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MANAGEMENT OF PATIENT WITH FAMILIAL COMBINED
HYPERLIPOPROTEINEMIA: ACASE STUDY

Babii O. H., Simonova I. V., Vasylenko O. O., Prylutcka K. Y., Meleshenko O. A.

Familial combined hyperlipoproteinemia is considered one of the most common genetic hyperlipidemias
in the general population with estimated prevalence 0.5 %—2.0 % of all inherited dyslipidemias. This disorder
frequently coexists with other metabolic diseases such as obesity, insulin resistance, hypertension, non-
alcoholic fatty liver disease. Association of hyperlipoproteinemia and type 2 diabetes mellitus can be
explained due to the fact, that familial combined hyperlipoproteinemia is caused by genetic variability,
including genes encoding the upstream transcription factor 1. The last regulates nearly 40 genes implicated in
lipid, lipoprotein and carbohydrate metabolism, as well as immune response. Polymorphism in the upstream
transcription factor 1 is strongly associated with dyslipidemia, impaired glucose tolerance, insulin resistance,
and type 2 diabetes mellitus. In this report on example of clinical case we want to pay attention of
practitioners to the problem of familial causes of hyperlipidemias, which leads to early onset of
atherosclerosis, cardiovascular disease, and, finally, to premature disability of the affected person. Because of
the frequent overlapping with the features of metabolic syndrome, this serious disorder is often not recognized
and treated timely.

Our patient was a 43 year old male, who was referred to the clinic with complaints of angina pain and
dyspnoea provoked by minimal physical exertion, palpitations, irregular heartbeats, lower extremities and
face oedema. At the age of thirty in the patient have developed type 2 diabetes mellitus, during last 7 years it
was insulin dependent, the course was severe, glycaemia was poorly controlled by the therapy. Also he had
essential hypertension Il grade. At the age of 37 years the patient suffered from ST-elevated myocardial
infarction, one year later occurred recurrent myocardial infarction. His family history was strongly positive
for atherosclerosis and cardiovascular disease, as well as type 2 diabetes mellitus. In laboratory testing the
fasting blood sample revealed a grossly lipemic serum, with total cholesterol level 17.75 mmol/L, very low
density lipoproteins 3.41 mmol/L, low density lipoproteins 13.64 mmol/L, high density lipoproteins
0.7 mmol/L. Diagnosis: «Familial combined hyperlipoproteinemia (Fredrickson type 2B). Acute coronary
syndrome: Unstable angina I1B. Postinfarction (STEMI 2014, 2015) cardiosclerosis. Essential hypertension
Il degree Il stage. Heart failure with left ventricular systolic and diastolic dysfunction, EF 36 %. IlI
functional class NYHA. Stage D AHA. Risk score 4 (very high).Type 2 diabetes mellitus, insulin dependent,
severe course. Non-alcoholic fatty liver, 2 degree. Nodular goitre | degree, euthyroid state» was established.
Management of this patient includes lifestyle modification and combined lipid lowering therapy in high doses:
rosuvastatin and choline fenofibrate. Unfortunately, in this case target levels of cholesterol and triglycerides
were not achieved: minimal level of total cholesterol was 12.29 mmol/L, and level of triglycerides was
41.48 mmol/L. Risk estimates based on risk charts, scores, or functions used in the general population,
probably grossly underestimate the real risk of this patient with familial combined hyperlipoproteinemia.
Coexistence of extremely high level of cholesterol and type 2 diabetes mellitus significantly aggravates and
advances each other's course, comparing with the isolated disorders.
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Dyslipidaemia refers to the high incidence
disorders. Approximately 29.3 %-53% of
adults have abnormal level of lipoproteins [1,
2].The majority of lipid disorders are acquired
through unhealthy lifestyles (obesity, inactivity,
alcoholism, etc.). Hereditary (familial) causes
are less common. High cholesterol and
triglyceride levels are associated with
cardiovascular disease (CVD) and coronary
artery disease (CAD) at an early age.

