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ASSESSMENT OF COGNITIVE DYSFUNCTION IN THE MILITARY WITH ALCOHOL-
INDUCED MENTAL AND BEHAVIORAL DISORDERS WITH DEPRES SION COMORBIDITY
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The article presents the results of a psychodidigrstady aimed to identify cognitive impairmentdazomorbid depressive
states in the military with alcohol-induced mestatl behavioral disorders. Up to 50 % of borderdiognitive disorders were found in
patients of both groups (N = 85). Depressive symptavere found in 100 % oflfelts [ the exCerieltl groul 95.21 %
demonstrated anxiety symptoms. Depression hasdbesm to correlate with cognitive impairment inigats with alcohol-induced
mental and behavioral disorders. To reduce cognithpairment, the patients of both groups were agtered Cytoflavin metabolic
drug in combination with traditional treatment. |Baling the course of treatment with addition of @lgvin, in 68 (80 %) patients of
both groups there was a decrease in the cognigisteirtttion symptoms, normalization of sleep, angrevement of mood, which
affected the quality of life in patients of bottogps.
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OIIHKA KOTHITUBHOI IUC®YHKIII Y BINCbKOBHUX 3 PO3JIAJAMM IICUXIKHA
TA ITOBEJAIHKH BHACJIIIOK B’ KMBAHHSA AJIKOI'OJIIO KOMOPBIJIHOI'O 3 JEIIPECIEIO

V crarti BUKIaACHO pPe3yNbTarTH MCUXOAIArHOCTUYHOIO JOCHI/DKSHHS 3 METOI0 BUSIBICHHS KOTHITMBHHUX MOPYILICHb Ta
KOMOPOITHUX JECTIPECUBHUX CTaHIB Y BIICHKOBUX 3 PO3JIaJaMH TICUXIKM Ta MOBEIIHKM BHACIIIOK BKMBAHHS AJIKOTONMIO. Y MAIli€HTIB
o6ox rpyn (N=85) Busienerno mo 50% rmorpannunnx KOrHITHBHUX BijxwieHb. Y 100% maiieHTiB JOCIIHOI TPyIH BHUSIBICHO
JenpecuBHi cumntomy; y 95,21% - cumnromu TpUBOTH. JI0BENEHO, IO JENpECis KOPENIoe 3 MPOSBaMHM  KOTHITHBHHUX TOPYIICHD Y
MAL[EHTIB 3 PO3JIafiaMy IICHXIKM Ta MOBEIIHKH BHACIIJOK BXHMBAHHS aJIKOTo0. sl yCyHEHHs! KOTHITUBHHX ITOPYIIEHb MalicHTaM
000X rpyI OyJI0 MPU3HAYEHO B KOMIUIEKCI JI0 TPaAHLIiHOrO JIiKyBaHHs Metaboniunuii npenapar uutoduasin. Y 68 (80%)nawientis
000X Tpym Imicist Kypcy JKyBaHHs 3 JIONATKOBUM MpPH3HAYCHHSM LUTO(UIaBiHy BiJ3HAYAIMCS 3MEHILCHHS MPOSBIB KOTHITUBHOL
JchyHKITIT, HOpMAaJTi3allisi CHY, MOKPAIICHHS HACTPOXO, 1110 BILTUBAIIO HA SKICTh KUTTS TAI[EHTIB 000X TPyII.

Ko11040Bi ¢J10Ba: KOTHITHBHI MOPYIICHHS, aJIKOTOJIi3M, JACTIPECist, IUTO(IIABIH.

The work is a fragment of the research project ‘feees of comorbid states’ clinical polymorphismpsychiatry and
narcology”, state registration No. 0119U100172.

Alcohol abuse and alcohol-induced disorders reragiressing problem of modern healthcare and of
society as a whole. As indicated by recent liteeatlata, the growth of alcohol consumption hastded
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substantial increase in the incidence of alcohated dementia and other neurocognitive disorded$ [
Cognitive impairment (Cl) in alcohol abusers is ifested in 50—-70 % of cases; in 80 % of patients
depression symptoms are revealed; alcohol-induestbdtia constitutes 5 to 10 % of dementia incid¢hce
2, 4, 6, 10-15]. Due to the significant impact alfdhecognitive impairment on health (varying in duma from
several months to several decades and not yetmgable level of dementia, but going beyond theragge),

it was included in ICD-10 as an independent diaggosit — “moderate cognitive impairment”.

