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Subarachnoid hemorrhage (SAH) is a life-threatening form of stroke (6—10 % of strokes) caused predominantly
by aneurysm rupture. In 10 % to 15 % of patients with spontaneous subarachnoid hemorrhage, no aneurysm is detected
on the first angiogram. In two thirds of these patients the CT scan shows a perimesencephalic pattern of hemorrhage.
Patients typically present with sudden thunderclap headache, neck stiffness, vomiting, and neurological deficits.
Early mortality is 256—50 %, and complications such as rebleeding, vasospasm, and hydrocephalus drive outcomes.
Non-aneurysmal SAH generally has a better prognosis than aneurysmal SAH, with many patients experiencing full
recovery. Modern management requires rapid CT-based diagnosis (high sensitivity if within 6 h), prompt angiography;,
and neurocritical unit management. Key measures include meticulous blood pressure (BP) control (e.g. systolic BP
<160 mmHQ), oral nimodipine for 21 days, infracranial pressure reduction, seizure prophylaxis if needed, and deep vein
thrombosis prophylaxis. Remaining controversies (e.g. optimal BP targets, nimodipine dosing) are noted. Complications
include rebleeding mainly in first 24—72 h, cerebral vasospasm in 60—70 % angiographically, hydrocephalus, seizures
which present in 5—15 %, cardiac and pulmonary disorders, hyponatremia, ventriculitis.

Aseptic meningitis is a well-recognized sterile inflasmmatory reaction occurring 3—10 days after SAH, caused by
the breakdown of blood products in the subarachnoid space. In non-aneurysmal SAH — including perimesencephalic
cases — this inflammation can mimic meningitis with headaches, fever, and neck stiffness. In SAH, the cytosis in the
cerebrospinal fluid (CSF) undergoes significant changes, reflecting the inflammatory response to blood degradation
products. A predominance of neutrophilic pleocytosis in the first 1—3 days affer the hemorrhage is observed. This
is a reaction to inflasnmation caused by blood breakdown products. Over time, usually from 3—4 days onwards,
lymphocytes may become more prominent in the cytosis structure, although general pleocytosis may persist for quite a
long fime (up to 2—3 weeks). In addition, CSF findings may also include erythrocytes and macrophages, which appear
later to engulf erythrocytes. We present a recent case of CT-confirmed SAH managed conservatively, illustrating these
principles. The classic presentation (sudden headache, stiff neck) and CT findings prompted immediate freatment. The
absence of an aneurysm on angiography suggested perimesencephalic-type SAH, which carried a better prognosis.
The management followed guideline principles: admission to a neurocritical setting, controlled BP, prophylactic
administration of nimodipine, and vigilant monitoring.

The presented case is notable because of the dynamic changes observed in the CSF profile. In our case, the
results of the CSF examination raised diagnostic questions, so several of CSF studies were conducted. In the first studly,
lymphocytic pleocytosis (82 %) prevailed, neutrophils were 18 %, and elevated protein levels (2.28 g/L) were detected.
When re-analyzed 2 days later, the protein decreased by 3 times, mixed pleocytosis was detected: lymphocytes
(68 %) and increased proporsion of neutrophils (32 %). This raised questions, since the expected increase in the number
of neutrophils was not at the beginning of the hemorrhage, but occurred during treatment simultaneously with an
increase in the neck stiffness as a meningeal symptom. It was important not to miss the concomitant infectious
lesion. Rebleeding was excluded, chlorides and glucose in the CSF were within normal limits. When examining the
cerebrospinal fluid after 3 days, the protein increased slightly, cytosis increased to 58.5 - 10%/L, lymphocytic pleocytosis
prevailed (75.5 %), neutrophils were 24.5 %. In the control study, after another day, the protein decreased by half,
lymphocytic pleocytosis prevailed (75 %), neutrophils were 25 %. Objectively, the headache and neck stiffness muscles
decreased, the general condition and mobility improved. Thus, the observed clinical and CSF dynamics was regarded
as aseptic (reactive) meningitis with subarachnoid hemorrhage.

