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Introduction : Congenital Arterio Venous malformation

of the pelvic blood vesselsis 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, inits arterial phaseis aso 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-
tionswith 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)

Thewound was left open for aweek., 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.
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Brmonmow 2 Jomnsmmdy 39@0 dgdmbzggge agbzwmgds,
Am3gmmogeb 3,5 Imb. mg@omyo gsdmbsgmom
dmo3600g8[1]. @as35gdsms 3MbEGMmemal gHmgby-
™o (39660l Imbo(393gb0m, LogesGmnggmmadn dmmm
0B gnmdo 006036905 06g39 (30960 @sFgom vg30-
mdal 3ohggbgdemal BHws, Bmam (g dmdHoamqgddo,
abggg 603339630 -139,4 ©56 614,380 100000 dmbob-
(NCDC).

0bx399 (30960 0ol g@ommmany®o LGN Jé -
6o 3Mdgz0meEgMHmzgabas, dso ImGal 36nd3zbgmmgabns
968 9mdsd@gonl dGsgomtozbmgsbo bomdmdac-
396gmoa. o asbyma Lom3nbal 80-056 Bemgdda ob-
B9dEonco ostigal gGommmann® bEHndEncsda
360d3bgemm3zs60 sanemn doggmgdLs (S. flexneri, s. son-
nei) s boEdmbgmgdl (s. typhimurium, s. enteritidis) g 3o-
300, deenm sonbmagmmda 360d36gmmzbo 8mads@s
3sommggbama E.coli-b Gmmds. [2] 06 gbGoabymo
3ommggbya E.coli-b bbgemobbgs 3@odgoLb dmeals
356Ls 3ogdam ynMemgdsb od3g3b Jogs-Gmgbab
da3mmey(306989ema E.coli-(STEC). STEC —abggdsos
bobosmmgds 3gdmMsgagma gmmodol 3mobo o
LyFomnm s dmy 353096830 Lozmbmabogal Ls-
dodo g4LGF0068gbGnbeymn gotormmgdgdal gsbgza-
®3Mgd0m — BmamEozes dsgomomae 3gdmmodym-
aegdommo Lobo®m3o ( hemolytic-uremic sindrome-
HUS).[3]
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0533063960b 4399 0dymaxzgdmes 3gdmMogommao
gmmodoo 100 35(3096@)0; 3om dmeal 50 35(3096& 30
osb@mos STEC nbggdos, domasb 13-dn moo-
3500905 aofmonmes HUS-nm. 3530968 98L 33¢6-
Bormmdes @ oM gdmmom 06g94(30060 3smmemmanal,
dobobs @s 3mobinmMo ndnbmemgoal bodgbogfm-
36098039m (396@dn. STEC 0bggg(300b @0oabmbals
50a960 bgdmes 3548 gMommmanya 3gomoao:
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STEC-(026,0103,0111,045,0157)- 50%, Shigella-21%
(flexneri, sonnei). salmonella-5% (enteritidis), klebsiella-
15%,. citrobacter-3% s 3smmg gbtia gdgfabagdals 0d-
goson bgGmgecgdo—EE.hermani-3%, E.fergusonii-3%.
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LgFmEmaonEn 33mggs) EsnEanbos 50 3s3096@L
(50%). domgeb 10 dg3mbgg3930 oogmbal o@sb-
Gfgds dmbrs LgGmmmanyGo ©s dog@gMommm-
309960 3mbs(393950L mobbggemam (STEC jum@ns
dogo @mgLbabn), 9 3g8mbgggsda E.coli-abggdz0al o-
3g6mbo gyebmdmes dbmmme dsg@gfammmanndo
33emag00o STEC 3m@cob domgdsl. 31 d53mbgggeda
30 30go-@m7Lbnb ed3Bm@e306gdgmoa dog@gfns 3o3-
mgmobes byBmmmannGo 33mmgzom (62%).
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dombgggoms 358 gdab 3030 ngmab-s330LEmb 03993bg
dmeoms (65%). STEC abggd300 a3tim bdafse Mga-
obEFoMegdmes  Lbogmob  JEbmgmgdmgddo,
Jomogmab dgamgdam (54% gb 46% Jgbodsdabow) s
dodomosm 30-40 Brol 3069330, Jomgda 3603-
369mm3bo FoMdmbobgb 853535(398L (74% 3L 26%).
3gdmEsgogma  gmmogol JgesMgdoo 3ddadg
3e0bio 30dnbofgmdal gmmdgdo godmgmobrs
STEC - 0b6gg4(300b xangdo (50%). STEC-06g394(300b
30800065Mgmds gobbbgagmgdmes bbgs g@ommmanal
3gdmEogommo gmmodob jmabogobogsb; gb aze-
bob 3bgmo babosmmgdmmes 3630379 @abobynboom, doce-
mo (3bgmgdom (38-39 C), @abdggboymo dmamgbgdom,
BmBngFn sdmBnbsmyHo 8 3030mom, 8969d3gdoo,
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13-b ( 26%).
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(67%). 39393580m0 LobEE™Mdn s EaDYGoma dmg-
mgbgd0 HHUS-00 3530968 s 2/3 do 0ss3500980b 39~
3-4 mqdg 3mnbogdmes. 35(3096@73L 3mb3n@om-
0bd(3000 306M39mbo3g ML 50 603b5dm©am Msdm-
Go@mBogmn 35h39698magdal 83390060 (33mmamadgdoa:
mgngmzo@mda (12-14000), 6g0@Gmgommbom s
BmE3qmol JoM3bbog aosbGom. 39-2-3 ©mnEsb
3m0brgdmes 3Dsfeo 3gdmmadya s6gdns 3gdm-
ammdobab sdzgomgdoo @ ghommm3gbonm, sbggg
nMmIdm308m3gbas; Fofmzabal, 3Hge@nbobols ©s
m33Bo&g30Mmggbsbol dohggbgdmgdal 3mBsdgds
06 38mab 9 33560bmbdals gobgnmomgdall gmbdy.