Diagnosing alcohol-related neurocognitive impairtnesn be complicated due to varied types of
manifestation and no specific brain pathology avida other disorders with similar symptoms [14heT
patients’ history frequently provides no explicifarmation on excessive alcohol consumption dubedack
of the patient's complaints or to cessation of srdrinking habits. However, detecting the corretatof
neurocognitive impairment and alcohol abuse isngisgesince the improvement of the patients’ coodi
and reversing the harmful effects of alcohol intakion is gradual and can only occur during profmhg
abstinence [14]. Identifying mild and moderate ¢tdgmimpairment during a standard psychiatric ass&nt
may be difficult as well, particularly with depr&ss comorbidity. Due to their simplicity, non—inwaeness
and cost—efficiency, neuropsychological tests ranaai important tool to assess basic cognitive fonst
leading to a more accurate diagnosis, and constygtemore adequate treatment strategies.

The purposeof the work was to study dynamics, validity anficaty of the methods for assessing
the cognitive status in patients with alcohol-ineticmental and behavioral disorders associated with
depression, and to correct cognitive dysfunctioadigitionally prescribing Cytoflavin.

Materials and methods.Eighty-five patients, aged from 21 to 59, withcdlol-induced mental and
behavioral disorders, who were inpatients at Lvilitty Medical Center, Branch 16, were includedhe
study upon their informed consent.

Short-term and long-term memory, time and spaantaiion were assessed using the Mini Mental
State Examination (MMSE) scale [11]. The scale wsed both as a screening technique for assessng th
degree of cognitive impairment and for monitorig tdynamics of improvement or stabilization due to
treatment. The scale consists of 9 entries withaaimum total score of 30 points. A lower total scor
indicated more severe cognitive impairment. The tihcompletion is conveniently short, usually takonly
10 minutes. The methodology is standardized, eaapply and to process the results; characterigagbbd
predictive reliability; and informative in the assment of intellectual defect, as it includes ajancognitive
components. The next method applied was the cloakwiag test. Drawing a picture of a clock and pigci
the arrows correctly on the dial, serves to deteenthe patient's spatial, visual and, regulatognitive
impairment. In the study of auditory and languagiecfions we used the ‘learning of 10 words’ techaiq
proposed in 1962 by A.R. Luria, and based on tipetmesis of “predominant damage to the anterianbr
(signs of damage to the anterior brain that areikmhin alcoholism), which explains the neuropsyabical
defect in the disease [2, 5]. The patient was as@eshemorize 10 simple different words without any
meaningful relationship between them. The numbewmoids correctly reproduced and the number of
repetitions were then calculated as points. Fouiived words during the first time of reproductiorasv
considered normal, as well as all 10 words aftéo & repetitions. Assessment of depression leval wa
performed using the Zung scale for pre-hospitafjmtigis of depression, which included 20 variants of
responses for self-assessment by the patients. dtestion had four answers: ‘never’, ‘some of itheet,
‘good part of the time’, ‘most of the time’ to assehe patients’ level of depression and to detexrttie
degree of depressive disorder. The scale is clesimad by high sensitivity and specificity, and rpits
avoiding additional economic and time expenses. datermining reactive and personality anxiety, the
Spielberger-Khanin questionnaire consisting of seales was used. Each of the questionnaire pattsied
20 statements. A unique feature of this questisanaisimultaneous identification of anxiety aseasjsting
individual characteristic, as well as a state desty subjectively experienced emotions. It is \worbting that
in our study low anxiety levels on the Spielberi§banin scale correlated with depression symptorosv L
levels of anxiety were indicative of depressiveestaith low level of motivation [7]. The patientsondition
was assessed twice (before and after alleviaticgheoBymptoms), which permitted increasing the oush
sensitivity in the presented studies. The obtaiesdlts were processed using the statistics saftiiaorosoft
Excel and Statistica 6.0, together with Studertsiterion calculations.

Results of the study and their discussiorin compliance with the biomedical ethics princilé3
patients aged 22 to 59, with the mean age of 38.29t# the main group were examined. The contraligr
consisted of 42 patients aged 21 to 59 (mean a§2#4068) who showed no signs of depression.

Clinical and psychopathological presentation ofisitinent disturbances at the beginning of treatment
was characterized by depressed mood in 100 % @énpatIn 95.21 % of patients psychopathological
symptoms were accompanied by anxiety and were oérghy neurotic nature: irritability — 87.12 %,
tearfulness — 67.54 %, emotional reactivity — 724 2attention-seeking — 37.6 %, and somatic comistai
headache — 41.13 %, shortness of breath — 18.18&6l pressure fluctuations — 64.2 %.
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The findings of the clinical and psychopathologisaldy were supported by the results obtained
during the psychopathology dynamics scale appiicatis shown in table 1. The scale of psychopatgkiolo
assessment included sleep disturbance, mood chagesty, fear, irritability, and psychomotor agjibn

(table 1).

