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Summary

MECHANISMS OF RELAPSE INITIATION
IN COURSE OF CHRONIC OBSTRUCTIVE
PYELONEPHRITIS

Barinov E.F., Kravchenko A.N.,
Tverdokhleb T.A., Balykina A.O.

M. Gorky Donetsk National Medical
University

Aim of research: evaluate modulating
affect of adrenaline on platelets’ activation
during remission and relapse of chronic
obstructive pyelonephritis (COP). Blood of
18 patients at the time of admission to
hospital was used for investigation.
Platelets’ aggregation was performed at
aggregometer Chrono-Log (USA) using
subthreshold concentration of PAF, ADP,
adrenaline, whose stimulation in control
group did not exceed 10 % aggregation.
During relapse of COP (8 patients),
stimulating effect of adrenaline on platelets
was somewhat higher than during
remission, but still lower than in control (p
< 0.05). ADP induced an effect lower than
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during remission and in control group.
Simultaneous action of ADP and adrenaline
exceeded action of ADP alone (p < 0.001).
Nevertheless, during relapse of COP no
significant differences in adrenaline action
on ADP-stimulated platelets as compared
to remission phase was observed (p <
0.01). PAF induced platelets’ aggregation
higher than in control and during remission
(p < 0.01). Synergism of action of
adrenaline and PAF was most marked and
exceeded that of control and remission
phase group (p < 0.001). Thus, during COP
relapse, adrenaline potentiates PAF affect,
while action of ADP on platelets decreases,
as well as potentiating effect of adrenaline,
which implies restriction of stimulatory
effect of platelets on leukocytes.

Key words: platelet aggregation,
pathogenesis, chronic obstructive
pyelonephritis, inflammation.
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MOHUTOPUHI MUHMUMaNbHOW pe3unayanbHoi 6onesHn (MPB) ocHOBaH Ha BbIABNEHUU
Nonynsunmn KNEeToK C NENKO3-acCcouMMpOBaHHbIM MMMyHOodeHoTUNom (JTAUD), xapaktep-
HbIM AJ19 OMyXONIEBbIX KNETOK U HMKOrOa HE BCTPEeYaloWwmincsa Ha HopManbHbIX. B gaHHON
paboTe npoaHanManpoBaHa 3KCNPeCcCcus NpUMeHseMblx ansa MoHutTopuHra MPB aHTure-
HoB CD10, CD58, CD34, CD38 Ha 6nacTHbIx knetkax B-numdpobnacTHoro nenkosa gerc-
KOro Bo3pacTa A0 Haydana v B XOA4Ee aHTUNEMKEMWYECKOro Nie4eHUs. YCTaHOBJIEHO, 4TO
OAHHbIE aHTUreHbl HE BCEraa roMoreHHO aKCnpeccrMpoBaHbl Ha nnMmdobnacTtax: BCTpeya-
I0TCS BapuaHTbl C OTCYTCTBMEM Kakoro-nmbo aHTUreHa, a Takke C reTepOreHHON 3KCr-
peccuen. Monynauma B-numoounaHbix onyxonesbix KNeTok B Havyane 3aboneBaHus Heo-
OHOPOOHA, CYLLECTBYIOT Cyononyasuum ¢ pasinyHbiMm GuU3nNYeckumMm n GyHKUVOHaNbHBbI-
MU XapakTepuctmkamn. B xoge aHTUNEenKeMMYeCKOro NeYeHns NponucCxoauT CHUXEHUE
rnokasartenemn cpegHem NHTEHCMBHOCTU DNIOOPECLEHLINN NTIENKO3-aCCOUMUPOBAHHbIX aH-
TUrEeHOB.

