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Heredity has a determining importance for the appearance of the vascular
diseases of the nervous system. It is established that cerebral atherosclerosis and
its neurological complications occur two-three times more frequently in relatives
of stroke patients (2, 3, 5). Besides, changes of BEA and brain hemodynamics
are observed in members of families with stroke patients (2, 6, 7). Pathological
abnormalities of lipid metabolism (8) followed by viscosity and hemocoagula-
tion disturbances play an important role in this complex of investigation pur-
poses (10, 11).

The aim of the present work was to carry out clinico-lahoratory studies with
relatives of stroke patients and to look for correlations between the subjective
complaints, bioelectrical and hemodynamic cerebral changes and elevated bio-
chemical parameters.

Material and methods

A total of 40 relatives of stroke patients, of different age and sex were clini-
cally and by EEG and REG studied. Their lipid profile was specified, too. The
results obtained were compared with those from 30 healthy control individuals
without any hereditary predisposition concerning vascular diseases of the nerv-
ous system.

Results and discussion

In all the patients studied subjective complaints cculd be revealed. Ther
analysis showed the greatest relative part of headache (in 32 cases) followed by
that of vertigo (24 ones), buzzing (10 ones), easy fatigueness (18 ones), memory
disorders (16 ones). Both characteristic and intensity of complaints varied in
relation with the age distribution. Variations were noted by +up to +-++ ac-
cording to intensity (table 1). In the opinion of some authors (3—5) these symp-
toms were associated with initial subjective manifestations of an insufficiency
of the cerebral circulation. We established an increased systolic blood pressure
(150—160 mm Hg) in 16 patients which was combined with a diastolic pressure
increase (100—110 mm Hg) in 28 ones. Other investigators (2, 10) consider simil-
ar data a risk factor for the development of an acute insufficiency of the cerebral
circulation.

We also studied the lipid metabolism, namely cholesterol (after Liebermann-
Burhard; normal value 4.62—6.46 mol/l); beta-lipoproteins (after Burstein;
normal value 0—45 U), and total fats (phosphovanilic solution; normal value
4—8 g/l). Then we compared the data obtained with those from the control per-
sons (table 2).
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Table 1
Age distribution of the clinical manifestations
Age groups |Number Headache Vertigo Buzzing dengfgg;r):g W;;;egzli):;ity
+ ++ +++— + ++ Ft+E— + = + = 4
20—30 10 | - - 9 3 1 | 5 5 — 3 7 3 7
31—40 18 2 — 6 10 2 1 6 9 7 11 6 12 5 14
41—-50 12 = = 2 10 3 1 6 2 3 9 3 9 3 8
Table 2
Biochemical investigations
Age groups Number | Blood sugar Total fats Cholesterol B-lipoproteins
i norm, pathol. norm, | pathol. norm, pathol. norm, pathol,
20—30 10 5 5 5 5 4 6 3 7
- 31—40 18 8 10 9 9 9 9 7 11
41-50 12 9 3 6 6 3 9 2 10

It was obvious that in patients’ relatives there was a predisposition towards
hypercholecterolemia, hyperbetalipoproteinemia and an increase of the total
fats that was statistically significant (p <0.001) thus confirming the point of view
about their importance at young age in relation to the development of early athe-
rosclerotic vascular lesions (1, 3, 8).

Dynamic EEG follow-up demonstrated a background recording of desyn-
chronized BEA with not lavishly dispersed teta-waves and decreased reactivity
during functional tests. These results were obtained with patients having consi-
derable subjective complaints, blood pressure changes and abnormalities of bio-

Table 3
REG and EEG indexes in patients’ relatives and healthy persons

REG and EEG indexes

P ined 3 a )
ersons examine FMA (@) | FMa (seo) FM pu (%) | FMDI (%) (,f,',v/‘gﬁ,) EEG FI

Patients’ 0.108 0.102 15.4 38.8 235.2 9.8
relatives =0.011 =0.013 =0.11 =1.1 =1.1 =0.11
Healthy 0.098 0.097 11.05 25.5 . 335 8.6
Persons =0.012 =0.011 =0.13 =0.1 =2.1 =0.12
Legend:
F<0.001

MA — frontomastoid amplitude

FMDI — frontomastoid dicrotic index
FMHC — frontomastoid hemispheric circulation
FI — frequency index
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chemical indexes. They, therefore, testified to dysfunction of mesodiencephalic
brain structures (9), an important pathogenetic factor for development of hyper-
tension and cerebral vascular complications.

The rheoencephalographic examination of patients’ relatives and of control
individuals showed the following hemodynamic disorders (see table 3). When
we compared REG-indices of patients’ relatives with those of healthy controls
we ascertained signs of a decreased blood supply index in the pool of the intern-
al carotid artery or of the vertebro-basilar system accompanied by an increased
vascular tone of spastic type and by an altered brain vessel reactivity. These data
were an addition to the concepts about the state of collateral circulation (2, 6).

Our data summarized from the clinical, biochemical and electrophysiolo-
gical investigations performed propose criteria for the early objectivization of
risk factors in stroke patients’ relatives with a view to their timely prophylaxis.
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CopOK POJCTBEHHHKOB (CHIHOBEH M j0uepeii) GOIbHBIX C MO3TOBBLIM HHCYJIBTOM GBITH HCCJENO-
BaHbl KJHHHYECKH, 3JeKTpPodHuedanorpapuueckd, peosHuedasorpaduyecky, NPOBEJEHO TaKKe
HcCMleJOBaHMe JIMIHAHOro npoduis, ¢ ue/abi0 OGHAPYKHTb PaHHHE KIMHHKO-J1a60pATOPHbIE KPH-
TePHH HAayaJbHOIO 3Tama COCyJHCTO-MO3rOBOH HeAOCTAaTOYHOCTH. [TosyueHHBIe pe3ysbTaThl GblIH
COMOCTaBJIEHbl C COOTBETCTBYIOUMMH pe3yJNbTaTaMHd KOHTPONHOH rpynmbl M3 30 340pOBBIX JIHIL
6e3 HacJeJCTBEHHOH OTATOMEHHOCTH 3a60/IeBAHHSIMH COCYIOB. ¥ BCeX pPOACTBEHHHUKOB GbLIH
yCTaHOBJIeHbl CyObeKTHBHBIE XKaJ06bl HA TOJIOBHYIO GOMb, FOJIOBOKPYIKEHHE, GHICTPYIO YTOMJsie-
MOCTb, @ TaKXe NMOHH)KEHHBIe BO3MOXXHOCTH MaMATH H MOBbILIEHHOE JHACTOJIMYECKCE KPOBSIHOE
JAaBneHde. DIT-xapTHHA NOKa3niBaeT JaHHble O AHCOYHKIHH Me30IH3HuUe(daJbHBIX MO3TOBBIX
CTPYKTYP, a Ha PIOT cHHxKeH HHIEKC KPOBEHANMOJHEHHS H CHACTHYHO MOBBHILEH TOHYC ry106alb-
Horo OM u peruonapHoro OM otsenenuit. ITosyyeHHBle CTaTHCTHYECKH 3HAUHUMEBIE Pe3YJbTATHl
KODPECNOHAUPYIOT C MATOJOrHYECKHMH OTKJOHEHHSAMH B JIMMHAHOM OGMeHe H MpeACTaBJISIOT
cOGOli NPOTHOCTHYECKHE KDHTeDUH MPH pPaHHEM NHArHOCTHLUHPOBAHHH MO3rOBOH COCYLHCTOH
HeJOCTAaTOYHOCTH.