Familial combined hyperlipoproteinemia
(FCHL) is very frequent and is one of the most
common genetic hyperlipidaemias in the
general population with estimated prevalence
0.5%-2.0% of all inherited dyslipidaemias,
being the most common in patients affected by
CAD (10%) and among acute myocardial
infarction (MI) survivors aged less than 60
years (11.3 %). This percentage increases to
40 % when all the MI survivors are considered
without age limits [2]. However, because of the
peculiar variability of laboratory parameters
and lack of diagnostic criteria, this serious
disease is often remains undiagnosed and
untreated.

FCHL is characterized by:

a) increase in cholesterolemia and/or
triglyceridemia in at least two members of the
same family;

b) intraindividual and
variability of the lipid phenotype;

c) increased risk of premature CAD [3].

As recent studies have shown, FCHL is an
oligogenic disorder with variable penetrance
[4]. Frequently it coexists with other metabolic
diseases such as obesity, insulin resistance (IR),
type 2 diabetes mellitus (T2DM), non-alcoholic
fatty liver disease (NAFL), and hypertension
[5]. Consistent susceptibility loci have
beenmapped to chromosomes 1g21-23,
11p14.1-912.1, and 16g22-24.1 [6]. An
association of FCHL with the region in
chromosome 1g21-1923 [7, 8] has been
reported. This region includes several genes
which might contribute to FCHL phenotype,
including the upstream transcription factor 1
gene (USF1) [7]. USF1 encodes a transcription
factor, which regulates nearly 40 genes
implicated in  lipid, lipoprotein  and
carbohydrate metabolism, as well as immune
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response [4]. As reported Putt et al. (2004),
polymorphism in USF1 is strongly associated

with impaired glucose tolerance, IR, and
T2DM.
Herein we discuss the clinical case of

FCHL, a highly atherogenic disorder that
evidently led to premature disability and to
early mortality of the patient.

CASE REPORT

A 43 vyear old male complained of
retrosternal squeezing, burning pain, radiated to
the left arm and left part of the neck, provoked
by minimal physical activity (e.g. household
chores), sometimes at rest, required nitro-
glycerine intake (up to 7 td), diminished effect
of nitro-glycerine, dyspnoea, provoked by
walking ground level up to 100 m, palpitations,
irregular heartbeats, lower extremities and face
oedema.

From history of the presenting disease it is
known that in this patient about 10 years occur
blood pressure elevations (max
180/120 mm Hg, usual 130/90 mm Hg). At the
age of 37 years the patient suffered from ST
elevated Ml (STEMI) of left the ventricular
(LV) inferior wall, one year later recurrent
STEMI of the LV anterior wall, septum, and
apex occurred. It was recommended an
angiography, percutaneous intervention with
implantation of drug-eluting coronary stent; due
to economic reasons, the patient had refused
this procedure. Regular (3—4 times per year)
receive in-patient treatment with some positive
dynamics. However, despite regular out-patient
medication intake, the therapy effect is not
lasting. The current hospitalization associated
with deterioration that occurred during last
month: dyspnoea was progressed, angina pain
developed more often, physical tolerance
decreased, effect of nitro-glycerine diminished.

At the age of 30 years it was diagnosed
T2DM, during last 7 years it is insulin
dependent. The oral hypoglycaemic therapy
was switched to insulin due to myocardial
infarction. Course of the disease is severe,
compensation is not achieved, fasting plasma
glucose is within 13-17 mmol/L.

Also during last year the patient suffered
from diabetic foot and community acquired



pneumonia in lower lobe of right lung. For
diabetic foot he received conservative treatment
with improvement. Pneumonia had a protracted
course.

Drug history of the patient include:
bisoprolol 5mg od, ramipril 5mg od,
atorvastatin 80 mg od, aspirin 75 mg od,
clopidogrel 75 mg od, toracemide 5 mg od,
insulin human NPH 20 1U 2 td 8-00, 20-00,
insulin human 10 1U 3 td before meal.