Knio4eBbie cnnoBa: OCTPbIN 7IEVIKO3, JIENKO3-aCCOLUMMPOBAHHbBINI MMMYHOMEHOTU, M-
HUMarsbHasi pe3uvayasibHasi 60/1e3Hb, CPEAHSISI UHTEHCUBHOCTb (DJII0OPECLIeHLINN
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B 60/bLUMHCTBO COBPEMEHHbIX MPO-
TOKOJIOB TepanuMm OEeTCKOro OCTPOro nen-
KO3a BBeAEH MOHUTOPUHI MUHUMasbHOMN
pesngyanbHol 6one3nn (MPB) kak He3aBu-
CUMBbIN KPUTEPUI OLIEHKM OTBETA Ha Tepa-
nMio 1N NONHOTY pemuccun [1, 2, 3, 5, 6,
7]. Onpegenenne MPB 3aknvyaeTtcs B
BbISIBJIEHNU OCTATO4YHbIX JIENKEMUNYECKMX
6nacToB, Hepacno3HaBaeMblix MOPGONOrn-
4eCKM, HO CMOCOOHbIX AaTb POCT Onyxone-
BOMY KJIOHY. MeToa, MMMYHOMEHOTUNNPO-
BaHMS NO3BOJIFET OXapakTePMU30BaTh KJeT-
Ky Mo ee PyHKLUMOHANbHBIM peLenTopam u
[aeT BOSMOXHOCTb pacno3HaTb Mopdoso-
rmyeckn HeanopdepeHurpyemMble HopMalib-
Hble N natonornyeckne knetku. MNMpuHumn
BbISIBIEHUS MONYNSUUM pe3nayanbHbIX Kne-
TOK OCHOBaH Ha TOM, 4YTO JIENKO3HbIA KJIOH
KJIETOK, UMEIOLLUUIA OOHOPOOHbLIE MOPPOLLN-
TOXMMUNYECKUE XapaKTEPUCTUKU, ABNSETCS
reTepPOreHHbIM MO aHTUFEHHOW CTPYKType
ONaCTHbIX 3/IEMEHTOB, C YHUKAJIbHOWM 3KCM-
peccunen B HOpMe He
BCTPEYAIOLLNXCHA aH-
TureHoB [4]. CoBo-
KYNHOCTb Takmx nNpwu-
3HaKOB Ha3blBalOT
nenko3-accoumpo-
BaHHbIN MMMYyHOpe-
HoTun (JTAUD) [8].
Ana MoHuTOopuHra
MPB npu octpom B-
ANHenHoM numdopo-
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r. MaTepuan gns aHann3a — KOCTHbIN MOST.
MIMMyHOpEHOTUNMPOBaHNE HA NMPOTOYHOM
umtomeTpe FACSCalibur (BD). AHanns gaH-
HbIX C MOMOLLIbIO NpOrpaMmMHOro obecneye-
Hna FACSComp (BD) — nporpamma
CellQUEST.

Pe3ynbTatbl U UX 006CyXaeHne

Ha MOMEHT yCTaHOBMIEHUS OuarHo3a
BCEM NaumeHTam 6b1s10 NPOBEAEHO NUMMY-
HOPEHOTUNMPOBAHME C YCTAHOBNIEHNEM
KOJIMYECTBA MO3UTMBHLIX MO 3KCMPECCUN
NenKo3-aCcCouMNPOBAHHbIX AHTUIFEHOB
CD10, CD58, CD34, CD38 6nacTHbIX Kne-
TOK. [laHHble aHTUTEHbl, ABNSSICb ANArHOC-
TUYECKN-3HAYMMBIMW MNPU BbISBAIEHUN MNO-
nynauum numeonaHbix 61acToB, He Bceraa
OblIN SKCMPECCUPOBAHbI TOMOIMEHHO: Tak,
aHTureH CD10 B 9 % (6 n3 68 obcneno-
BaHHbIX 0O0pa3uU0oB) OTCYTCTBOBAJ Ha Bnac-
THbIX kneTtkax. B 26 % cnyyaes (n = 18.)
otcyTtcTBoBana akcnpeccus CD34 (puc. 1).

CD10- CD10+ CD58- CD58+ CD324- CD34+ CD38- CD38+

nenkoze (B-0OJ11)

MPUMEHSAIOT pasiny- Puc. 1. FeTeporeHHoCTb 3KCNPECcCur aHTUreHoB

Hble KoMOuHauumn
MOHOKJ/TOHaJIbHbIX aHTUTEN, K YUCNY KOTO-
pbix oTHocaTca CD10, CD58, CD34, CD38.

LUenblo HacTosweln paboThl Obina
OLLeHKa 3KCMpeccun npuMeHseMbix Ons
MOHuTOpuHra MPB aHTureHoB B xode aH-
TUNENKEMUNYECKOIO JIEYEHMS.

