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OWHAMUKA YPOBHS IL-8 U AKTUBHOW ®OPMbI TGF-B1 B CbIBOPOTKE KPOBW MNOA BIIUAHUEM

MU3BEbITOYHON MACCbI TENA Y BOJbHbIX C THOMHO-AECTPYKTUBHbLIMU ®OPMAMM
XPOHUYECKUX HECMELUDPUYECKUX 3ABONTIEBAHUN NEFKUX
M. A. MuHapyn

PE3IOME

Y 60nbHbIX THOWHO-AEeCTPYKTUBHbIMU dhopmamMu XH3J1 n3yyeH cuctemHbIn ypoBHHM IL-8 1 akTuBHOM hopMbI
TGF-B1 n yctaHOBNEHO, YTO NOCTOSIHHLIM NTabopaToOpPHBIM MPU3HAKOM TeYEHUs 3TOW rpynnbl 3abonesBaHui y
L, MYXXCKOTO nona siIBASieTCH WX Bo3pacTaHue B CbIBOPOTKE KPOBMW. [pu 0XMpeHun y GOmnbHbIX FHOMHO-
[eCTPYKTUBHBIX (hopm XH3JT HapyLlleHnem LIMTOKMHOBOIO roMeocTasa yrinybnsercs 3a cHeT CyLLEeCTBEHHOro
BO3pacTaHWsi ypoOBHeW NpoBocnanutenbHoro umTtokmHa IL-8 n aktuBHon cdopmbl TGF-B1. BknioueHue B
KOMMIEKCHYIO Tepanuio THOMHO-AeCTPYKTMBHbIX dbopm XH3JT y nuL MyXCcKoro noma ¢ OXMpeHueM Kypca
akap603bl (rnokobarn) okasbiBaeT aHTUPMOPOTUYECKOE BNUSTHUE: CNOCOBCTBYET CHUXXEHWNIO YPOBHS aKTUBHOMN
dopmbl TGF-B1 B CbIBOPOTKE KPOBW.

OVWHAMIKA PIBHSA IL-8 | AKTUBHOI ®OPMU TGF-B1 Y CUPOBATL|I KPOBI Nig BNNUBOM

HAQJIMLWIKOBOT MACHU TINA Y XBOPUX 13 THINHO-AECTPYKTUBHUMU ®OPMAMWU XPOHIYHUX

HECNELUN®IYHUX 3AXBOPKOBAHb NEFEHb
M. A. Mingpyn

Y XBOpMX rHiNHO-gecTpykTMBHUMU chopMmamu XHBJ1 BuBYeHi cucteMHuin piBHi IL-8 i aktuBHOT hbopmmn
TGF-B1 i BcTaHOBMEHO, L0 NOCTiHOK NabopaTopHO 03HAKO NIMHY Liiei rpynu 3axXBoproBaHb B 0Cib YonoBivoi
cTaTi € iIXHE 3poCcTaHHA B cupoBaTLi KpoBi. [pn OXMPiHHI Y XBOPUX TFHINHO-AECTPYKTUBHUX chopm XHSIJI
NopyLEeHHAM LUTOKMHOBOIO romeocTasy 3arnubnioeTbCsi 3@ paxyHOK iCTOTHOro 3pOCTaHHS pPiBHIB
nposocnanuTenbHoro uutoknHa IL-8 i aktmBHoi popmu TGF-B1. BknioYeHHs1 B KOMMMEKCHY Tepanito rHinHo-
aecTtpyktuBHux copm XH3J1 B ocib Yonogivoi ctati 3 0XUPiHHAM Kypcy akap60o3bl (rrntokoban) pobuts

aHTUPMOPOTUYHMI BNINB: CNPUSIE 3HWKEHHIO PiBHSI akTUBHOI chopmm TGF- 31 y cupoBaTLi KpOBi.
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The special hopes of a problem solution of purulent-
destructive forms of chronic nonspecific pulmonary
diseases (CNPD) (besides of antibacterial therapy and
surgical methods of treatment) last decade they bind to
deeper understanding of principal causes of disease
progressing — efficacy of anti-infectious protection,
chronic inflammation, pneumofibrosis and emphysema
of pulmonary tissue [1, 4].

That is why any concomitant (background) chronic
pathology of internal organs in relation to CNPD forming
conditions for progressing of inflammation and
overdevelopment of connective tissue introduces the
special importance for practical pulmonology. To such
diseases also obesity is concerned, which development
forms the special pathogenetic conditions for
progressing of chronic nonspecific inflammatory process
in bronchopulmonary system at the expense of
deepening of imbalance of cytokine potential first of
all [6]. In its turn, development of subclinical system of

inflammatory reaction takes a powerful place in
pathogenesis of all forms of CNPD and is the important
pathogenetic mechanism of cytokine-mediated both
regional (respiratory organs), and systemic manifestation
of disease [3, 5].

In the light of the above-stated role studying
associated with obesity of imbalance of adipokine
homeostasis in pathogenesis of purulent-destructive
forms of CNPD is represented to us rather perspective
direction because it is a basis for working out of new
ways of the differentiated pathogenetic therapy of
specified associative pathology.

Research main objective was the scientific
substantiation of expediency of use and assessment of
clinical efficacy of application of systemic therapy of
obesity in complex treatment of purulent-destructive
forms of chronic nonspecific pulmonary diseases
including preoperative preparation. In the present work
we introduce studying results of dynamics of cytokines
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level in blood plasma under the influence of systemic
therapy of obesity in such patients.

MATERIAL AND METHODS

There were 98 male patients with purulent-
destructive forms of CNPD under observation, which
were subjected to surgical treatment. In all examined
persons at entering to a pulmonary-surgical hospital the
disease exacerbation is registered including clinical-
endoscopic signs of the secondary purulent bronchitis.