The patient denies alcohol consumption.
During last 4 years the patient does not smoke,
but before he had smoked 2 packs per day
during 20 years (equals 40 pack-years).

His family history include: early death of
relatives in paternal line, proband's father
suffered from MI at the age of 44, and T2DM;
he died at the age of 62.

During physical examination it was noticed
that patient look older, than the passport age
and was slightly depressive. He was well
oriented to space and time. The patient's posture
was active. It was revealed central type of
obesity (BMI 35.8 kg/m?, waist circumference
146 cm, waist to hip ratio 1.23). Multiple
eruptive xanthomas were detected on the skin
of the trunk and extremities. Visible changes of
the neck shape were not detected, but during
thyroid palpation in the left lobe was revealed a
node =1 cm @. In the lungs to auscultation
occurred bronchial breathing, diminished on
basal parts. Peripheral pulses were regular and
weak. Apex beat was in 5" intercostal space
2 cm to the left of the left midclavicular line,
3 cm?, weak. Heart auscultation detected soft S1
on the apex and loud A2 sounds to auscultation,
diffuse systolic murmur (grade Il) at all points
was revealed. Abdomen was increased in size
due to subcutaneous fat, participated in
breathing actively; during palpation was soft
and nontender. Hepatomegaly (+3 cm) was
revealed, liver was soft and nontender to
palpation. Spleen was not palpated. Oedema of
the lower half of shins and foots occurred. Stool
and diuresis were not changed.

Blood tests revealed: hyperglycaemia
16.6 mmol/L, elevated HBAlc up to 11.9 %.
Fasting blood sample revealed a grossly lipemic
serum: total cholesterol 17.75 mmol/L, very
low density lipoproteins 3.41 mmol/L, low
density lipoproteins 13.64 mmol/L, high density
lipoproteins 0.7 mmol/L, triglycerides
71.35 mmol/L. Liver, kidney, and thyroid
function tests fell into normal ranges. It should
be noted, that all blood tests were standardized,
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because the serum was chyle and usual
estimation could not be performed.

Urine analysis detected glucose 170 mmol/L
and traces of protein.

Instrumental methods of examination
displayed the following changes. ECG revealed
postinfarction cardiosclerosis of the LV anterior
and posterior wall, apex. Transthoracic
echocardiography demonstrated dilation of all
heart chambers, hypertrophy of the LV, and its
posterior ~ wall  hyperkinesia,  decreased
contractility, EF 36 %, apical aneurism,
diastolic dysfunction of the LV 2 degree, and
signs of pulmonary hypertension 3 degree.
Thyroid ultrasound showed diffuse nodular
goitre, left lobe node 8.3 mm . Abdominal
ultrasound detected moderate hepatomegaly,
steatohepatosis, increased echogenicity of
pancreas. Chest X-ray revealed signs of venous
congestion, initial basal pneumofibrosis of both
lungs.

Based on findings mentioned above, final
diagnosis was established:

Main: Familial combined hyperlipopro-
teinemia (Fredrickson type 2B). Acute coronary
syndrome: Unstable angina IIB. Postinfarction
(STEMI 2014, 2015) cardiosclerosis. Essential
hypertension 1ll degree Ill stage. HF with LV
systolic and diastolic dysfunction, EF 36 %. 1l
functional class NYHA. Stage D AHA. Risk
score 4 (very high). Type 2 diabetes mellitus,
insulin dependent, severe course. Non-alcoholic
fatty liver, 2 degree.

Concomitant: Nodular
euthyroid state.

No specific clinical trials, guidelines, or
algorithms have been developed for the
management of FCHL. A reasonable initial step
in management of the patient with this
pathology includes controlled interventions
targeting modifiable cardiovascular risk factors,
such as smoking, alcoholism, overweight, and
obesity [9].