MaTtepuanbl u meToabl

Ob6bekT nccnegoBaHUa — KOCTHbIN
mMo3r 68 naumerToB ¢ CD10-no3nTUBHbLIM
BapMaHTOM OCTporo B-numdpobnacTtHOro
nenkosza (38 manbumkoB u 30 gesoyek) B
Bo3pacTe oT 1 mecsua oo 16 net(cpenHuni
BO3pacT — 5,7/1eT), NPOXOAUBLLNX JlIe4eHne
B Ol ¢ okts6ps 2009 r no HosOpb 2013

Mpw atom B nogrpynne CD10+ NO3UTUBHLIX
6nactos, B 50 o6pasuax u3 62 CD10* (80
%), aKcnpeccusa aHTureHa 6bina roMoMo-
reHHon, a B 12 obpasuax (20 %) npucyt-
ctBoBanu kak CD10-no3nTuBHbIE, TaK U
CD10-HeratumBHble kneTkn. Bo Bcex obpas-
uax ¢ CD34-no3uTnBHLIMK Bnactamm (n =
50 nnn 74 %), B obwem nyne 6nacTHbIX
KneTok onpenenannck kak CD34-no3ntme-
Hble, Tak 1 CD34-HeraTmBHble kneTkn. B 48
cny4dasax (74 %) Bce onyxoJfieBble KNETKU
0OHOBpPEMEHHO akcnpeccupoBanm CD10 n
CD34. B kocTHOM Mo3re 2 06pa3yoB (3 %)
onpegensanucb 6nacTbl, HE 3KCNPECCUPO-
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BaBwwme HM CD10, Hu CD34. Bo Bcex cny-
yaax (100 %) Ha 6nacHbIX KneTkax Ha Mo-
MEHT yCTaHOBMIEHNS AnarHo3a Habnganu
NO3UTUBHYIO 3KCApeccuo aHTureHa CD58
(oT 28 oo 83 %).

[Mpun BbIABNEHNM Y NALUMEHTA NONYNS-
umn knetok ¢ JIA®, akcnpeccuio JaHHbIX
aHTUreHOB/MX coYeTaHn onpeaensanv npum
MoOHuTOpuHre MPB. Takxe peructpuposa-
JIN CPEeaHIo MHTEHCUBHOCTb MJIIOOPECLLEH-
umm (CUD) mapkepa, KoTopas BblpaxaeT-
CS B YC/IOBHbIX eanHuuax (ycn.emn.) n otpa-
XaeT NMAOTHOCTb €ro pacnpegeneHus Ha
MembpaHe numdpobnacTta. Ana nsyyeHus
BO30ENCTBUSA aHTUIEMKEMUYECKOr0 Jieve-
HMUS Ha OMyXOJIEBbLIE KNETKM, Mbl OLLEHUNU
napamMeTpbl MHTEHCMBHOCTU PpOOPECLEH-
LM BO BPEMEHHbIX TOYKaX KOHTPOS1 OTBE-
Ta Ha Tepanuio, NpeaycMoTPeHHbIX ALL IC-
BFM 2009 npotokonom [11]. N3 Bcex 00-
CNnegoBaHHbIX HAMU NAUUMEHTOB, HY OAMH He
BoLwlen B rpynny Bblicokoro pucka (MPB >
10 %). 47 naumeHToB (69 %) cocTtaBuam
rpynny ctaHgapTHoro pucka (0,1 % < MPB
< 10 %) n 21(31 %) — HU3KOro pucka
(MPB < 0,1 %). lNMony4yeHHble pe3ynbTaThl
npeactaBneHbl B Tadn. 1.

