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A-V MALFORMATION  OF PELVICBLOOD VESSELS AND A COMBINEDOPERATIVE APPROACH
LTD. AVERSI CLNIC TBILISI, GEORGIA

Introduction : Congenital Arterio Venous malformation

of the pelvic blood vessels is one of the rarely encountered
surgical pathologies (pAVM), which is characterized by an
high index of morbidity and mortality rates.

Clinical Case: A 42 year old female patient was admit-
ted in the Department of Vascular Surgery at THE AVERSI
CLINIC- TBILISI , GEORGIA. Her main complaint was , a
Bleeding Ulcer from a Gigantic Pulsatile Tumour over the
Right Gluteal region. Initially She noticed an asymmetrical
growth of the Right Gluteus 15 years ago. At present the
swelling is characterized by hyperpigmented skin with a
trophic ulcer. Irregular rough edges with necrotic ulcer base
was noticed in the upper inner quadrant.

Procedure : Angiography of the pelvic vessels, played a
key role in diagnosis of the disease.

Initially, CT angiogram was done.Fig. 2
Vivid malformations were obvious in the Right Pelvis,

comprising the entire Right Gluteus.The contrasted Inferior
Vena Cava, in its arterial phase is also noticed.

During the First Stage., Therapeutic Embolisation of the
Superior Gluteal Artery was done with two vascular
plugs(AMPLATZER) followed by embolisation of several
other branches of the same artery comprising the malforma-
tions with 12 COILS. (Fig 3 ) Post embolisation, the second
CT shows the disappearance of most of the malformations.

During the Second Stage., Open surgery was performed
with Excision of the Malformation. As a result of which,
approximately 2/3 of Right Gluteus was actually excised.

Post surgery., the vascularisation of the Right Gluteus
was practically disappeared. The Gigantic Stump of the Right
inner artery after embolisation was obvious.(Fig 4)

The wound was left open for a week., for delayed prima-
ry closure and later closed with approximating sutures using
local soft tissues. Healing process was satisfactory without
any obvious complications. It was completed in 6 weeks.

Conclusion : Application of Combined Endovascular and
Open Surgeries have reached the effectiveness of treating
high flow complex A-V malformations.

vaSakiZe e1., megreliSvili T 1., paWkoria e1.,
TevzaZe l2.,  laSqaraSvili m2.

STEC- Siga-toqsin maproducirebeli
E.coli-infeqcia da misi garTulebebi

Tssu, infeqciur sneulebaTa departamenti;

daavadebaTa kontrolis da sazogadoebrvi
jandacvis erovnuli centri ( NCDC)

infeqciuri diarea rCeba Sinagani medicinis
aqtualur problemad, rac ganpirobebulia,
rogorc daavadebaTa gavrcelebis arealis ga-
farToebiT, aseve mZime da garTulebuli SemTx-
vevebis mniSvnelovani zrdiT. jandacvis msof-
lio organizaciis monacemebiT 21-e saukunis
dasawyisisTvis  ganviTarebad qveynebSi yovel-
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wliurad 2 miliardze meti SemTxveva gvxvdeba,
romelTagan 3,5 mln. letaluri gamosavliT
mTavrdeba[1] .  daavadebaTa kontrolis erovnu-
li centris monacemebiT, saqarTveloSi bolo
aTwleulSi aRiniSneba infeqciuri diareiT ava-
dobis maCveneblis zrda, rogorc mozrdilebSi,
aseve bavSvebSi -139,4 dan 614,3 mde  100000 mosax-
l e z e ( NCDC).

infeqciuri diareis etiologiuri struqtu-
ra mravalferovania, maT Soris mniSvnelovania
enterobaqteriis mravalricxovani warmomad-
geneli. Tu gasuli saukunis 80-ian wlebSi in-
feqciuri diareis etiologiur struqturaSi
mniSvnelovani adgili Sigelebsa (s. flexneri, s. son-
nei) da salmonelebs (s. typhimurium, s. enteritidis) eka-
vaT, bolo aTwleulSi mniSvnelovnad  moimata
paTogenuri E.coli-s rolma. [2] intestinuli
paTogenuri E.coli-s sxvadasxva Stamebs Soris
gansakuTrebul yuradRebas iqcevs  Siga-toqsin
maproducirebeli E.coli-(STEC).  STEC –infeqcia
xasiaTdeba hemoragiuli kolitis klinikuri
suraTiT da zog pacientSi sicocxlisTvis sa-
SiSi eqstraintestinuli garTulebebis  ganvi-
TarebiT _ rogoricaa magaliTad  hemolizur-
uremiuli sindromi ( hemolytic-uremic síndrome-
HUS).[3]

germaniaSi 2011w. STEC-infeqciis epidafe-
Tqebis dros registrirebuli 3842 SemTxvev-
idan, HUS-sindromi ganuviTarda inficirebul-
Ta 5%-s, rac 4 % -Si letalobiT damTavrda. [4]

 saqarTveloSi hemoragiuli kolitis eti-
ologiuri struqtura xSirad gauSifravi rCe-
ba, rac erTi mxriv regionSi mocirkulire gamom-
wvevTa mravalferovnebiT da meore mxriv lab-
oratoriuli diagnostikis arasrulyofilebiT
unda iyos ganpirobebuli.