Keywords: non-aneurismal subarachnoid hemorrhage (NASAH), examination of cerebrospinal fluid, brain CT,
CT angiography of the head and neck.
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Subarachnoid hemorrhage (SAH) is defined as
bleeding into the subarachnoid space and is most
often due to a ruptured cerebral aneurysm [10]. Its
incidence is near 10—14 per 100,000 per year. SAH
patients are younger than typical stroke patients,
with peak incidence in the 50s—60s [2]. Risk factors
include hypertension, smoking, family history, and
polycystic kidney disease. Prognosis is poor: without
treatment, one-third die on first day, and up to 50 %
die within weeks [12, 15, 19]. Even survivors often
have cognitive or neurological deficits [14]. It is thus
critical that suspected SAH is rapidly identified and
managed per current guidelines (AHA/ASA 2012 and
2023, ESO 2013, NICE 2022, etc.), which empha-
size specialized multidisciplinary care. In Ukraine,
a Unified clinical protocol of emergency, primary,
secondary (specialized), tertiary (highly specialized)
medical care and medical rehabilitation for hemor-
rhagic stroke (intracerebral hematoma, aneurysmal
subarachnoid hemorrhage) is used. According to the
Protocol, modern principles of patient management
are established: specialist consultations, diagnostic
procedures, treatment methods and their results, as
well as time standards [1].

In 10 % to 15 % of patients with spontaneous SAH,
no aneurism is found on the first angiogram. In two
thirds of these patients the CT scan shows a perimes-
encephalic pattern of hemorrhage; may be shown dif-
fuse, sulcal, and primary intraventricular location also
[6, 16]. Non-aneurismal SAH (NASAH) generally has
a better prognosis than aneurysmal SAH, with many
patients experiencing full recovery.

According to pathophysiology, an acute rise in
intracranial pressure (ICP), global cerebral ischemia,
and irritation of meninges are registered. Blood
breakdown products cause vasospasm, peaking at
3—14 days [3]. Symptomatic delayed cerebral isch-
emia (DCI) occurs in near 20—40 % if not prevented.
Other consequences include acute hydrocephalus
(30 % of cases) from arachnoid granulation block-
age, and neurogenic myocardial dysfunction due to
catecholamine surge [13]. The Hunt—Hess scale and
World Federation of Neurosurgical Societies scale
(WFNS) grade initial severity. The Fisher scale classifies
the CT blood load and correlates with vasospasm risk.

SAH typically presents as a sudden, severe head-
ache often described as «thunderclap» or «worst
headache of life». Nausea, vomiting, photophobia,
and neck stiffness (meningismus) are common [6].
Transient loss of consciousness occurs in near 40 %.
Focal deficits (e.g. third nerve palsy) occur if spe-
cific regions are affected. Seizures occur in about
5—15 % of patients; when present, they may indicate
extensive cortical irritation. On exam, neck stiffness
and photophobia suggest meningeal irritation, and a
positive Kernig/Brudzinski sign often appears. A high
Hunt—Hess grade (e.g. sopor or coma) signals se-
vere hemorrhage. These findings should prompt im-
mediate neuroimaging.
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Conservative SAH management in a neurology
setting involves neuroprotective critical care: rapid
stabilization, BP control, nimodipine, vigilant ICP/
fluid/electrolyte management, and prevention of
complications [4, 16]. This bridges the patient safely
through the high-risk period until definitive aneurysm
treatment (if any) is achieved. Immediate priorities in
treatment follow the ABCs: secure airway if Glasgow
Coma Scale (GCS) < 8 or if vomiting is persistent; en-
sure adequate oxygenation and ventilation. Establish
intravenous access and place arterial line for close
blood pressure (BP) monitoring. To reduce rebleed-
ing risk, maintain systolic BP < 150—160 mmHg.
Intravenous antihypertensives are used to keep BP
within this range. Necessary to avoid hypotension,
as cerebral perfusion must be preserved. Analgesics
and sedation (e.g. fentanyl, propofol) can help lower
BP and improve comfort [17]. Short-acting sedatives
should be used cautiously to allow frequent neuro ex-
ams. Oral nimodipine 60 mg every 4 hours (or 30 mg
per day if hypotension) for 21 days is mandatory. This
calcium-channel blocker is the only therapy proven to
improve outcome (reduce DCI) in SAH [8]. It is started
as soon as possible (even before angiography). Even
though its exact mechanism is unclear, it is given
prophylactically in all aneurysmal SAH patients (level
| evidence). Recent studies underscore that skipping
or under-dosing nimodipine may worsen outcomes,
so adherence is emphasized. Controversies remain,
such as the optimal BP target (some advocate lower
systolic BP than 160 mmHg) and the utility of hyper-
dynamic therapy. The balance between preventing
rebleeding and maintaining cerebral perfusion is
delicate. Also, while nimodipine is standard, ques-
tions persist about intravenous vs oral administration
and dose adjustments [18]. Necessary is maintaining
of normovolemia; neither prophylactic hypervolemia
nor hemodilution are recommended in the absence
of symptomatic vasospasm. Using of isotonic fluids
(e.g. normal saline) to avoid hypovolemia is recom-
mended. Hyponatremia is corrected to keep sodium
> 135 mEq/L, as low Na can exacerbate cerebral
oedema and DCI. Keep head-of-bed elevated at 30°.
Osmotic therapy (mannitol or hypertonic saline) is
used for acute ICP spikes. Clinical seizures should be
treated promptly (e.g. with levetiracetam or pheny-
toin). Prophylactic anticonvulsants are not universally
recommended unless seizures occur on EEG. Deep
vein thrombosis prophylaxis is used immediately
with the help of compression stockings or pneumatic
devices. Low-dose subcutaneous heparin or enoxa-
parin is used usually after 24—48 h, when bleeding
is controlled, to prevent pulmonary embolism, unless
contraindicated.