N3meHeHun napamMeTpoB UHTEHCUBHOCTU q:»moopecuel-luwu aHTUreHoB B

xone Tepanuu

BaHHble KOMOUHaLMM MapKepoB HA MeM0b-
paHe OnyxoseBbIX KIETOK, ONnpeaennTb He-
knaccundyeckne deHotunbl (bright/dim),
PYHKUMOHANbHAsA 3HAYMMOCTb KOTOPbIX HE
ycTaHoBneHa. B Hawem nccnegoBaHuu,
npu NpoBeaeHn MHOXECTBEHHOro okpa-
wuBaHua JIAUD-aHTUreHoB ¢ opyrmmmn am-
arHOCTUYECKUMM MapKepamm, Oblsio BbISIB-
JIEHO pa3Hoobpasne pacrnpeneneHus kKne-
TOK B OMyxOJieBOW MOnynsuum ¢ nos3nTuB-
Hon akcnpeccunen CD10, CD34, CD38,
CD58. bbino ycTaHOBAEHO, Y4TO NpU HaNn-
YN FOMOIEHHOW KO3KCMpPEeccum co CTaH-
OAPTHLIMU «SIKOPHbIMW» ONArHOCTUYECKNMMN
mapkepamu (CD10*/CD19*, CD34*/HLA-
DR"), xoTs Obl 0guH n3 antureHos CD10,
CD34, CD58 unu CD38 HepaBHOMEPHO
pacnpenenancsa B nonynaumn B-nnm@pob-
nactoB (CD34*/CD38Y™ unn CD34%m/CD38*
n T.0). B nogrpynne ¢ yposHem MPBE < 0,1
% pacnpeneneHne Knetok ¢ No3nTUBHOWN
akcnpeccuen CD10, CD34 6bino 6onee
OOHOPOAHbLIM: 13 21 obpasua ToNbko B 4
cnyyasx Habnaanm reTeporeHHoOCTb pac-
npeaeneHns Ha To4e4YHOM rpaduke npu oK-
pawmBaHum ¢ aHtureHom CD38. AHTureH
CD58 pemMOHCTpupoBan reTeporeHHOCTb
pacnpegeneHus Ha
TO4Ye4YHOM rpaduke
NPV MHOXECTBEHHOM
OKpalwuBaHUN C aH-

Tabnuua 1.

TureHamu CD9 CD19,
CN® B ycn.en

AHTUreH MPB cTaHgapTHbIA pUck MPB HU3KMI prUCK CD38. lpu atom B
0 neHb 15 peHb | 33 geHb | OpmeHb | 15 geHb | 33 geHwb | MOArpynne c oonee
CD 10 595 87 75 378 47 44 BbICOKMM 3HayeHnem
CD 34 280 80 207 122 29 29 MPB, B xome neue-
CD 38 380 507 300 621 127 80 a6ntona 3-

CD 58 102 92 90 309 233 122 AU HabhlofAann v

N3 Tabnunubl BUOHO, 4TO B nmoarpynne
C xopowunm oTBeToM Ha Tepanuio (MPB <
0,01 %), Habnogann CHMXeHne NNOTHOC-
TW pacnpeneneHns Mmapkepos Ha Mmemopa-
He B xo4e Tepanun. B nogrpynne ctaHoap-
THOrO pucka JaHHas TeHaeHums Habnoaa-
nacb Tonbko anga aHtureHos CD10 n CD58.

MeTog, NPOTOYHON UMTOMETPUMN MO-
3BONISIET NPOBOANTL OAHOBPEMEHHO aHANN3
HECKONbKMX NapamMeTpoB, YTO MNO3BONAET
BbISBNATb HEKOTOPbIE HECUCTEMATU3UPO-

MEHeHNs B pacnpe-
nenedHnn CD58-no-
3UTMBHbBIX KNTETOK NPW OBOMHOM OKpaLUMBa-
HUM ¢ aHTureHom CD9 (puc. 2). B ogHOM 1
TOM Xe obpasLe KOCTHOro mo3ra Ha 15 n
33 OHW KOHTPOns, GUKCUPOBAIN HaMM4yme
cyononynauuin ¢ pas3nnyHbiMmu peHoTmna-
mn: CD9/CD58: CD9Ym/CD58brisht, CD9dim/
CD58¢m, CD9rrig"t /CD58 bright,
3akJilo4yeHune

JTilobble N3MeHeHUs NapaMeTpPoB K-
cnpeccum MemOpaHHbIX aHTUFeHOB OTpa-
XaloT NPOLLECChl, MPOUCXOAALMNE BHYTPU
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knetku. Takum obpa- | 0 oeHb

15 neHb \ 33 peHb

30M, BO3MOXHO
npPennonoXnTb, 4TO
nonynauus b-num-
dounaHbIx onyxone-
BbIX KNIETOK B Ha4ane
3aboneBaHnda Heo-
OHOpoOAdHa, cyle-
CTBYIOT cybnonyns-
UMK C Pas3nmMYyHbIMU