gamokvlevis mizani da meTodebi
kvlevis mizans warmoadgenda hemoragiuli

kolitebis etiologiur struqturaSi STEC in-
feqciis xvedriTi wilis dadgena da HUS-iT
garTulebul SemTxvevaTa klinkuri Tavisebu-
rebebis gamovlena.

dakvirvebis qveS imyofeboda hemoragiuli
kolitiT 100 pacienti; maT Soris 50 pacientSi
dadasturda STEC infeqcia, maTgan 13-Si daa-
vadeba  garTulda HUS-iT. pacientebs mkur-
naloba utardebodaT infeqciuri paTologiis,
Sidsisa da klinkuri imunologiis samecniero-
praqtikul centrSi. STEC infeqciis diagnozis
dadgena xdeboda baqteriologiuri meTodiT:
kulturis miReba; Siga toqsinis markerebis (stx1,
stx2, eae, ehy) aRmoCena xdeboda fekaliebis
gamokvleviT PCR da ImmunoCard STAT -meTo-
diT.[5] gamokvlevebi tardeboda  daavadebaTa
kontrolis erovnuli centris (NCDC) -is lab-
oratoriaSi.

Sedegebi da analizi
hemoragiuli kolitiT daavadebul 100 avad-

myofTan etiologia gaiSifra 38% -Si. gamovlin-
da Semdegi enteropaTogenuri mikrorganizmebi:

STEC- ( 026, 0103, 0111, 045, 0157)- 50%, Shigella-21%
(flexneri, sonnei). salmonella-5% (enteritidis), klebsiella-
15%,. citrobacter-3% da paTogenuri eSerixiebis iS-
viaTi serovarebi_EE.hermani-3%, E.fergusonii-3%.
diagnozis baqteriologiuri dadastureba ver
moxerxda 62% Si. molekulur-biologiuri da
serologiuri meTodiT fekaliebis gamokvlevam
Siga- toqsinis arseboba daadastura 41 SemTx-
vevaSi ( 41%);

STEC-infeqciis diagnozi kompleqsurad (baq-
teriologiuri, molekulur-biologiuri da
serologiuri kvleva) daudginda  50 pacients
(50%). maTgan 10 SemTxvevaSi diagozis dadas-
tureba moxda serologiuri da baqteriolo-
giuri monacemebis TanxvedriT (STEC kultura
Siga toqsini), 9 SemTxvevaSi E.coli-infeqciis di-
agnozi eyrdnoboda mxolod baqteriologiuri
kvleviT STEC kulturis miRebas.  31 SemTxvevaSi
ki Siga-toqsin maproducirebeli baqteria gam-
ovlinda  serologiuri kvleviT (62%).

STEC-infeqciis sporaduli SemTxvevebi mTe-
li wlis manZilze registrirdeboda, magram Se-
mTxvevaTa matebis piki ivlis-agvistos Tveebze
modioda (65%). STEC infeqcia ufro xSirad reg-
istrirdeboda soflis mcxovreblebSi,
qalaqTan SedarebiT (54% vs 46% Sesabamisad) da
ZiriTadad 30-40 wlis pirebSi. qalebi mniS-
vnelovnad Warbobdnen mamakacebs (74% vs 26%).
hemoragiuli kolitis SedarebiT mZime
klinkuri mimdinareobis formebi gamovlinda
STEC - infeqciis jgufSi (50%). STEC-infeqciis
mimdinareoba gansxvavdeboda sxva etiologiis
hemoragiuli kolitis klinikisagan; es uka-
naskneli xasiaTdeboda mwvave dasawyisiT, maRa-
li cxelebiT (38-39 C), dispefsiuri movlenebiT,
zomieri abdominaluri tkiviliT, tenezmebiT,
defekaciis gaxSirebiT 10-15-jer dRe-RameSi
sisxlis da lorwos Semcveli masebiT (50%).

STEC-infeqciisTvis damaxasiaTebeli iyo: da-
bali subfebrilitetis fonze umniSvnelo dis-
pefsiuri movlenebi, daavadebis II-III dRidan ab-
dominuri sindromis mwvaved dawyeba. muclis
SeteviTi, difuzuri tkivili, tenezmebi, defe-
kaciis sixSire 30-40 jer dRe-RameSi, uxv-sisxl-
iani masebiT, faqtiurad ganavlovani masebis
gareSe.

STEC - infeqciiT pacientebSi garTulebebi
ganuviTarda 32%-s; maTgan HUS-i gamouvlinda
13-s ( 26%).