Complications include rebleeding mainly in first
24—T72 h, cerebral vasospasm in 60—70 % angjo-
graphically, hydrocephalus, seizures which present in
5—15 %, cardiac and pulmonary disorders, hypona-
tremia, vasospasm, ventriculitis [5].
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Aseptic meningitis is a well-recognized sterile
inflammatory reaction occurring 3—10 days after
SAH, caused by the breakdown of blood products
in the subarachnoid space. In NASAH — including
perimesencephalic cases — this inflammation can
mimic meningitis with headaches, fever, and neck
stiffness [3, 8].

Results of 101 valid cerebrospinal fluid (CSF)
specimen data indicated that in 95 % of patients
after spontaneous SAH, the leukocyte count in CSF
was less than 880 - 106/L. Additionally, the propor-
tion of neutrophils, lymphocytes, and monocytes did
not exceed 75 %, 75 %, and 15 %, respectively, in
95 % of the population. Furthermore, in 95 % of the
specimens, the concentration of chloride, glucose,
and protein was > 115 mmol/L, > 2.2 mmol/L, and
< 2.3 g/L, respectively. Compared to the normal refe-
rence values, the CSF indexes after spontaneous
SAH showed significant changes, especially in the
centration. Using «white blood cell count < 880/mms3,
glucose > 2.2 mmol/L, chloride > 115 mmol/L» as
the reference values for SAH pathological status is
more meaningful for reference purposes [8].

Case history

The presented case is interesting in terms of the
dynamics of CSF.

Woman, 65 years old, retired, resident of Kyiy,
was treated in the neurological department within
15 days.

Diagnosis: Cerebrovascular disease. Cerebrovas-
cular atherosclerosis. Spontaneous SAH with right-
sided pyramidal insufficiency, central paresis of the
VIl pair of cranial nerves on the right, pronounced
cephalgia syndrome. Arterial hypertension lll stage,
stage 2, risk 4. Asthenic-neurotic syndrome.

Complaints of the patient: severe headache, more
in the occipital region; pain in the cervical spine.

Medical history: According to the patient and
relatives, in the morning at about 9 am, while bend-
ing down, she felt a sharp headache and neck pain,
so emergency medical care (EMC) team was called,
but she refused hospitalization. Due to the fact that
her condition did not improve, she was taken to the
emergency department of the hospital, accompanied
by her relatives, examined by a neurologist on duty,
CT + CT-angiography of the brain was performed, and
she hospitalized according to the act of self-referral to
the stroke department.