dpusmyeckumn 1 GyH- = JINHNA yKa3biBAET CHUKEHNE MHTEHCUBHOCTU (D0OPECLeHL

KUMOHAaNbHbLIMW Xa-

Puc. 2. ameHeHune pacnpegenenms CD58-N03UTUBHBIX KIETOK B OMyXONEeBON Mo-

pakTepucTnkamm, c
pa3NyYHOWM CTEMNEHLIO
BOCMNPUMMYMBOCTN U PE3NUCTEHTHOCTU K
nposogmMmon Tepanun. B xoge aHtTunenke-
MWYECKOI0 NIEYEHNS MPOUCXOANT CHKEHNE
nokasaTtenem cpegHen MHTEHCUBHOCTU
dnopecueHUMn Nenko3-accoummpoBaH-
HbIX @HTUFEHOB. OTO CleayeT yuYuTbiBaTb
npu npoeegeHnn moHnTopuHra MPB: npu-
MEHSATb MHOIOLIBETHbIE KOMOMHALIMK aHTU-
TeN, Yy4MUTbIBaTb MHTEHCUBHOCTb MIOOpEC-
LLEHUMM MapKepoB, KOHTPONMPOBATb NOMy-
NFUMM C HECTAHAAPTHLIM HGEHOTUMOM.
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Pe3iome

AHANI3 NONYNALIT BAIACTHUX KAITUH
3 NNIEMKO3-ACOLIVIOBAHUM
IMYHOD®EHOTUIMNOM Y MNALIEHTIB 3
rOCTPUM B-JIIM®OBJIACTHUM
JNIENKO30M

Binb4esckas E.B., MuxaviniyeHko B.IO.,
KoHatueHnkoBa B.B., bykanoBa T.H.,
Tetiopa C.A., baxyiBaHxi I.A.

MOHITOPUHI MiHIManbHOI pesuayanb-
HOi xBOpobu (MPBE) 3acHOBaH Ha BUSBJIEHHI
nonynsauii KNiTMH 3 1enKo3-acouinoBaHUM
iMmyHodpeHoTunom (JTIAID), xapakTepHUM
NS NYXJIMHHUX KNITUH | SKUA HIKONN He
3yCTpPiYaeTbCa HaA HOpManbHMUX. Y OaHin
po6oTi NpoaHanisoBaHa ekcripecis 3acTo-
coByBaHUX ANns MoOHiTopuHry MPB aHtu-
redis CD10, CD58, CD34, CD38 Ha 6nact-
HUX KNiTUHaxX B-nimpobnacTHOro nemkosy
ONTAYOro BiKy A0 NOYaTKy i B XOA4i aHTinen-
KeMi4HOro nikyBaHHs. BcTtaHoBNeHO, WO
DaHHI aHTUreHn He 3aBXAN FOMOreHHO ekK-
crnpecoBaHi Ha nimgobnacTax: 3ycTpiya-
IOTbCS1 BapiaHTU 3 BiOCYTHICTIO OyOb-sIKOro
aHTUTEHy, a TaKoX 3 FreTEPOreHHOIO eKCrl-
pecieto. Monynauisa B-nimpoigHMx nyxnuH-
HUX KJTITUH HA NOYaTKy 3axXBOPIOBAHHS HEO-
JHopiaHa, iCHYI0Tb cybnonynsauji 3 pisHMMN
Pi3NYHUMN Ta PYHKLIOHANBHUMN XapakTe-
puctukamun. Y xogj aHTinemnkemMiuyHoro niky-
BaHHSA BigOYyBaETbCS 3HMXEHHS NOKA3HUKIB
cepenHbOoi IHTEHCUBHOCTI ¢dntoopecueHLi
NenKo3-acoLinoBaHUX aHTUIEHIB.

Knioyosi cnoBa: roctpuii nevikos, nev-

KO3-acouinoBaHu iMyHO(EeHOoTH,

MiHiManbHa peavayasibHasi XBopoba, ce-

pPenHsl IH-TEHCUBHICTb (O/II0opeCcLEHLT
Summary

ANALYSIS OF THE POPULATION WITH
LEUKEMIA-ASSOCIATED
IMMUNOPHENOTYPE BLAST CELLS
FROM PATIENTS WITH ACUTE B-
LYMPHOBLASTIC LEUKEMIA

Vilchevskay E.V., Mikhailichenko V.Yu.,

Konashenkova V.V., Bukalova T.N.,
Tetura S.A., Bahchivangi I.A.

Monitoring of minimal residual dis-
ease (MRD) is based on the identification
of cell population with leukemia-associat-
ed immunophenotype (LAIF), which is in-
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herent for tumor cells and has never found
on normal ones. This study we analyzed the
expression of antigens, CD58 CD10, CD34,
CD38 which are used for the monitoring
MRD on blast cells children’s B-lymphob-
lastic leukemia before and during antileuke-
mie treatment. Found that these antigens
are not always homogeneously expressed
on lymphoblasts: there are variants with the
absence of any antigen and with heteroge-
neous expression. The population-lymphoid
tumor cells at the beginning of the disease

is heterogeneous, there are subpopulations
with different physical and functional char-
acteristics. During antileukemic treatment
the average fluorescence intensity leuke-
mia-associated antigens is decrease.