Evidence and recommendations regarding
management of specific risk factors in this
group of patients are insufficient and call for the
development of intervention-based evaluations,
aiming at describing the role and magnitude of
these treatments and their impact on lipid
profile and metabolic burden.

Management of this patient includes lifestyle
modification and  medication. It was
recommended for this patient to avoid smoking
and alcohol intake, to lower body weight, and
diet with reduced saturated and animal fats,

goitre | degree,
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simple sugars, sodium (less 6 g per day).
Medication include bisoprolol 5 mg od, ramipril
5mg od, rosuvastatin 40 mg od, choline
fenofibrate  135mg, aspirin  75mg od,
clopidogrel 75mg od, toracemide 5mg od,
insulin human NPH 20 IU 2 td 8-00, 20-00,
insulin human 10 1U 3 td before meal.

Therapy choices differ depending on the
type of mixed hyperlipidaemia a patient has.
However, fibrates are usually needed in
addition to statins. Statin-induced myopathy is
more likely in patients who are also taking
fibrates, so careful monitoring of side effects is
important.

Unfortunately, despite the lipid lowering
treatment, in this case target levels of
cholesterol and triglycerides were not achieved:
Minimal level of total cholesterol was
12.29 mmol/L, and  triglycerides  were
41.48 mmol/L.

Prognosis for this patient is unfavourable.
Ischemic heart disease and T2DM have
developed in young age, the course of disease is
progressive, symptoms are poorly controlled.

Risk estimates based on risk charts, scores, or
functions used in the general population,
grossly underestimate the real risk in this
patient with FCH. Coexistence of extremely
high level of cholesterol and T2DM
significantly aggravates and advance each
other's course, comparing with the isolated
disorders.

For practitioners it is advised:

* monitoring the therapy not only by
laboratory tests, but also by evaluating other
instrumental and  clinical markers  of
cardiovascular disease;

» following the theory of «the lower, the
better», treating these patients in order to reduce
their cholesterolemia and triglyceridemia to the
best goals suggested by the international
guidelines  for  cardiovascular  diseases
prevention, in association with a rigid control of
all associated risk factors;

» screening family members of patients
with FCH is the most effective option for early
detecting cases across the whole population and
prevention of CVD and CAD.
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BEJEHHSA MAIIIEHTA 3 CIMEMHOIO KOMBIHOBAHOIO T'TITEPJIIITIAEMIEIO HA
IMPUKJIAAI KIITHIYHOT'O BUITAJKY

Badbiu O. I'., Cimonosa €. B., Bacunenxo O. O., Ilpunyyvka K. I0., Menewenko O. A.

CimeitHa xoMmOiHOBaHa TiNepIimieMis HaJIEKUTh 1O HAWOIIBII TOMIMPEHUX CHAJAKOBHX ITOPYIICHb

