Global action towards the control of rheumatic heart disease in African countries. In 2014,
the 2" All Africa Workshop on Rheumatic Fever and Rheumatic Heart Disease was held. The
primary objective of the meeting was to develop strategies to reduce the burden of acute rheumat-
ic fever and rheumatic heart disease in Africa. The attached Mosi-o-Tunya Call to Action ad-
dressing Rheumatic Fever and Rheumatic Heart Disease was issued. Subsequent meetings have
been held including the 4™ All Africa Workshop on Rheumatic Fever and Rheumatic Heart Dis-
ease that was held in 2016. This meeting was hosted by the Pan-African Society of Cardiology
(PASCAR) and the African Union Commission (AUC). Challenges and progress towards eradi-
cation of Rheumatic Heart Disease in Africa were discussed.

The World Heart Federation has set a goal which aims at a 25 % reduction of death from
Rheumatic Fever and Rheumatic Heart Disease in individuals < 25 years of age by 2025.

Conclusion

Rheumatic Heart Disease is a preventable disease yet still of a great burden in Africa. Most cas-
es have gone unnoticed and unreported in remote areas. Public awareness and education are vital
components of control of Rheumatic heart disease. More effort and time needs to be put in towards
eradication of Rheumatic heart disease. Rheumatic heart disease should become a priority in Africa.
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Introduction

Non-alcoholic fatty liver disease (NAFLD) is the most common cause of chronic liver dis-
ease in the world, yet the complex pathogenesis remains to be fully elucidated.

NAFLD is one of the types of fatty liver which occurs when fat is deposited (steatosis) in
the liver due to causes other than excessive alcohol use. NAFLD exists as a spectrum of disease
from steatosis < steatohepatitis < fibrosis < cirrhosis and is a commonest cause of asymptomat-
ic abnormal liver function. Risk factors disease are insulin resistance, obesity, metabolic syn-
drome, jejunoileal bypass surgery, age (adults 40—60 years old and children < 10 years), ethnic-
ity (higher in Hispanics and Asians and lower in African Americans), drugs and toxins (amio-
darone, corticosteroids, synthetic estrogens, methotrexate, antiviral drugs). Associated condi-
tions includes hyperlipidemia, metabolic syndrome, type 2 diabetes, hepatitis C, rapid weight
loss, total parenteral nutrition, Wilsons disease, Weber-Christian disease, polycystic ovarian
syndrome, abetalipoproteinamia.

The disease increases liver-related morbidity and mortality, and often increases the risk for
other comorbidities, such as type 2 diabetes and cardiovascular disease. Insulin resistance related
to metabolic syndrome is the main pathogenic trigger that, in association with adverse genetic,
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humoral, hormonal and lifestyle factors, precipitates development of NAFLD. Insulin receptors
becomes less responsive to insulin, this results in increased fat storage, decreased fatty acid oxi-
dation and decreased secretion of fatty acid into bloodstream. This process leads to steatosis
which is increased synthesis and uptake of free fatty acid from blood into liver, there is formation
of fat droplets in hepatocytes (microvessicles of fat called liposomes), continues accumulation of
fat in liposomes forms macrovesicles which keeps enlarging and begins to push the nucleus of
hepatocytes to the corner. The above results in cell death and inflammation leading to steatohepa-
titis (steatosis + inflammation). Accumulation of collagen fibers in place of dead cells results in
fibrosis of liver and then cirrhosis in later stages.

Symptoms NAFLD are usually very vague and usually occur when there is significant dam-
ages and includes hepatomegaly, abdominal pain, jaundice, ascites, increased aspartate transami-
nase (AST) and alanine aminotransferase (ALT) level. Biochemical markers and radiological im-
aging, along with liver biopsy in selected cases, help in diagnosis and prognostication. Intense
lifestyle changes aiming at weight loss are the main therapeutic intervention to manage cases. In-
sulin sensitizers, antioxidants, lipid lowering agents, incretin-based drugs, weight loss medica-
tions, bariatric surgery and liver transplantation may be necessary for management in some cases
along with lifestyle measures.

Purpose

Reveal risk factors, concomitant diseases and stages of nonalcoholic fatty liver disease in
different group patients.

Materials and methods

34 inpatients who have been diagnosed and treated with nonalcoholic fatty liver disease in gas-
troenterology department of Gomel City Clinical Hospital N3 were included. Laboratory and in-
strumental diagnosis methods like general blood analysis, biochemical analysis, prothrombin index,
liver function test, blood glucose level and also ultrasonography where carried to aid diagnosis. The
results of the diagnosis methods where computed into Microsoft EXCEL 2010 Version.

Study results

34 middle-aged (39,2 + 18,7 yrs old, 70 % men, 30 % women) NAFLD inpatients were in-
cluded. The most of patients were young people (2040 y.o.) — 18/34 (53 %), 41-60 y.0. —
11/34 (32 %), 61-80 y.o. — 5/34 (15 %). The main risk factors of the disease were analyzed de-
pends on the age of patients (table 1).