All examined patients have been subdivided into
following groups: the 1* group — 36 patients with CNPD
(19 patients with chronic pulmonary abscess, 9 patients
with bronchoectatic disease, 8 patients with pulmonary
cystic disease) and with a body mass index (BMI) 18,5-
24,9; the 2™ group — 32 patients with CNPD (17 patients
with chronic pulmonary abscess, 9 patients with
bronchoectatic disease, 6 patients with pulmonary cystic
disease) and with BMI >30,0. For studying of complex
influence on CNPD current of systemic therapy of
obesity the 3" group of patients has been selected, which
have compounded 30 patients with CNPD (15 patients
with chronic pulmonary abscess, 8 patients with
bronchoectatic disease, 7 patients with pulmonary cystic
disease) with BMI=>30,0, whom a 12-week course of
inhibitor of alpha-glucosidase acarbose (glucobye) is

Level of IL-8 and TGF-1 in blood serum in pat

OPAUTUHANBbHDBIE CTATbMHU

included in the medical complex: within the 1% week —
on 50 mg once a day before meal (during a supper),
since the 2™ week — on 50 mg 2 times (during a breakfast
and a supper) and since the 3™ week —on 50 mg 3 times
a day before meal at good tolerance of treatment. At a
choice of a dose of drug it was considered by us that
according to multicenter research APRIL of essential
difference in dynamics of all studied indexes between
the groups of persons, who received acarbose 150 mg
and 300 mg are not noted [2].

There were 19 healthy donors of male in the
conforming age range (healthy persons) as a control
group. Content of IL-8 in blood serum is defined by
immuno-enzymatic method with use of commercial sets
(Open Company “Cytokine”, St.-Petersburg). The
content of the active form TGF-B1 in blood serum is
defined by a method of immuno-enzymatic analysis with
test-system use “TGFBIE _* ImmunoAssay System”
(Promega, USA). Optical density of a finished product
of a fermentative reaction by photometric is defined.

RESULTS AND DISCUSSION
Results of investigation of IL-8 level and level of
the active form of TGF-B1 in blood serum in patients of
the 1%, 2" and 3™ groups at entering to a hospital and
after carried out treatment are introduced in a tab.1.
Table 1
ients of the 1%, 2" and 3" groups at entering to a

hospital and after carried out treatment, pg/ml

Groups Statistical i after e after
indexes at entering at entering
treatment treatment
Mtm 46,24 + 44,11+ 1,61 361,01+ [324,31+ 11,68
n 1,97 31 15,58 31
15 grou p 36 < 0,001 36 < 0,01
group P < 0,001 <0,5 < 0,001 <0,1
p2 - - - -
Mtm 64,44 + 63,26 £ 2,75 412,97 + 346,58 + 15,67
n 2,62 29 17,35 29
2" group p 32 < 0,001 32 < 0,001
P4 < 0,001 <0,5 < 0,001 < 0,01
P2 - < 0,001 - <0,5
< 0,001 < 0,05
Mtm 62,98 * 58,87 + 2,60 421,54 + (324,92 + 15,70
n 2,47 30 17,14 30
3" group p 30 < 0,001 30 < 0,01
o} < 0,001 <0,5 < 0,001 < 0,001
P2 - <0,5 - >0,5
< 0,001 < 0,01
Healthy Mtm 25,47 + 0,97 272,44 + 10,77
persons n 19 19

Note: p —reliability of differences in comparison with an index in healthy persons, p, —reliability of differences
in comparison with an index at entering in the same group of patients, p, — reliability of differences in comparison
with an index in patients of the 1* group at the conforming research stage.

It is determined by us (tab.) that at entering to a
hospital in patients of the 1% group increase of pro-

inflammatory cytokine IL-8 level on 81,5 % (p<0,001),
in patients of the 2™ and 3™ groups — accordingly on
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153,0 % and 147,3 % (p and p,<0,001) is revealed. At
the second research stage (after carried out treatment)
the researched index in patients of the 1%, 2" and 3%
groups are not essentially changed. The specified facts
testify that including a course of acarbose (glucobye) in
complex therapy of purulent-destructive forms of CNPD
at obesity in males with obesity does not render essential
influence on the level of proinflammatory cytokine IL-8.

It is determined that increase of the active form
TGF-B1 level in blood serum in patients of the 1%, 2™
and 3 groups is also a constant laboratory sign and
statistically authentically depends on presence in patients
with obesity (index increase). It is also revealed that
under the influence of carried out therapy the researched
index is authentically decrease in patients of the 2™ and
3t groups (accordingly on 16,1 %, p <0,01 and on
22,9 %, p,<0,001), and reaches value of an index in
patients of the 1 group.

The specified facts testify that including in complex
therapy of purulent-destructive forms of CNPD at
obesity in males with obesity of acarbose (glucobye)
course allows to render antifibrous influence (on the
active form TGF-B1 level in blood serum).

CONCLUSIONS

1. The constant laboratory sign of purulent-destructive
forms of CNPD in males is increase of a systemic level of
proinflammatory cytokine IL-8 in blood serum in
comparison with group of healthy persons. Current of
purulent-destructive forms of CNPD at obesity is
characterized by deep disturbance of cytokine homeostasis
—increase in comparison with similar patients with normal
BMI level of proinflammatory cytokine IL-8.

2. Including a course of acarbose (glucobye) in
complex therapy of purulent-destructive forms of CNPD
in males with obesity renders antifibrous influence:
reduces a level of the active form TGF-f1 in blood
serum.
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