JimigHOro OOMiHY y 3aranbHiil momyssmii. Po3moBcromkeHicTs manoi matosorii craHoButh 0,5 %-2,0 %
cepel BCiX CHaJKOBUX AMcHimigemiil. JlaHe 3axBOprloBaHHs 3a3BWYail mepedirac y KoMmOiHAIlii 3 iHIIMMH
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HNOPYIICHHSIMH METa0Ooli3My, TaKUMH SIK OXXUPIHHS, IHCYJIIHOPE3UCTEHTHICTh, HEaJKOI'OJIbHA >KUpPOBa
xBopoOa IeuiHKW, Ta TinepTeHsiero. lloeqHaHHs TrinmepinonpoTeiHeMii Ta IYKpOBOTO Iiadery 2 THILy
MOSICHIOETBCSL TUM, IO NMPUYHMHOIO CIMEHHOI KOMOIHOBaHOI rimepiinijieMii € crajkoBa BapiaOesbHICTh T'eHiB,
30KpeMa THX, [0 KOAYITh Upstream transcription factor 1. OcraHHiii, B CBOIO 4epry, KOHTPOITOE 0a13bK0 40
TCHIB, sSKi TOB’sA3aHi 3 OOMIHOM IMidiB, BYIJICBOJIB, a TaKOX 3 IHTCHCHUBHICTIO IMYHHOI BIIIOBIII.
Iomimopdizm upstream transcription factor 1 ticxo moB's3anuii 3 AU AEMI€I0, TOPYIIIEHHSIM TOJIEPAHTHOCTI
JI0 TIIFOKO3H, IHCYIIIHOPE3UCTEHTHICTIO, I[YKPOBUM iabeToM 2 Tuiry. Uepes3 cXO0XKICTh MPOSBIB METaOOIIYHOTO
CHHIpOMY 1 ciMeliHOi KoMOiHOBaHOI TinepiimigeMii, 4acTo Ie cepiio3He MOpYIIeHHs OOMIHy JiMifiB He
BUSIBIISIETBCSL 1 HE JIKYETHCS CBO€YAcHO. Y MHaHIM cTarTi, Ha NMPUKIAAl KIIHIYHOTO BHUMAAKY, MM XOYEMO
3BEPHYTH yBary NpakTHKYIOUMX JiKapiB Ha MpoOjeMy reHeTHYHO OOYMOBJICHHX HPUYUH JUCIIMiJAEeMii, 110
NPU3BOJATE 10 PAaHHBOTO PO3BHUTKY aTepOCKIEpo3y W CepLeBO-CYAMHHUX 3aXBOPIOBAaHb 1, BPEIITi, N0
nepenr4acHol BTpaTH Mpane3jaTHOCTI MalieHTa.