An important task of the study was to explore tlemtal state of patients with alcohol-induced mental
and behavioral disorders considering the impactiegressive symptoms on their cognitive functioning.
Cognitive abilities are a reliable predictor of @al aspects in the patients’ functional statushi#ncourse of
the study, which included before- and after-treatnexamination, moderate cognitive impairment veasmél

(table 1).
Table 1
Dynamics of psychopathological symptoms in patientsith alcohol abuse
Main Group: patients with alcohol-inducefd  Control Group: patients with alcohol-induced
mental and behavioral disorders with mental and behavioral disorders without
No Symptoms comorbid depression, n=43 comorbid depression, n=42
(Points) (Points)
Day O Day 30 Day O Day 30
1 | Sleep disturbance 2.5+0.09* 1.5+0.07* 2.5+0.08* +0.06*
2 | Low mood 2.9+0.07* 1.6+0.06* 2.8+0.09* 1.8+0.08*
3 | Anxiety 2.940.06* 1.1+0.02* 2.5+0.07* 1.6+0.08*
4 Dysphoria 2.8+0.08* 1.3+0.06* 2.7+0.04* 1.5+0.05*
5 | Emotional reactivity 2.6+0.05* 1.0+0.04* 2.6+0.06* 1.9+0.01*
7 | Behavior disturbance 2.5+0.05* 1.04£0.03* 2.5+0.14* 1.1+0.14*

Note: * - difference with Group | and Group Il ieds is reliable (p<0.05).

By the end of the study, the patients of the madnijg demonstrated improvement in mood, where the
indices decreased from 2.9+0.07 to 1.6+0.06 poipts0.05); their sleep improved in terms of less ferqu
awakenings during sleep — the index equaled 2.9+fdints at the beginning of the study, dropping to
1.5+0.07 points by its eng<0.05); the anxiety levels decreased from 2.90+pdifits to 1.1+0.02 points;
and emotional reactivity decreased significanttyrfr2.6+0.05 to 1.0+0.04 points<0.05). Exacerbation of
mental state was manifested as mild and moderptesive disorders.

Results of the scale scores in the study groups

Table 2

Main Group: patients with alcohol-induced Control Group: patients with alcohol-
mental and behavioral disorders with | induced mental and behavioral disorders
No Scales comorbid depression, n=43 without comorbid depression, n=42
(Points) (Points)
Day 0 Day 30 Day 0 Day 30
1 MMSE 27.046.85 28.19+7.03 27.31+6.96 28.72+7.06
2 Luria method 3.95+3.00 5.93+3.64 4.83+3.35 5.0523
3 Spielberger-Khanin Personality 27.29+6.87 33.937 31.05+7.22 45.50+7.78
4 Spielberger-Khanin Reactive 30.16+7.08 31.22+7.15| 41.7047.70 45.10+7.77
5 Zung 60.68+7.54 49.04+7.71 47.35+7.79 39.23+7.62

During the study of the MMSE results dynamics (mseores) it was revealed that the scores before
treatment were 27.0£6.85 in the main group (N=43) 27.31+6.96 in the control group (N=42); after
treatment, the scores equaled 28.19+7.03 and ZB(@+trespectively. According to ICD-10, the MMSE
results indicated less severe cognitive disturtmar{2Z.0+6.85 and 27.31+6.96) and were diagnosed as
“moderate cognitive impairment”. No statisticaligrificant difference between groups was found (5D
However, in almost all patients abnormalities walseerved, indicating mild cognitive dysfunction.eTimost
frequently observed disturbances were of altereatlationship, visual and spatial praxis, attentroemory
(problems with memorizing and storing informatioj addition, the patients complained of sleep
disturbances, memory impairment and failure to eotvate. The majority of patients demonstrated a
combined impairment of attention, memory, and mmftion processing speed, which may indicate ttiesdif
nature of cognitive impairment.

After the applied treatment which included Cytofitemedication, in 28 patients (65.11 %) of the
main group and in 32 (76.19 %) patients of therobigroup (68 patients in total) improvement of naeyn
and sleep and decreased anxiety was reported.