Key words: acute leukemia, leukemia-
associated immunophenotype, minimal
residual disease, mean fluorescence
intensity
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TEOPETU4HECKOE OBOCHOBAHUE HOBOI'O KOMIUJIEKCHOIO
METO/OA JIEHEHUH PELLUOVNBUPYIOLLErFO BPOHXUTA Y AETEN
HeuunnypeHko O.H, NapxomeHko J1.K.
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YBenmMyeHue KonnyecTsa AeTen, nonyyalolyx NeYeHre no nosoay peumavBupyio-
lero 6poHXUTA B YC/IOBUAX MONMUKIIMHUKWN, OUKTYET HEOOXOAMMOCTb Pa3paboTKy HOBbIX
KOMMJIEKCHbIX CXEM JIe4eHNs JaHHOM NaToSIormm.

KnioyeBsbie cnoBa: netn, peunanBupyoLmnmii GPOHXUT, HOBbIV Criocob /1e4eHus, ANHa-

MUukKa KJiimHn4eckmnx cMMrToMoB.

BBepeHue

YxyglieHue 3konormn4eckowm obcra-
HOBKW, 0OOLWLENONYNSALNOHHOE CHUXeHne
PEe3UCTEHTHOCTN K BO3AENCTBUSM Hebna-
ronpuaTHbIX GakTOPOB BHELLHEWN Cpeabl
npoaosixatT crnocobcTBOBaTh POCTY 3a00-
IeBaeMoCTn OpoHxMTamMun y aeTtein. Yeenu-
YMBAETCH KOJIMHECTBO PELUOANBUPYIOLLNX
dopmM gaHHowm natonorun [1, 2].

YBenMuMBaeTcsl KONMMYECTBO OOJIbHbIX,
nonyvaroLmx e4eHne no noBoay peuman-
Bupylowero 6poHxmuta (PB) B ycnoBusax
DEeTCKOM NoAnKnnHukn [3].

CoBpeMeHHble npobnemMbl, TEHOEH-
LMn pa3BnTMa BPOHXNTOB Y AeTel, cBuae-
TENbCTBYIOT O HEOOXOAMMOCTU CO34aHusA
HOBBIX CXeM KX NPOPUNAKTUKU N fIeYeHns
C BKJIIOYEHMEM KOMMNEKCHbIX punsnortepa-
NeBTUYECKUX METO0B, KOTOpble 0bnagaioT
BO3MOXHOCTbIO MO3UTUBHOIO BAINAHUSA KaK
Ha aTuonaTtoreHe3 3abonesaHus, Tak U Ha
pa3nunyHble 3BeHbst PU3NONOrMHECKNX Mep

3aluTel opraHnama [4].
LUenb

PaspaboTaTtb HOBbIN KOMMIEKCHbINM
MeTOA, NIeYEHNS PeuManBMpyloLLero 6poH-
XuUTa 'y neTten ¢ y4eTomM BO3MOXHOCTU BN-
AHUA GM3noTepanun, Kak Ha naTtoreHes
naTonorn4eckoro npoLecca, Tak n Ha pu-
31M0N0rM4yeCckKme Mepbl 3aLLNTbl OpraHmM3ma.

MaTtepuanbl u meToabl

Hamun 6bin pazpaboTaH HOBbIA KOMM-
nexkc édusmotepanun PB (Ppas3a obocTtpe-
HUA) y peten (MateHT YkpaiHm «Cnocib
NiKyBaHHS peunamBylo4oro OpoHXITY y
niten» M.kn. A61B 5/00, Ne 32631, 6ton.
Ne 10. HeunnypeHko O.M.), kOTOpbI CO-
CTOUT N3 nocneoBaTensLHOro NpUMeHeHns
Tennosoro Bo3genctena Ha JIOP-opransl,
COYeTaHHOro BO34eNCTBUA HU3KOYaCTOTHO-
ro ysisTpasByka, ONTUYECKOro NoToka Kpac-
HOro gmanasoHa crekTpa U HU3KO4acTOoT-
HOr0 MarHWTHOrO MOAS, VHFANSLUMN CUHT -
JNIETHO-KMUCNOPOAHOM CMECHIO.
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