Ham narienT, yonoBik 43 poku, OyB HampaBJieHHWH 10 JIikapHi 31 ckapramu Ha Oinb y AUISHII cepus Ta
3aJUIIKY PY HE3HaYHUX (DI3MYHUX HaBaHTAKEHHSX, CEPLEOHTTS, nepedoi y poOOTi ceplsi, HAOPSKU HIDKHIX
KIHIIBOK Ta 00nuyus. Y TPHAUATHPIYHOMY Billi OyJIO IiarHOCTOBaHO IyKpoBHH aiaber 2 Tumy. IIpoTsirom
OCTaHHIX 7 POKiB AiabeT IHCYIIHO3aJeXKHUH, epedir XBOpoOu TSHKKHH, 3a IOTIOMOTOI0 Tepamii He BIAaeThCs
JOCSITTH LIJIbOBOTO piBHS IIIOKO3M. [IpoTarom 10 poKiB Mali€HT TakoX CTPAXKIAE B €CCEHIaIbHOI
rinepreHsii TpeTboro crymneHto. Y Biui 37 pokiB xBopuil nepeHic Q-No3uTHBHUM iHpapKT Miokapaa. Yepes
piK po3BHBCs MOBTOpHUH iH(papkT miokapaa. CiMeliHMIi aHaMHe3 OOTSDKEHHH 110 JIiHIT OaThbka pO3BUTKOM Y
MOJIOJIOMY BIlll aTEepOCKIIEpO3y Ta CepleBO-CyJMHHUX 3aXBOPIOBaHb, a TakoX niaberom 2 Tunmy. B
JMa0OpaTOPHUX JIOCTIDKEHHSX BHUSBICHI 3HAYHUH Xije3 CHpPOBaTKM HaTLIeceple: 3aralbHUi piBeHb
xonectepuny 17,75 MMou/n, JiNOmpoTeinu Ay’e HU3bKOI IUIBHOCTI 3,41 MMOJB/J, JIMOMPOTEINUd HU3BKOT
mripHOCTI 13,64 MMOJB/J, JMONPOTEind BHUCOKOI miibHOCTI 0,7 MMOIB/1. TakoX BiI3HAYABCSA BHCOKHIA
piBenb riikemii mo 16,6 mMmouss/n. Ha mincraBi BuIEeBKa3aHMX 3MiH BCTaHOBJIEHO JiarHo3: «CimeiiHa
koMmOiHOBaHa rimepiimigemis (tun 2B 3a @penpikconom). 'ocTpuil kopoHapHHMH CHHIpOM: HecTadibHA
creHokappist 1IB. Iloctindapkrauit (Q-no3utuBHui iHpapkT Miokapaa 2014, 2015) xapaiockiepos.
Ecenuiansha rineprensis Il cranii 11l crynens. CeprieBa HeJOCTaTHICTh 3 CHCTOJIYHOIO Ta JiaCTOJIYHOIO
muchyukiiero ggiBoro nutyHouky, ®B 36 %. Il ¢dyskmionansuuit kiac NYHA. Cragin D AHA.
KapnioBackymsipauii pusuk 4 (myxe Bucokwii). IlykpoBuil miaGer 2 Tumy, IHCYTIHO3AJICIKHHUMA, TSKKHIA
nepeObir. HeasnkoronbHa upoBa XBOpoOa mediHk, 2 cryneHs. BysmoBuii 300 1 crymneHs, eyTHpeoinHHi
cran». JlikyBaHHS LBOTO TAI[lEHTa BKJIIOYAIO MOAUDIKALi CrIoco0y JKUTTS Ta BHCOKI JI03M
rinoJimiJeMiYHUX MpenapariB: po3yBacTaTuH 1 xojiHodeHnodiopar. Ha sxanb, 1ib0BI PiBHI XOJIECTEPUHY i
TPUTIILEPUAIB He OYJIM NOCSITHYTI: MiHIMAJIBbHUN PiBEHb 3araJIbHOIO XOJIECTEPUHY CTaHOBUB 12,29 MMOIIB/1,
a Tpuriinepunis — 41,48 mmone/a. Orinka pusnky, 3acHoBana Ha mikaimi SCORE, 1110 BUKOPHCTOBYETHCS B
3arajibHIf MOMYJAIfil, 3HAYHO HEOOIIHIOE PEAbHUN PHU3UK CEPIECBO-CYAMHHOI CMEPTHOCTI y TAIi€HTa 3
ciMeitHOI0 KOMOIHOBaHOW TimepJimigemiero. [loeqHaHHS HAA3BUYAHHO BHCOKOTO DPIBHS XOJECTEPHHY Ta
I[yKpPOBOT'O JliabeTy 2 TUITy 3HaYHO OOTSIKYE XiJ] OIMH OJTHOTO, Y TIOPIBHSIHI 3 130JbOBAHUMH ATOJIOTISIMH.

KJIFO490BI CJIOBA: pucninizemis, cimeiiHa KOMOIHOBaHa TrimepiimigeMis, CepLEBO-CyIUHHI
3aXBOPIOBAHHSI, ilIIEMi4Ha XBOpoOa cepiist
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BEJEHUE NALIMEHTA C CEMEMHON KOMBUHUPOBAHHOM 'MIEPTUIIUAEMUEN
HA MMPUMEPE KJIMHUYECKOTO CJIYYAS

Baoui O. I'., Cumonosa E. B., Bacunenko O. O., Ilpunyuxaa K. 0., Menewenxo E. A.