Life history (from the patient’s words): Allergologi-
cal, epidemiological, oncological anamnesis were not
burdened. Tuberculosis, hepatitis, venereal diseases,
diabetes mellitus — denied. Had chronic diseases —
cataract, glaucoma. Did not take medications on a
regular basis, used only eye drops. Had surgical inter-
ventions — appendectomy 52 years ago.

Objectively: General condition of the patient was
severe. The skin and visible mucous membranes
were pale, clean. Peripheral lymph nodes were palpa-

ble, not enlarged, not painful on palpation. There was
hard breathing in the lungs. Cor tones were muffled,
rhythmic. BP 180/90 mm Hg, pulse 84 beats/min,
rhythmic. The abdomen was soft, not enlarged, did
not respond to palpation.

Neurological status: Consciousness was clear (GCS
15 points). She followed the instructions, was avail-
able for productive contact. Palpebral fissures D = S,
pupils D = S, following the malleus, small-sweeping
horizontal nystagmus bilaterally were registered. The
face was asymmetrical, due to the smoothing of the
right nasolabial fold. The tongue was in the midline.
The dysphagia test was negative. Deep reflexes from
the extremities D > S, were lively. No paresis was de-
tected at the time of examination. Sensitivity at the
time of examination was not impaired. Right-sided
hemihypesthesia. Babinski’s sign was positive on the
right. Stiffness of the neck — on 2 fingers.

The distribution by severity of hemorrhage on the
Hunt—Hess scale was grade .

Examinations

General blood test: Hb 135 g/L, Er 4.13 g/L,
L7.4g/L,Tr247 g/L, Lymph 19.2 %, Mon 6.4 %, Gran
74 %, Glucose 5.9 mmol/L.

Biochemical blood test: total protein 73.95 g/L,
creatinine 85.88 umol/L, total bilirubin 12.58 ymol/L,
indirect bilirubin  10.44 pmol/L, direct biliru-
bin 2.14 pmol/L, total cholesterol 6.73 mmol/L,
ALT 12.26 U/L AST 22.47 U/L, C-reactive protein
(CRP) 2.72 mg/L, Sodium 142 mmol/L, Potassium
4.20 mmol/L, Chlorine 109 mmol/L.

Coagulogram: prothrombin index (PTl) 73.4 %,
prothrombin time (PT) 11.2 sec, fibrinogen 2.88 g/L,
activated partial thromboplastin time (APTT) 54.2 sec.

General urine test: light yellow, transparent, pH 7,
specific gravity (SG) < 1005, blood 0.3 mg/L, L 0—1
in field of vision, squamosus epithelium — in insignifi-
cant quantity.

First cerebral fluid analysis: 2.5 ml, color before
centrifugation: light red, color after centrifugation:
xantochromic, transparency before centrifugation:
cloudy, transparency after centrifugation: transpar-
ent, protein 2.28 g/L, chlorides 119.9 mmol/L, glu-
cose 2.99 mmol/L, Pandy’'s reaction +++, cytosis
20.4 - 102/L, lymphocytes 82 % (14 lymphocytes),
neutrophils 18 % (3 neutrophils), of which 180—190
are unchanged in the field of vision.

Second cerebral fluid analysis: 2.8 ml, color be-
fore centrifugation: light red, color after centrifuga-
tion: xantochromic, transparency before centrifuga-
tion: cloudy, transparency after centrifugation: trans-
parent, protein 0.99 g/L, chlorides 121.56 mmol/L,
glucose 3.20 mmol/L, Pandy’s reaction ++, cytosis
22.8 - 102/L, lymphocytes 68 % (13 lymphocytes),
neutrophils 32 % (6 neutrophils), of which 190—200
are unchanged in the field of vision.

Third cerebral fluid analysis: 3.0 ml, color before
centrifugation: light pink, color after centrifugation:

YKPAIHCbKWUA HEBPOJIOTIYHUM XYPHAN -
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colorless, transparency before centrifugation: slightly
cloudy, transparency after centrifugation: transpar-
ent, protein 1.14 g/L, chlorides 121.3 mmol/L, glu-
cose 2.6 mmol/L, Pandy's reaction +++, cytosis
58.8 - 102/L, lymphocytes 75.5 % (37 lymphocytes),
neutrophils 24.5 % (12 neutrophils), of which 30—35
are unchanged in the field of vision.