HUS-0m gotogmgds STEC abggdioob eMmb
DROm bdoMow gobznmaos 03 353096 9dd0, gabscs
SbGndom@ozmmgMadns ©ogbym 3mnbozsda dgdmbg-
ma3©7. 3gdmensmada bogoGm gobos 53893mbzg358n
(10%). g @omain g8mbggselb sanmo o6 3jmbas.

03M0go@, 3gdmMsgommoa gmmodom 100 3s(5096-
&ob 3md3mgdbygmo dog@gommmanyo, dmmyge-
maA-dommmaon@o o bgBmmmaono 33mggzom
STEC-0bggd(300L ©00gbmDal @o@ab@ymgds dgbe-
dmgdgmo gobes dgdmbgggems 50 %-dn, Moz dov-
®0mgdb bagdomggmmadn dogo—@mJbab do3Gmoy30t-
90g9mo E.coli-ab (506 39ms300g. g98mgmgbogmo ngm,
Gmgmery 0157, 0bgbmb-0157 bgHmgamgda (0157,026,
0111,0103 s 9.3. ). STEC-06g394 (3000 @505LG M0~
ob bob3omg LaMbInbme gondoMms MedmEoGmEae-
mo 33930l sbamo, Mmebsdgommgg dgmmegdom (PCR
s ImmunoCard STAT 3gomwn.) gg39mngdda dogos-
&™MgLobol dmeg 3menEio 3o 396 9dals (stX1, stx2, eae,
ehy) @9&ads00b 398ga, 303 gFommmaen® j3a3-
sbmasb dgamgdoo (41% 3L 19 %). STEC obggdos
30bognoe babosmwgdmms bydggdMamymo (3b-
9930l gmbby 3dndy 0dm3nbyco bLobpMmdol aob-
30006 gd0m s HUS—o0m gofoqgmgdom 26 % d53mb-
393990. STEC-0bg394 (3006 HUS-000 go@ogmads ¢gem
b3oMo 50bndbs 3G gdmMmdnymn gmboo doemgddo.
3mM33mggLyMo g@om3smmagbgdyHo ;mgMednnm y3g-
a5 35(3096@0 3560 30Ebs, mg@orn® dg3mbggzel ow-
300 56 3gdmboo.
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STEC-SHIGA-TOXIN- PRODUCING
E.COLI-INFECTION AND ITS
COMPLICATIONS
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It isworthy to notethat 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 wasiden-
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 bacteriol ogical, 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 iscirculating 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, chal cons, leikoantocyanidines,
tannins) (2, 4).

Phenolic glycosides areimportant secondary compounds
in trees of the genus Betula as well as other plant speciesin
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-