Table 1 — Risk factors in NAFLD patients

Patient's age, y.o.
Risk factors 2040 41-60 61-80
94 % men, 6 % women | 36 % men, 64 % women | 60 % men, 40 % women
Obesity 44,4 % 45 % 60 %
Insulin resistance/diabetes — 45,5 % 60 %
Dyslipidemia 38,9 % 63,6 % 80 %

The most of patients in the group 2040 y.o. were male (94 %) who had only hepatomegaly
and rare increased aspartate transaminase (AST) and alanine aminotransferase (ALT) level (table 2)
with unclear pathogenesis of NAFLD.

Table 2 — Stages NAFLD in different group patients

Patient's age, y.o.
Stages NAFLD 20-40 41-60 61-80
94 % men, 6 % women 36 % men, 64 % women 60 % men, 40 % women
Steatosis 50 % 18 % 40 %
Steatohepatitis mild 39 % 72,9 % 60 %
Steatohepatitis moderate 5,5 % — —
Steatohepatitis severe 5,5% 9,1 % —
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With an increase in the age of patients, there is an increase in risk factors and the degree of
liver damage with the development of an inflammatory component.

Concomitant diseases includes cardiovascular diseases like arterial hypertension discovered
in 6 patients, ischemic heart disease in 3 patients, as well as paroxysmal tachycardia and ventricu-
lar extrasystole in 1 patient, chronic gastritis in 11 patients, peptic ulcer disease in 3 patients,
chronic pancreatitis in 5 patients, cholelithiasis in 4 patients. 14 patients didn’t have any con-
comitant disease. It was noticed that patients with diabetes mellitus and hyperlipidemia had in-
creased degree of steatohepatitis as compared with patients with no concomitant diseases.

Patients responded well to the use of lipid lowering medications and use of ursodeoxycholic
acid and S-adenomethionine. Patients who adhered to medications and lifestyle modification easi-
ly reverted from steatohepatitis to steatosis.

Conclusions

NAFLD is widespread in stage of steatosis in young people, especially men without obvious
risk factors. Diagnosis of NAFLD often depends on biochemical and radiological investigations,
as early stages of the disease are often clinically silent. Management of the disease primarily de-
pends on intense lifestyle changes to lose weight.
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Yupexnaenue o0pasoBanus
«beJIOpyCcCKUH rocyAapCTBeHHbI MeIHIMHCKUN YHUBEPCUTE)
r. MuHnck, Pecnybiuka benapych

Beeoenue

Cungpom xopotkoit kumku (CKK) sBisiercst matomorueid, KoTopasi MposBISIETCS Maibad-
copO1meil U MalbHYTPUIIUEH, PACCTPONCTBOM KHIIEYHOTO MHILEBAPEHHS B I[EJIOM 3a CUET CO-
KpaIIeHUs MPOTHKEHHOCTH KUILIEYHHUKA B Pe3yJIbTaTe ero pe3ekiuii. YacToTa BCTpe4aeMOCTH CO-
craBisier 26,5 Ha 100 ThiC. )KMBOPOXKACHHBIX JE€TEH; JIeTaabHOCTh — OT 13 10 39 %.

Ienn

BrisiButh ocobennoctu Beaenus namnueHToB ¢ CKK B panHeM U mo3gHeM mocieonepaioH-
HOM nepuojax B ycioBusix OA u P.

Mamepuan u memoowl ucciedo8anus

bbuT TIpOBEEH PETPOCHIEKTHBHBIN aHaNU3 27 UCTOPHHA OOJE3HH IMAIMEHTOB C JTHArHO30M
CKK, HaxoguBmmxcs Ha ctaiiuoHapHoM JyieueHuu B Y3 «PHIIL AX» u, B nanpHeleM, nepese-
néuubix s npogoipkenus aedeHus B OAuP V3 «I'/IUKb» B 2014-2017 romax.

Pe3ynomamul uccinedosanusn u ux oocyycoenue

B uccnenoBanue BkimtoueHo 27 nmanuenTtoB. M3 Hux aesouek 51,9 % (14 yen.), MaqpuuKOB
48,1 % (13 ygen.). Cpenuuit Bozpact coctaBuna 3,6 £ 3.4 mecsana. [lepeuunas nmatonorusi: HOK
48,1 % (13 uen.), BIIP kumeunuka 37 % (10 gen.), 6one3ns ['upmmnpynra 14,9 % (4 gen.). Cen-
cuc passuics y 44,4 % (12 gen.) nmanueHToB, U3 KOTOPBIX 66,7 % (8 4en.) B paHHEM TOcIeore-
parmoHHoM niepuone, 33,3 % (4 yen.) B mo3auem. B 50 % ciyqaeB (6 uen.) cerncuc Obut OakTepu-
anbHOM 3THoNOTUU, B 20 % (2 uen.) rpubkoBoii, B 30 % (4 yen.) cmemanHoi. Taxxe moasepr-
JIUCh KOPPEKIINH CICAYIOIINE COCTOSHU: aneMusi B 55,6 % ciyuaeB (15 yen.), metaboaudyeckuit
armnos 81,5 % (22 gen.), runokoarynsnus 14,8 % (4 yen.), runornukemus 40,7 % (11 gen.), ru-
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