Fourth cerebral fluid analysis: 2.6 ml, color be-
fore centrifugation: slightly yellowish, color after cen-
trifugation: slightly yellowish, transparency before
centrifugation: transparent, transparency after cen-
trifugation: transparent, protein 0.65 g/L, chlorides
119.5 mmol/L, glucose 2.87 mmol/L, Pandy’s re-
action ++, cytosis 24 - 102/L, lymphocytes 75 %
(15 lymphocytes), neutrophils 25 % (5 neutrophils),
of which 8—10 are unchanged in the field of vision.

Electrocardiogram (ECG): sinus rhythm, regular.
electrical axis of the heart (EAH) — horizontal posi-
tion, HR 73 beats per minute.

CT + CT angiography of the head and neck: CT
signs of SAH in the projection of the frontotemporal
regions of both hemispheres of the brain, without
signs of aneurysms, arteriovenous malformations
(AVMs) of the cerebral vessels were not detected.

CT of the brain after treatment: at the time of
examination, no data for acute cerebral circulation
disorders were detected.

Ultrasound examination of the brachiocephalic
vessels: ultrasound signs of stenosis atherosclerotic
lesion of the brachiocephalic arteries (BCA), S-hemo-
dynamically marked tortuosity of the right posterior
communicating artery (PCA).

Initial examination of the multidisciplinary reha-
bilitation team: Barthel scale 65 points, Rankin scale
2 points.

Speech therapist: No speech and language disorders.

Psychologist: Emotional-volitional instability of the
excitable type. Exogenous-organic register syndrome.
Mild degree of cognitive decline.

Neurosurgeon: Conservative treatment is recom-
mended.

Cardiologist: Stenosis atherosclerosis of the BCV.
Subarachnoid hemorrhage. Secondary arterial hyper-
tension (against the background of hemorrhage).

Treatment

Mannitol, Influgan, Magnesium sulfate 25 %,
Potassium chloride 4.5 %, Omeprazole, Diclofenac,
Ringer's solution, Olsapres H. Zanidip, Termidol,
Cereglia, Nemotan, Tizalud, Baclofen, Contryven,
Analgin, Lidocaine, Magnicum-adaptogen, Diacarb,
Detralex, Moxogamma.

At discharge: The distribution by severity of hemor-
rhage on the Hunt—Hess scale was grade |, Barthel
scale 85 points, Rankin scale 1 point.

Were recommended:

1. Observation of a family doctor, neurologist at the
place of residence.
2. Control of BP, heart rate.
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3. Consultation of a neurosurgeon/vascular surgeon
with subsequent cerebral angiographyif necessary.

4. Lifestyle modification: adherence to the Mediter-
ranean diet; exclude alcohol and smoking, observe
a drinking regimen, normalize sleep; perform aero-
bic exercises (duration of each workout at least
10 minutes) 4—7 days a week, total duration
150 minutes of physical activity per week in addi-
tion to routine activities in everyday life; target low-
density lipoproteins (LDL) cholesterol level is < 1.8
mmol/L (preferably < 1.5 mmol/I).

5. Continue taking: Nimodipine (Nemotan) 30 mg
6 times a day 7 days; Zanidip 10 mg in the
evening constantly, under BP control; Moxogamma
0.3 mg with increased BP > 140/90 mmHg;
Clopidogrel 75 mg in the evening constantly;
Epadol Neo 1000 mg 2 times a day 3 months
with subsequent lipid profile control; Ibuprofen
400 mg (or Paracetamol 500 mg) situationally
for headache; Detralex 500 mg 2 times a day
2 months; Magnicum-adaptogen 2 capsules in the
evening 2 months; Theralene (Alimemazine) 5 mg
30 minutes before bedtime 1 month.

Discussion

This case typifies modern SAH management. The
classic presentation (sudden headache, stiff neck)
and CT findings prompted immediate treatment. The
absence of an aneurysm on angiography suggests
perimesencephalic-type SAH, which carries a better
prognosis. The management followed guideline prin-
ciples: admission to a neurocritical setting, controlled
BP, prophylactic nimodipine, and vigilant monitoring
[2, 4, 14, 16, 18].