CemeliHass KOMOMHUpOBaHHAsh THUIEPIMIIMAEMHs OTHOCHTCS K Hamboiee pacnpoCTpaHEHHBIM
HACJIeICTBEHHBIM HapyIIEHUSM MeTabonu3Ma JMIUAOB B o0Iel momyasuuu. PacpocTpaHeHHOCTh JaHHOM
naronoruu coctasiser 0,5 %-2,0 % cpenu Bcex HACIEIACTBEHHBIX AucCIUNUAeMuid. lanHHoe 3aboneBaHue
YacTO MPOTEKaeT B KOMOMHAIMM C JPYIrMMH METa0OJIMYECKHMMH HApyLIICHUSAMH, TaKUMU KaK OXKHPEHHE,
UHCYJIMHOPE3UCTEHTHOCTh, HEAJIKOTOJIbHAs JKUpoBas Ooje3Hb ImedeHHd, U rumepreHsueil. CouderaHue
THIICPJIMIIONPOTEMHEMUN W CaxapHOro auadera 2 Tuma OOBACHSETCS TEeM, 4YTO NPUYMHON CeMeiHOM
KOMOMHUPOBAaHHON THMHEPINIHUICMUN SIBISCTCS HACIEICTBEHHAs BapHa0EIbHOCTh T'€HOB, B YaCTHOCTH
Koaupyroumx Upstream transcription factor 1. Tlocnennuii, B CBOIO ouepeb, KOHTPOIUPYET 0Koio 40 reHOB,
KOTOpBIE CBS3aHBI C METa0OIM3MOM JIMIHIOB, YIJIEBOJIOB, a TaK)Ke C MHTCHCUBHOCTHIO HIMMYHHOTO OTBETA.
[Momumopduam upstream transcription factor 1 tecHo cBsi3aH ¢ HapyIICHHEM TOJCPAHTHOCTU K TIFOKO3E,
MHCYJMHOPE3UCTEHTHOCTBIO W caxapHbIM jauabetom 2 tuna. [lo mpuymHE CXOJCTBa NPOSIBICHUM
METabOoJIMYECKOTO CUHAPOMA M CeMEHHOW KOMOMHMPOBAHHOM THIEPIMITUIEMHH, 3a4aCTyl0 3TO CEphe3HOE
HapyleHUe JUMNUIHOTO OOMEHa CBOEBPEMEHHO HE pacllo3HaeTcss M He JjednTcs. B naHHOM crathe, Ha
npuMepe KIMHUYECKOTO ciydas, Mbl XOTHM OOpaTHTh BHUMAaHHE NPAKTHKYIOUIMX Bpaded Ha mpobiemy
TEHETUYECKH OOYCJIOBJICHHBIX MPUYMH IUCIUIUICMUH, NPUBOIIMX K PAHHEMY Pa3BUTHIO aTepOCKIIepo3a,
Cep/ICYHO-COCYANCTHIX 3a00I€BaHM 1, B UTOTE, K IIPEXKIEBPEMEHHOH yTpaTe TPyI0CIOCOOHOCTH AlUeHTa.