Analysis of the depression level indices determimgthe above methods revealed the following: the
mean score by the Zung scale in both groups of adegn was 60.68+7.54 and 47.35+7.79, respectively.
Mild depressive symptoms were observed in 24 patiehthe main group, while in 19 patients moderate
depressive symptoms were found. Anxiety was obdern/88 (88.4 %) of patients of the main group amd
(88.1 %) patients of the control groyp<.05), indicating tension in both groups. Mentadiety and affective
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tension in patients of both groups at the beginnirthe study manifested sudden anger and endatysical
weakness. In both groups, there were complainfsegtient headaches (3 points) at the beginnindgef t
study, indicating an increase in withdrawal symmormepressive disorders in the main group showed
polymorphism of clinical symptoms, and depressiwaoms comorbidity with other disorders was found.
In patients of the main group with a history of eysive disorders, autonomic crises revealed syretizt
adrenal symptoms (characteristic of patients witbstance dependence), starting with a fever, acaoieq

by palpitations, often with a feeling of numbnesdge&crease in extremity temperature.

Results on the Spielberger-Khanin scale revealatliththe course of treatment, anxiety indices
decreased in the control group: personality anxidtgr treatment was 31.05+7.22 points vs 45.5@t7.7
points; reactive anxiety was 10.63+0.96 points §5£+1.47 points. During the time of observatidre t
anxiety indices decreased by 1.6 times in the maiop, while in the control group there was a desseby
2.5 times. The control group had no history of cdoitbdepressive disorders. The character of ddpresss
largely influenced by the dynamics of anxiety Isyethich showed no changes for long periods of time
during the study; this was explained by severedsétival syndrome.

In the course of the study, we found a functior@tetation between cognitive impairment and
depression indices, and the pharmacological safetthe Cytoflavin phyto-metabolic drug was proven.
Cytoflavin can be regarded as a metabolic drugdimguthe major metabolic pathways in cells, prongpti
utilization of free oxygen and preventing ischeshanges in organs and tissues through reducirigwuakof
peroxide oxidation [8]. Patients with alcohol-inddcmental and behavioral disorders with depression
comorbidity were prescribed the Cytoflavin metabaliug (2 tablets twice a day to be taken 30 mforbe
meals) for 30 days in addition to the standardrtreat protocol. Due to the significant reductiorsymptoms
of cognitive dysfunction and depression symptohes prescribed treatment was regarded as effective.

To achieve valid results while using subjectivdessave ensured self-completion of the scales &y th
patients (eliminating discussing the answer optiaith relatives, acquaintances, or fellow patieni®)
ensure spontaneity of the responses, a clear temgefwas set for filling the scale (about 20-30ut@s).
Within this time, the scale had to be completdlgdi If the patients missed certain entries or teaidterrupt
scoring for a long period of time (several hourglesting was performed on a blank form. In oudstboth
alcohol intoxication and depression were regardeéaetors contributing to the development of cogait
deficit in the patients. We believe that the urdfypathogenetic mechanisms in cognitive and affecti
symptoms development lies in the established fonaticorrelation between cognitive disorders agdssof
depression. In both comparison groups, mental ehdvioral disorders (F60-F69) were directly anthiody
associated with neurotic and cognitive disordera/gls as stress. On the other hand, there is es@démat
certain cognitive disorders may be a stage in #yehwsis development. This hypothesis is suppdyetie
research results [9] on the detection of cogndiygfunction both during psychotic relapse and mission.

The key to effective therapy of patients with neognitive impairment is early diagnosis with the
use of valid neuropsychological tests and a rifpoice of therapeutic strategy aimed at restorirgnitive
functions and returning to the previous level afspeality functioning and quality of life. Administion of
Cytoflavin drug in such patients contributes to iayement of sleep and mood (in 80 % of patientsraling
to our study results) and prevention of severe itiggrdysfunction manifestations.

Prospects for further research. Due to the fact tltagnitive complaints” do not always indicate cotive impairment,
comprehensive diagnostics of alcohol-induced Quiing additional laboratory tests and diagnostiogedures should be developed
and further implemented in clinical practice. Thiatained results can serve as a basis for developwfeaffective physical and
psychological rehabilitation methods for veteramed at enhancing their adaptive capacities.
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ALGORITHM FOR TACTICS OF SURGICAL TREATMENT IN PATI ENTS WITH

PROXIMAL TIBIA FRACTURES
e-mail: yevheniychip@rambler.ru

The purpose of the study performed was: to deahogigorithm for tactics for surgical treatmenpafients with fractures of
the proximal tibia. The algorithm was based oretheysis of domestic and foreign literature soyntesresults of own clinical studies
on the treatment efficacy in 125 patients with prat tibia fractures, who were treated at the clofithe SI “ITO NAMS of Ukraine”
and the Traumatology Department of KNMP “Globynei€a District Hospital” in 2008-2017, and biomenltal studies to determine
the strength of fixation using different methods asfteosynthesis in proximal tibia fractures. Basedour own clinical and
biomechanical studies, analysis of literature sesjran algorithm for surgical treatment tacticpatients with proximal tibia fractures
has been developed, which will permit effectivatimgent of this severe orthopedic pathology attafies of surgery. The developed
algorithm permits a differentiated selection ofgstal accesses, repositions and methods of bogemémats fixation, improves the
efficacy of surgical treatment in patients withyanaal tibia fractures and can be recommended fptdmentation in our country.