In SAH, the cytosis in the CSF undergoes signifi-
cant changes, reflecting the inflammatory reaction to
the blood. A predominance of neutrophilic pleocytosis
in the first 1—3 days after the hemorrhage is ob-
served. This is a reaction to inflammation caused by
blood breakdown products. Over time, usually from
3—4 days onwards, lymphocytes may become more
prominent in the cytosis structure, although general
pleocytosis may persist for quite a long time (up to
2—3 weeks). In addition, cytosis contains erythro-
cytes and macrophages, which appear later to engulf
erythrocytes.

In our case, the results of the CSF examination
raised diagnostic questions, so several of CSF stu-
dies were conducted. In the first study, lymphocytic
pleocytosis (82 %) prevailed, neutrophils were 18 %,
and increased protein (2.28 g/L) were registered.
When re-analyzed 2 days later, the protein decreased
by 3 times, mixed pleocytosis was detected: lympho-
cytes (68 %) and increased number of neutrophils
(32 %). This raised questions, since the expected in-
crease in the number of neutrophils was not at the be-
ginning of the hemorrhage, but occurred during treat-
ment simultaneously with an increase in the stiffness
of neck as a meningeal symptom. It was necessary to
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no miss the concomitant infectious lesion. Rebleed-
ing was excluded, chlorides and glucose in the CSF
were within normal limits. When examining the CSF
after 3 days, the protein increased slightly, cytosis
increased to 58.5 - 102/L, lymphocytic pleocytosis
prevailed (75.5 %), neutrophils were 24.5 %. In the
control study, after another day, the protein decreased
by half, lymphocytic pleocytosis prevailed (75 %),
neutrophils were 25 %. Objectively, the headache and
stiffness of neck decreased, the general condition
and mobility improved. Thus, the current dynamics
of clinical symptoms and changes in the CSF was
regarded as aseptic (reactive) meningitis with SAH.

Conclusions

The absence of an aneurysm on angiography sug-
gests mainly perimesencephalic-type subarachnoid
hemorrhage, which carries a better prognosis than
in case of an aneurism rapture. The classic presen-

There is no conflict of interest.

tation (sudden headache, stiff neck) and computed
tomography findings prompted immediate treatment
even in neurological department. The management fol-
lowed guideline principles: admission to a neurocritical
setting, controlled blood pressure, nimodipine, and
vigilant monitoring. Severe headache, increased mani-
festations of meningeal syndrome, and the appear-
ance of additional symptoms require monitoring of
cerebrospinal fluid to identify possible ongoing bleed-
ing or an accompanying inflammatory process. Cellular
composition, protein and glucose levels, and the type
of dissociation over time help rule out complications.
Aseptic meningitis, as a reaction of the meningeal
membranes to blood irritation, is characterized by neu-
trophilic pleocytosis in the first days of hemorrhage,
which later changes to lymphocytic pleocytosis. In this
case, protein-cell dissociation is more characteristic. In
complex cases, repeated cerebrospinal fluid analysis is
necessary to assess its composition over time.

Participations of authors: research concept and design, clinical case, text writing, editing — H.H. Symonenko;
material collecting, text writing — Rayimarakkarveettil Ali Fawzan.
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KJIHIYHUA BUNMAAOK | CLINICAL CASE

[.I. CMOHEHKO, PAIMAPAKKAPBITIA AAI ®AB3AH

HavujioHaAbH1IN MeanyHMIA yHIBepcuTeT imeHi O.O. boromonbLg, Kuis

BeAeHHSs XBOpUX 3 Cy6apaxHOIACOAbBHUM KPOBOBUAUBOM
B YMOBCOX HEBPOAOTYHOIO BiAAIA€HHS (KAIHIYHU BUNCOAOK)

