nucleotide (6-
TGN) and 6-mercaptopurine (6-MP) were tested. Studies
have shown that Azathioprine genetic polymorphisms,
which determine the activity of 6-TGN and 6-MP metabo-
lites, reveal whether the patient could and, if so, to what ex-
tent he/she develops intolerance to AZA and has side ef-
fects. It has been noted that determining the AZA genetic
polymorphism is a step towards personalised medicine,
which in turn results in better drug efficacy and biochemical
marker improvement (Candels et al., 2021). Furthermore, in
cases where treatment is considered ineffective, 6-TGN and
6-MP should be evaluated because they could help to under-
stand the root cause. For example, if the level of both me-
tabolites is low, a dose adjustment is necessary. However, if
the level of both factors is very low, it could indicate that
the medicine is used incorrectly. However, if 6-TGN is low
but 6-MP is high, treatment optimisation should be consid-
ered. A potential option is to add allopurinol and reduce the
dosage of AZA (Lohse et al., 2020).

Most of the patients (32 out of 37) received combined treat-
ment with prednisolone and AZA, which is consistent with
international guidelines and generally accepted recommen-
dations. However, even first-line therapy has its variations,
for example, discontinuing the use of prednisolone but con-
tinuing the use of AZA. There are cases in which both
medications are continued; however, efforts are made to en-
sure that the dose of prednisolone remains as low as possi-
ble, with the disease remaining serologically, biochemically
and clinically in remission.

When evaluating the most recent trends in treatment and
their potential risks, including prednisolone side effects, the
incorporation of second-line treatment drugs, such as 6-MP
or mycophenolate mofetil, in AIH treatment is still relevant.
In the case of AZA and 6-MP intolerance, it is possible that
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the use of mycophenolate mofetil will also not lead to dis-
ease remission. Therefore, it is recommended to measure
the 6-TGN concentration to determine the appropriate dose
of medication. The addition of allopurinol in medication
could be possible; however, the risk of bone marrow sup-
pression should be considered (Hennes ef al., 2008). In
some rare specific cases, third-line therapy could be consid-
ered, although it is mostly experimental and thus requires
accurate evaluation and follow-ups. Furthermore, it should
start in multidisciplinary centres where multidisciplinary
care can be ensured. In our study, first-line treatment due to
side effects was discontinued in three cases. The first pa-
tient was a young male with severe osteoporosis. Consider-
ing that clinically and biochemically AIH remained in re-
mission, immunosuppressive therapy was not reinitiated.
The remaining two patients had severe side effects from
prednisolone and AZA; therefore, treatment was changed to
monotherapy with budesonide (Efe et al., 2011), although
there are no data on how the treatment was implemented or
the effect.

Unfortunately, in our study group, due to side effects of
therapy, nonadherence to treatment was highly prevalent.
Instead of scheduling an appointment with their hepatolo-
gist to adjust treatment, patients discontinued treatment on
their own. A potential cause could be the high workload of
hepatologists, which results in long waiting lists.

ETHICS

Ethical approval for this study was obtained from Riga East
Clinical University Hospital Medical and Biomedical Re-
search Ethical Committee.

CONCLUSION

The clinical and diagnostic criteria for autoimmune hepatitis
generally comply with accepted diagnostic principles, but
the therapeutic approach does not always comply with the
guidelines, especially with respect to the choice of medica-
tion, initiation time, and duration of therapy.
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AUTOIMUNA HEPATITA PACIENTU KLINISKAS IZPAUSMES, ARSTESANAS IZAICINAJUMI UN IZNAKUMI: PIECU GADU
PIEREDZE RIGAS AUSTRUMU KLINISKAJA UNIVERSITATES SLIMNICA

Pedgjo gadu laika visa pasaulé pieaug autoimiino saslim$anu skaits, tostarp autoimiina hepatita gadijumi. Autoimiins hepatits ir neskaidras
etiologijas iekaisiga aknu slimiba, kas nearstéta var progresét 1idz aknu cirozei un hroniskas aknu slimibas gala stadijai — aknu mazspgjai.
Kliniskaja aina bieZi sastopams akits hepatits, tacu nereti slimibas gaita ir bez simptomiem. Parasti konstaté palielinatas aknu transaminazes
un imanglobulinu G, histologiska iekaisuma pazimes un cirkul&josas autoantivielas. Vairumam autoimiina hepatita pacientu nepiecieSama
miZzilga arst€Sana, lai noverstu slimibas progreséSanu. Terapijas stiirakmens parasti ir imiinsupresiva terapija ar prednizolonu un
azatioprinu, kas ir efektiva vairuma gadijumu. Terapijas mérkis ir stabilas remisijas sasniegSana uz iesp&jami ilgaku laiku, tacu korekcijas
nereti nakas veikt medikamentu blaknu de]. Visai bieZi terapijas mérkis sasniedzams, piemeérojot individualizétu pieeju, jo, blakném
ietekm@jot dzives kvalitati, mazinas pacienta lidzestiba. Rigas Austrumu kliniskaja universitates slimnica veikts retrospektivs kohorta
pétijums par laika periodu no 2019. lidz 2023. gadam. Izmantota 37 pacientu ar autoimiina hepatita diagnozi mediciniska dokumentacija —
ambulatoras vai stacionara kartes. Diagnoze autoimiins hepatits noteikta, balstoties uz visparpienemtiem starptautiskiem kriterijiem. Visiem
pacientiem bija paaugstinats aknu funkciju raksturojoSo transaminaZu limenis. Terapijas shémas visbieZak izmantotie medikamenti —
prednizolons, azatioprins un metilprednizolons. Ne visi pacienti sapéma nepiecieSamo imiinsupresivo terapiju, viens atkartoti atteicas no tas,
baidoties no iespgjamam blakném. Imiinsupresivas terapijas ilgums lielakoties bija isaks neka noziméts, jo pacienti izvel&jas terapiju
partraukt, nenoradot konkrétus iemeslus. Petijuma tika konstatéts, ka Rigas Austrumu kliniskaja universitates slimnica piecu gadu laika
autoimiina hepatita kliniskie un diagnostikas kritriji parasti atbilst visparpienemtajiem diagnostikas principiem, bet terapeitiska pieeja ne
vienmer atbilst vadlinijam, ipa$i attieciba uz terapijas ilgumu.
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