Key words: proximal tibia fractures, surgical treatment, alon.
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AJI'OPUTM TAKTUKU OITEPATUBHOI'O JIIKYBAHHSA XBOPUX
3 IEPEJIOMAMM INPOKCUMAJIBHOI'O BIJJILTY BEJIMKOTOMLIKOBOI KICTKA

Mertoto IpoOBEEHOr0 TOCIIPKEHHsT Oyito: po3po0Ka alrOpUTMY TaKTHKH OIEPATUBHOTO JIIKyBaHHS XBOPHUX 3 IeperoMaMu
MPOKCHMAJIBHOTO BiJUIUTy BEJIMKOTOMIIKOBOI KIiCTKM. Ba3sucoM Ui CTBOpEHHSI aJTOPHTMY CTaB aHaii3 JHTEPaTypHHUX JDKEpel
BITYM3HSHOI Ta 3apyODKHOI JTepaTypH, pe3ylsTaTd BIaCHUX KIIHIYHHX IOCIIDKEHb 3 e(EeKTUBHOCTI JiKyBaHHS 125 XBOpHX 3
nepesoMamMy IPOKCUMAIIBHOTO Bi/UILUTY BEITMKOTOMUIKOBOI KICTKH siKi poxomuiu JikyBauHs B kiiHiti IV «ITO HAMH Vkpainn» Ta
BiminenHi tpasmarosorii KHMIT « mo6unceka IPJI» B nepion 2008-2017%p. Ta GiomexaHidHi JOCTIHKSHHS 3 BU3HAYESHHSI MilJHOCTI
(hikcamii Mpy BUKOPUCTAHHI PI3HUX METOAIB OCTEOCHHTE3y 3a IMEPENOMiB MPOKCHMAJBHOTO BIIUTy BETMKOTOMUIKOBOI KicTku. Ha
OCHOBI BJIACHUX TPOBEICHUX KIIHIKO-O0l0MEXaHIYHHIX IOCIIDKeHb, aHANI3Y JITEpaTypHUX JHKEpeT PO3POOICHUI alnrOpUT™M TaKTHKH
OIEPaTHBHOIO JIIKyBaHHS XBOPUX 3 IIEPEIIOMaMH MPOKCHMAIBHOTO BiIJLTYy BENTHMKOTOMUIKOBOI KICTKH, IO JO3BOJIUTH IPOBOIHUTH
e(eKTHBHE JIIKyBaHHS JTaHOI TSHKKOI OPTOMENMYHOI MaToNorii Ha BCIX eTarax MpOBEJEHHS ONEepaTHBHOTO BTpydaHHS. Po3poGmenuit
QITOPHUTM J03BOJISIE TIPOBOIUTH JudepeHIiHoBaHMi Min0ip OnepariiiHiX TOCTYIIB, PErno3HLii Ta MeTOIMK (iKcarlii KICTKOBHX YJIaMKiB,
301bIIy€e e(hEKTHBHICTh ONICPATUBHOIO JIIKYBAHHSI TTAI[IEHTIB 3 TIEPEIOMaMU IMPOKCUMAIILHOTO BiUIUTY BETMKOTOMIIKOBOT KICTKH 1 MOXE
OyTH pEeKOMEHIOBAaHUI JUIS BIPOBA/HKEHHS HA TEPEHAX HAIIOl IepKaBH.

Ki11040Bi cJ10Ba: miepenoMu MpOKCUMAaIFHOTO BiUIUTY BETMKOTOMIIKOBOI KICTKH, OTIEpaTHBHE JIKYBaHHS, aJITOPHTM

The work is a fragment of the research project lEvelop tactics of surgical treatment for patiamith post-traumatic tibia
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Fractures of the proximal tibia (PTF) are seveparies of the lower extremities and range from 2 to
5% among all skeletal bone fractures [2]. This tgp@jury is frequently accompanied by the impiasof
bone tissue near the joint surface and damageporiemt soft tissue structures, resulting fromdbeplexity
of the kinematics and features of the knee jomictiire (close location of the major vessels, reraek of
significant muscle mass) [12]. The urgency of tinggpatients with proximal tibia fractures is detéred not
only by the high prevalence of this localizatioachures, but also by the high frequency of unsatisfy

© Ye.E. Chip, A.V. Kalashnikov, 2020
153