CybapaxHOiaAaAbHNA KPOBOBUAKMB (CAK) — e dopMa iHCYAbTY (6—10 %), O 3ArpPOXKYE XUTTIO, CAPUYMHEHO
MEPEBAKHO PO3PMBOM AHeBPU3MU. Y 10—15 % naujeHTiB 3i cnoHTaHHMM CAK Ha nepLuii aHriorpami OHEBPU3MY He
BUSIBASIOTb. Y ABOX TRETUMHAX L NALEHTIB KoM toTepHa ToMorpadis (KT) nokasye nepmmeseHUEPAAbHY KAPTUHY KO-
BoTeui. MNaujeHT 3a3B1Yain CKAPXKATLCST HO PAMTOBUIN TOAOBHUI BiAb, CXOXUI HA YAQR BANCKOBKM, PUMAHICTb MOTUANLY,
OAKOBAHHS TA HEBPOAOTUHUM AeiLNT. POHHS CMEPTHICTE CTAHOBUTL 25—50 %, ii FOAOBHUMM MPUYMHAMM € TAKI YCKAOA-
HEHHS1, SIK MOBTOPHA KPOBOTEYUA, BA3OCMNA3M i riapoLedania. HeanespuamatuHmn CAK (HACAK) Mae KpaLLmii NpOrHos,
HiDK OHEBPU3MATUYHMKM, 6Arato MALJEHTIB MOBHICTIO OAYXKYIOTb. Cy4aCHA AOMOMOra NOTPEeByeE LWBUAKOT AIQrHOCTUKMA
(BMCOKQ YYTAMBICTb, SIKLLO KPOBOTEYA BUSIBAEHA MPOTArOM 6 roA), HETAMHOT AHriorpadii Ta BEAESHHS B HEMPOPEaHIMO-
LIMHOMY BIAAIAEHHI. KAFOHYOBVMM 30XOACMU € PETEABHUIN KOHTPOAL APTEPIAABHOTO TUCKY (AT) (BOKPEMAO CUCTOAIMHOTO
AT < 160 MM PT. CT.), MEPOPAABHUI MPUNOM HIMOAMMIHY MPOTIrOM 21 AHS, 3MEHLLEHHS BHYTPILLHBOYEPEMHOrO TUCKY, MPO-
INOKTMKO CYAOM 30 NOTPEBU TA TPOMOO3Y TAMOOKMX BEH. He BUPILLEHO MUTAHHST LLOAO OMTUMOABHIX LIABOBMX MOKO3-
HIKIB AT | AO3M HIMOAMMIHY. YCKAOAHEHHIMU CAK € peLnAMB KPOBOTEYI MEPEBAXKHO B NepLLi 24—72 ro, BUSBASHWIA NPy
aHriorpadii LepebpanbHUIM Ba3ocnasm y 60—70 %, riapouedanis, CyaoMU, sIKi BAHMKAIOTb Y 5—15 % naLjierTis, cepLeBi
TA AEreHeBi PO3ACAN, NMOHATPIEMISI TA BEHTPUKYAIT.

ACEeNTNYHUMN MEHIHTT — e A0BPE BIAOMAO CTEPUABHA 3AMAABHA PEAKLS, LLO BUHMKAE Yepesd 3—10 AHIB NicAs
CAK, cnpyinHeHa po3naa0M MPOAYKTIB KPOBI B CyOAPAXHOIAGABHOMY npocTopi. Mon HACAK, 3okpema B nepume-
3eHUEPOAIYHUX BUMOAKOX, Le 3AMOAEHHST MOXE IMITYBATU MEHIHMT i3 TOAOBHUM OOAEM, AUXOMOHKOKO TA PUMAHICTIO
MOTUANYHKX M'a3iB. Mpu CAK LMTO3 Y CAMHHOMO3KOBI pPianHI (CMP) 3a3HAE CYTTEBKMX 3MiH, LLO BIAODPOKYE 30MAALHY
peakLito KpoBi. COCTERIrAETLCS NEPEBAKAHHST HENTPODIABHOTO NAEOLMTO3Y B NepLUMX 1—3 AHI MICAST KDOBOBUAMBY.
Lle peakujs HO 3aNAAEHHS, CMIPUYMHEHE MPOAYKTAMM PO3MNAAY KPOBI. 3 HOCOM, 3013BMYAN 3 3—4-TO AHS, BIACOTOK AiM-
doumTiB 3BIABLLYETLCS Y CTRYKTYPI LIUTO3Y, XO4A 3AraAbHUI MAEOLITO3 MOXKE 36epIiratmcs TPMBAAO (A0 2—3 TMXK). TAKOXK
MW Cy6APAXHOIAOABHOMY KDOBOBUAMBI Y AIKBORI HOSIBHI | MAKPOGAIN, SIKi Mi3HILLE MOrAVMHAKOTL €PUTODOLUTA.