HUS –is jgufSi (13 pacienti), qalebi War-
bobndnen mamakacebs (77% vs 23 %). HUS ufro
xSirad 30-40 wlis qalebSi ganviTarda. amasTan,
im pacientebSi, romlebic SedarebiT gvian, daa-
vadebis  me-4-5 dReze iyvnen hospitalizebulni.
aRsaniSnavia, rom maT premorbiduli foni dam-
Zimebuli hqondaT  rkinadeficituri anemiiT,
saSarde sistemis qronikuli daavadebebiT, or-
sulTa nefropaTiiT anamnezSi , poliarTritiT.
tipiuri iyo subfebriluri cxeleba (37-37,5) da
sisxliani diareis dawyeba daavadebis II-III dRes
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(67%). SeSupebiTi sindromi da dizuriuli mov-
lenebi HHUS-iT pacientTa 2/3 Si daavadebis me-
3-4 dReze vlindeboda.  pacientebs hospital-
izaciis pirvelsave dRes aReniSnebodaT labo-
ratoriuli maCveneblebis mkveTri cvlilebebi:
leikocitozi (12-14000), neitrofiloziT da
formulis marcxniv gadaxriT. me-2-3 dRidan
vlindeboda mzardi hemolizuri anemia hemo-
globinis daqveiTebiT da eriTropeniiT, aseve
Trombocitopenia; Sardovanas, kreatininis da
laqtatdehidrogenazas maCveneblebis momateba
Tirkmlis ukmarisobis ganviTarebis fonze.

HUS-iT garTuleba STEC infeqciis dros
ufro xSirad ganviTarda im pacientebSi, visac
antibiotikoTerapia daewyo klinikaSi Semosv-
lamde. hemodializi saWiro gaxda  5 SemTxvevaSi
(10%). letaluri SemTxvevas adgili ar hqonia.

amrigad, hemoragiuli kolitiT 100 pacien-
tis kompleqsuri baqteriologiuri, moleku-
lur-biologiuri da serologiuri kvleviT
STEC-infeqciis diagnozis dadastureba Sesa-
Zlebeli gaxda SemTxvevaTa  50 %-Si, rac miu-
TiTebs saqaTveloSi Siga_toqsin maproducir-
ebeli E.coli-is cirkulaciaze.  gamovlenili iyo,
rogorc   0157, ise non-0157 serovarebi (0157, 026,
0111, 0103 da a.S. ). STEC-infeqciis dadastureb-
is sixSire sarwmunod  gaizarda laboratoriu-
li kvlevis axali, Tanamedrove meTodebiT (PCR
da ImmunoCard STAT meTodi.) fekaliebSi Siga-
toqsinis molekuluri markerebis (stx1, stx2, eae,
ehy) deteqciis Semdeg, baqteriologiur kvlev-
asTan SedarebiT (41% vs 19 %). STEC infeqcia
klinikurad xasiaTdeboda subfebriluri cx-
elebis fonze mZime abdominuri sindromis gan-
viTarebiT  da HUS–iT garTulebiT  26 %  SemTx-
vevaSi. STEC-infeqciis HUS-iT garTuleba ufro
xSirad aRiniSna  premorbiduli foniT qalebSi.
kompleqsuri etiopaTogenezuri TerapiiT yve-
la pacienti ganikurna, letalur SemTxvevas ad-
gili ar hqonia.
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It is worthy to note that in 2011 100 hospitalized patients
with hemorrhagic colitis underwent observation at the Cen-
ter of Infectious Diseases, Aids and Clinical Immunology
Practical -Research Center. The aim of our research was iden-
tification of STEC- strains rate in the structure of hemor-
rhagic colitis and revealing of clinical features of those cas-
es complicated by HUS.  STEC –infection was confirmed
by the bacteriological, molecular-biological and serological
investigations (PCR an ImmunoCard STAT methods)
(NCDC) in case of 50 patients. The laboratory results indi-
cate that shiga-toxin producing E.coli is circulating in Geor-
gia. There are not only 0157 but non-0157 strains as well
(026,0111, 0103 and etc.) After revealing of the shiga-toxin
molecular markers in the stool by the use of the new and
modern laboratory researches

 ( PCR and ImmunoCard STAT)  the rate of confirma-
tion of  the STEC infection has significantly increased  in
comparison with the bacteriological researches ( 41% vs
19%). STEC infection was characterized by the severe course
of clinical manifestation comparatively to the hemorrhagic
colitis. Complications developed in case of 32 % of patients,
out of which HUS was revealed more frequently in women
with the history of premorbid background (26%). 5 patients
required dialysis. Every patient was cured by complex etio-
logical-pathogenical therapy and there were no cases with
lethality.
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INTRODUCTION
Genus Betula in the world is presented by 50 species.

Species of Betula studied till present, are distinguished with
containment of polyphenol: phenolic acids, phenylpro-
panoids (flavonoids, flavons, chalcons, leikoantocyanidines,
tannins) (2, 4).

Phenolic glycosides are important secondary compounds
in trees of the genus Betula as well as other plant species in
the family Betulaceae.

Free radicals have been implicated in the pathogenesis
of various diseases, including myocardial and cerebral is-
chemia, arteriosclerosis, diabetes, rheumatoid arthritis, in-


