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Cerebrovascular disease being a socially significant disease imposes a deep
obligation upon us to study more profoundly the etiological, epidemiological
and social factors as well as to look for new clinical and biochemical criteria
for exacter differential diagnosis with this patients’ contingent.

In the present paper we report a combined spectrophotometric, cytologic
and elecirophoretic investigation of the cerebrospinal fluid in patients during
the acute stage of cerebral infarction.

Material and methods

Cerebrospinal fluid changes were followed-up with 60 patients hospitalized
in the Neurologic Clinic of the Higher Institute of Medicine, Varna. Of them,
30 patients were with a red, and 30 ones — with a white infarction. Diagnosis
was confirmed by means of a thorough clinical investigation as well as by pa-
raclinical and CT analyses. It was pathologically-anatomically verified. Cere-
bro spinal fluid was taken by lumbar puncture in a lying position from the firs
till the twentieth day after brain accident.

Results and discussicn

Cerebrospinal fluid was clear, colourless, transparent and without any fibrin
network in the cases with while cerebral infarction. A slightly e>pressed
xanthcchremia was establisted in two patients with extensive brain in‘arction:
Bloody and xanthochromic cercbrospinal fluid was found out in 10 patients
(i. e. one third) of the group with red infarction. Xanthochromit was visually
estimated in 6 per cent but spectrophotometrically in 46 per cent of white in-
farction patients. The corresponding percentages were 17.5 and 68, respectively,
when verified cases with red infarction were concerned. Xanthochromia was of
mixed type: haemorrhagic and congestive. Bilirubin componaents prevailed
with the white cerebral infarction while at the onset oxyhaemoglobin and
methemoglebin, and after one week als bilirubin predominated with the red
one (1, 3, 4). Cytological examination showed normocytosis in about 75 per
cent of white cerebral infarction patients. Pleocytosis was slightly expressed
(between 18 and 23.10°1) reaching its maximal level from the second till the
seventh day after the onset of “.ccident when the rest p=tients were concerned.
Erythrocytorachia was an important finding in red cerebral infarction. It va-
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ried between 1 and 13.0 . 10°/]. Cellular reaction was mainly of lymphomono-
cytes. A considerable polymorphism was presented consisting of mononuclear
cells, mainly of lymphocytes, monocytes, reticulocytes and plasmocytes as an
expression of leptomeningeal irritation. Macrophagocytosis was weak and due
mainly to lipophages in white cerebral infarction patients. However, it was
more considerable in red cerebral infarction ones. At the beginning, from the
first till the seventh day, erythrophages, and later on, after 10 — 14 days al-
so hemosiderophages could be observed. A slightly expressed hyperproteinora-
chia (between 0.4 and 1.0 g/l) was found out in 40 per cent of white cerebral
infarction patients. However, hyperproteinorachia was more expresse d
and established in 20 red cerebral infarction patients (2/3 of the cases). Itzed
ached its maximal levels between the s:cond and eight day and then normalistrong-
ly reaiter about 20 days. At protein-cellular dissociation was observed in about 28
per cent of brain infarcion patients. No specific phoregrams were estimated by
means of the electrophoretic study. The dysproteinorachia observed by us was
on the account of the increased gamma globulins. The phoregrams were close
to the serum ones in patients with red cerebral infarction. Chlorides and sugars
in the cerebrospinal fluid were within normal limits. Thus our results were in
concordance with data reported by other investigators (2, 4 — 6, 8 — 11).
According to Chankov (7), quantitative analysis of microelectrophoretic frac-
tions demonstrates that gamma globulins are elevated at the average by 36 per
cent in the half of the cases with encephalomalacia. Most often, there is an in-
crease of alpha, and gamma globulins simultaneously with a decrease of albu-
mins and alpha, globulins in cases with cerebral embolism.

We can conclude that cerebrospinal [luid changes during the acute stage
of cerebral infarction although not strictly specific help the early differential
diagnosis between a red and a white infarction of the brain and thus the correct
and timely treatment of this patients’ contingent.
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0 HEKOTOPbIX JIHKBOPHbIX UBMEHEHHAX B OCTPOH CTAJIHH HH®APKTA MO3IrA
B. npencku, B\ Ko.au

PE3IOME

ArTopaMn mpoBefeHO CieKTPO(GOTOMETPHYUECKOE, HHTOIOTHUECKOE H 3JeKTpodopeTHueckoe
HCcaeqoBanue JHKBopa v 60 GoabHeIX B cTajun Hudakpra Moara. [IpH GeaoM MOr3rosoM HH-
(Gapkre £u3yanbio ycTaioBicHHas KcalToxpoMus HabmoAanaack y 6% GuibHbix, a cnexrpoboro-
MeTpuuHo — y 50% Gosbubin. [IpH KpacuoM uiidapKTe Mo3ra B-ofgHoi TPeTH Cayuaes Hab.io-
AAJICS KPOBAHHUCTBIA JIHKBOP ¢ KcauToxpoMueil (y 17,5% O6oabHBIX yCTAHABJANBACICH BH3YaJbHO
u vy 68% npu cnekrpoboromerpun). I canToxpomHsi CMellaHHOTQ THMA — FEMOPATHYecKas M
3aCToitHasA. DPUTPOLUUTPAXHS SBJSCTCH BaxKHOI HaXOAKXOI npH KpacHoMm undapkre. Oua Ba-
peupyer oT } go 13 x 10%u. TIpu xpacHom miHdapKTe B MepBble JHH yCTAHABIMBAIOTCA 3PHTPO-
dard, a uepes 10—14 gueit u remocuncpodarn. Ha doperpamMse YCTaAHABJIHBAETCS AHCTIPOTEHI-
PaxHg 3a CUeT YBEJNHUCHHS raMsa-riao6V.aHion.