Ham manuenT, Myskunta 43 rosa, ObL1 HanpasiieH B OOJIBHUILY C jkanobamu Ha 00Jb B 00JacTH cepaua u
OJIBIIIIKY TP HE3HAYUTEIbHBIX (DU3UUECKUX HArpys3kax, cepaucOueHue, mepedou B pabore cepala, OTCKH
HIDKHUX KOHEYHOCTeH M nia. B TpuanaruneTneM Bo3pacte ObUI IMarHOCTHPOBAH caxapHbIil nuaber 2 Tura,
B TEUSHHE MOCIIEAHUX 7 JIeT [uabeT WHCYJIMHO3aBUCUMBIH, TeUueHHe OOJIE3HH TSDKEJIOe, C MOMOIIBIO Tepariu
HE yJlaeTcs AOCTUYb IEJIEBOTO YPOBHSA INIIOKO3BI. ITalMeHT Takxke cTpajaeT ICCEHIMAIbHON THIIepTeH3UeH B
teuenue 10 yer. B Bo3pacte 37 nmer 0osbHO# mepeHec Q-mo3uTHUBHBIA HMHGbApKT MHOKapna. Yepes roj
pa3BwICS TOBTOPHBIM MH(apkT Muokapaa. CeMeHHBIH aHaMHE3 OTATOIICH MO JIMHUM OTIA Pa3BUTHEM
aTepOCKIIepO3a U CepACYHO-COCYUCTHIX 3a00JIeBaHMM, a Takke JuabeToM 2 TuMa B MOJIOJOM Bo3pacre. B
abOPaTOPHBIX HCCIENOBAHUSAX OOHAPY)KEHBI 3HAYUTENILHBIN XWJIe3 CHIBOPOTKM HATOMIaK (OOIHN YpOBEHD
xonectepuHa 17,75 MMOIIB/N, JUMOMPOTEUABI OYCHb HHU3KOW IUIOTHOCTH 3,41 MMOJIB/NI, JHMITONPOTEHIBI
HHU3KOH TUIOTHOCTH 13,64 MMOIB/N, JUIIONPOTEUIbI BHICOKOW MIOTHOCTH 0,7 MMOJIIB/IT), BBICOKHH YPOBEHB
riaukeMun a0 16,6 MmMoib/n. Ha ocHOBaHMM BbIlIEyKa3aHHBIX M3MEHEHHH yCTaHOBJEH nuarHo3: «CemelHas
KoMOuHHpoBaHHas runepiunuaeMus (tun 2B mo ®penpuxcony). OCTpeIi KOPOHAPHBIH CHHIPOM:
HecrabuibHass cteHokapnaust 1IB. Tloctundapkrhbiii (Q-no3utuBHBIN uHbapkT Muokapaa 2014, 2015)
Kapauockiepos. JcceHnmanbHas runeptensus III cramum 11 cremenu. CepaedHas HENOCTATOYHOCTH C
CHUCTOJMYECKON U AMACTONMYECKOH nucdyHkuuen neBoro xenyaouka, @B 36 %. Il pyHkMoHANBHBIN KIacc
NYHA. Cragus D AHA. KapamoBackymnspHeii puck 4 (oueHb BbIcokmid). CaxapHblii amaber 2 Twia,
WHCYJMHO3aBHCHUMBIH, Tsxkenoe TeueHHe. HeanxoromnbHas sxupoBast 00Je3Hb II€YEHH, 2 CTENEeHHU. Y3JI0BOH
300 1 cremeHu, SyTHPEOHIHOE COCTOsIHUEY. JIleueHne NaHHOro MalueHTa BKIYaio MoauHkanuio odpasa
JKU3HH ¥ BBICOKHE J03bl THIIOIMITHIACMUYECKUX MPEMapaToB: po3yBacTaTuH U xoauHopeHopubOpar. K
COJKaJICHHIO, IIEJIEBBIE YPOBHU XOJIECTEPHMHA WM TPUIIIMIEPHUAOB HE OBUIM JOCTHUTHYTHI — MHHUMAJIBHBIN
YpOBEHb 001IIero xojecTepruHa coctaBmil 12,29 mmons/in, a Tpuraunepunos — 41,48 MmMounb/n. OnieHka pucka,
ocHoBanHas Ha mkaire SCORE, xotopast mpuMmeHseTcs B 00Ieil HOMyJ sy, 3HAYNTEIFHO HEIOOIEHUBAET
pPEANBbHBI PHUCK CEpPAEYHO-COCYIUCTOH CMEpPTHOCTH Y TMAalueHTa C CeMEHHOW KOMOWHHUPOBAHHOMN
runepiunuaemuei. CoueTaHue 4pe3BBIYaifHO BRICOKOTO YPOBHS XOJIECTEpHHA U CaxapHOTro amabera 2 THUMa
3HAYUTEIBHO OTATONIAET TeUSHHE APYT JIPYTa, TI0 CPAaBHEHUIO C M30IMPOBAHHBIMH MTATOJIOTHAMHU.

K/TIOYEBBIE CJ/IOBA: nucnunmueMmusi, ceMeliHas KOMOWHHPOBaHHAs TUNEPIUMUACMUS, CEpIEUHO-
COCYIIUCTHIE 3a00JIeBaHUS, HIIIEMUIecKas 00JIe3Hb cep/ra
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