MpeaACTABAEHO BUMAAOK KOHCEPBATUBHOMO AiKyBAHHS CAK, MiATBEPAXKEHOTO 30 ponomoroto KT, LWo iAocTpye
Ui npuHLMNM. KAQCUYHA KAIHIYHO KOPTUHAO TA AQHI KT CMOHYKOAM AO HEFAMHOTO AiKYBOHHSI. BiACYTHICTE OHEBPU3MU HO
aHriorpadii cBiaAuMAQ NMPO NepumMeseHULEPAAIYHM TR CAK, WO MAE KpaALmii NPOrHO3. AiKyBAHHS MPOBOANAM 3rAHO 3
PEKOMEHAQLLSIMU: TOCTITAAIZALLST AO YPTEHTHOTO HEBPOAOTIHHOTO BIAAIAEHHS, KOHTPOAb Al, MPODIAQKTUYHWM NPUIMOM
HINOAMMIHY TO MOHITOPUHI. HOBEAEHUM KAIHIYHWIA BUNOAOK € LIKOBUM LLOAO AMHOMIKKM CMP. PE3yAbTOTU AOCAIAKEHHS
CMP BUKAMKOAM AIQTHOCTUYHI MATAHHS1, TOMY BYAO MPOBEAEHO KIABKA AOCAIAKEHD CMP. 30 AQHVMYM NEPLIOrO AOCAIA-
YKEHHS MEPEBANKAB AIMDOLIUTAPHUIA MAeOLUTO3 (82 %), HENTPODIAU CTAOHOBUAM 18 %, TOKOX 30PEECTPOBAHO MiABU-
LLLeHUI BMICT BiAka (2,28 r/A). Ny MIOBTOPHOMY QHOAIZI Yepes 2 AHI BMICT GIAKQ 3MEHLLIMBCS BTPUYI, BUSIBAEHO 3MILLIAHM
nAeoumTos: AiMdounT (68 %) TO MIABULLEHY KIABKICTE HEMTPO®DIAIB (32 %). Lie BUKAMKOAO MUTAHHS, OCKIABKIM OYiKyBOHE
30IAbLLEHHSI KIABKOCTI HEMTPODIAIB 30PEECTPOBAHO HE HA MOYATKY KOOBOBUAKMBY, A Mip HOC AiKYBOHHSI OAHOYOCHO 3
MIABULLEHHSIM PUMAHOCTI MOTUAMYHUX M'S13iB, SIK MEHIHFEAABHOTO CUMMTOMY. BAXKAMBO BOYAO HE MPOMYCTUTU CYMNYTHE
HOeKUIMHe ypayKeHHsl. PelialB KPOBOTEUI ByB 3anepeYeHnin, BMICT XAOPUAIB | TAokoan B CMP ByAr B MEXXAX HOPMMU.
Mpn pAocAiakeHHi CMP yepes 3 pAHi BMICT BIAKA AELLLO MIABULLMBCS, LTO3 3BIABLUMBCS AO 58,5 - 102 A, NepeBaXKaB AIMPO-
LIMTAPHUIA NAeoUNTO3 (75 %), HEMTPOdIAM CTAHOBUAM 25 %. OB6’EKTVBHO 3MEHLLMAMCSI FOAOBHUI GiAb | PUMAHICT MOTU-
AVIHHMX M 913iB, MOAINLWNAMCS 3AraAbHUM CTAH TO PYXAMBICTb. AMHAMIKY KAIHIYHUX CUMATOMIB | 3MiH Y CMP 6yAO pO3LiHEHO
K ACEenTUYHUIM (PEAKTUBHMINY) MEHIHTIT, acouinoBaHu i3 HACAK.

KAIO4OBi CAOBA: HEQHEBPWMATUYHNN CYOAPOXHOIAQABHNM KPOBOBUAKMB (HACAK), AOCAIAKEHHS CIIMHHOMO3KO-
BOI pianHU, KT roAoBHOTro Mo3Kky, KT-aHriorpadis roAOBM TA LUMI.
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