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acids in blood was considered as one of the main causes of type 2
diabetes mellitus development. Although precise molecular
mechanisms of this process are still unclear, there are some indi-
cations that the p38 MAPK signaling pathway could be involved.

Aim, material and methods. Therefore, we tested the role of
p38 MAPK signaling pathway activation in apoptosis induction
by SA in human pancreatic B-cells NES2Y. Crosstalk between
p38 MAPK pathway activation and accompanying ERK path-
way inhibition after SA application was also tested.

Results. We have found that saturated SA at apoptosis-in-
ducing concentration (1 mM) activated the p38 MAPK signal-
ing pathway MKK3/6-p38 MAPK-MAPKAPK-2 and inhib-
ited the ERK signaling pathway c-Raf~MEK1/2-ERK1/2.
The inhibition of p38 MAPK expression by siRNA silencing
had no significant effect on cell viability or the level of phos-
phorylated ERK pathway members after SA administration.
The inhibition of p38 MAPK activity by the specific inhibitor
SB202190 resulted in noticeable activation of ERK pathway
members after SA treatment but in no significant effect on cell
viability. p38 MAPK overexpression by plasmid transfection
produced no significant influence on cell viability or ERK path-
way activation after SA exposure. The activation of p38 MAPK
by the specific activator anisomycin led to apoptosis induction
similar to application of SA (PARP cleavage and caspase-7, -8,
and -9 activation) and in inhibition of ERK pathway members.

Conclusions. We demonstrated that apoptosis-inducing
concentrations of SA activate the p38 MAPK signaling pathway
and that this activation could be involved in apoptosis induction
by SA in the human pancreatic 3-cells NES2Y. However, this
involvement does not seem to play a key role. Crosstalk between
p38 MAPK pathway activation and ERK pathway inhibition in
NES2Y cells seems likely. Thus, the ERK pathway inhibition by
p38 MAPK activation does not also seem to be essential for SA-
induced apoptosis.
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Beenenne. CHuxeHre GyHKIMOHATBHOW aKTUBHOCTU U
anonTo3a [B-KJIeTOK TOMKETyJOYHON >Xelle3pl B OTBET Ha
CTOIKOE TIOBBILIEHNE KOHIIEHTPAIIUUA HACBHIIIEHHBIX XXUPHBIX
KUCJIOT B KPOBY paHee pacCMaTpUBAaJIOCh B KAUeCTBE OMHOM 13
OCHOBHBIX TIPUYMH Pa3BUTHSI caxapHOTO aAnabeTa 2-To THUTIA.
XoTsI TOUHBIE MOJIEKYISIPHBIE MEXaHU3MBI 3TOTO TIpolLiecca 10
CHUX TIOp HEe U3BECTHBI, €CTh JAHHBIE O BaXHOU posn Kackajaa
p38 MAPK.

Ilenb, maTepuan u MeTonpl. B HallleM uccienoBaHuu ObL1a
npoBeaeHa olieHKa poiu p38 MAPK kackamHoro mytu B ak-
THUBALIMY antoNTO3a SA 3-KJIETOK IMOIKETYIOYHOMN Xele3bl de-
noBeka NES2Y. Takke nzyueHa B3aMOCBSI3b MEXXITy aKTHUBa-
mueit kackana p38 MAPK u uarn6uposanunem mytu ERK mo-
cjie HaHeceHus SA.
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Pesynpratel. Hamu ObUTO BBISIBIEHO, YTO HACHILIEHHBIE
SA 1mpu KOHIIEHTpalluM, MHAyLUpyolei amonto3 (1 MM),
aktuBupyeT p38 MAPK curnanpHbiM Kackagom MKK3/6 —
p38 MAPK - MAPKAPK-2 1 uaru6upyer ERK curnanbHblii
mytb C-Raf—» MEK1/2 -» ERK1/2. UHru6upoBaHue sKkcmpec-
cun MAPK p38 mo muPHK raymmureneit He okazaino cyiie-
CTBEHHOTO BIMSTHUSI HA XM3HECTTOCOOHOCTh KJIETOK WJIN yPO-
BeHb (ochopunrpoBaHHbIX KoMmoHeHTOB ERK. MHrn6upo-
BaHue aktTuBHOCTU p38 MAPK crienmduyeckum mHrnomro-
pom SB202190 mpuBesno K 3aMeTHOI aKTMBAallMM KOMIIOHEH-
toB ERK mocne mpumeHnenust SA, HO He 0Ka3alio CyIIeCTBEH-
HOTO BIMSHUS Ha XW3HECIIOCOOHOCTh KIeToK. [locne
BO3MENCTBUSI SA Ha M3OBITOYHYIO KCIIPECCUIO TUIA3MUITHOM
TtpaHchekuueit p38 MAPK He mao cyiecTBeHHOTO BIMSHUS
Ha XW3HECTTOCOOHOCTh KJIeTOK WM akTuBaumio myth ERK.
AxTuanus p38 MAPK cnennguyeckuM akTMBaTOpOM aHU-
30MUIIMH NIPUBENIO K UHIYKIIMU aroNTo3a aHAJIOTUYHO TIPU-
MeHeHUI0 SA (PARP pacmenienuss u kacmasbl-7, -8, -9 u
aKTWBAILIM1) U B MHTMOMPOBaHHBIX KoMITOHeHTax ERK.

BoiBoapl. MBI moKa3anu, 4TO aroITo3-UHIYLMPYIOIINE
KoHIeHTpauuu SA aktuBupyioT p38 MAPK kackan u uto ata
peaxiysi MOXeT BIUSITh Ha MHIYKITUIO artonTo3a SA B 4eJloBe-
yeckux [-kinerkax NES2Y nmomkenymnouHoii xene3bl. Tem He
MEHee ero yyacTuhe, BO3MOXHO, HE UTPaeT KITIOYEBYIO POJIb.
BrionHe BeposITHO cylleCcTBOBaHME AKTUBHOTO B3aMMOJEH-
ctBust Mexny p38 MAPK kackamom u komronentamu ERK
myt TopMmoxkeHus B KieTkax NES2Y. Takum ob6pazom, UHTH-
oupoBanue ERK kackana p38 MAPK He nmeeT cTob BaXXHO-
ro 3HaYeHUS 111 SA-MHIYLIMPOBAHHOTO aroINTo3a.
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RENAL DYSFUNCTION MARKERS IN PATIENTS
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Objective. To examine kidney transplant dysfunction
markers in patients with diabetes mellitus type 1 (T1DM) after
kidney transplantation (KT) and simultaneous kidney-pancre-
as transplantation (SPK).
Material and methods. The study included 20 patients after
successful SPK (group 1) and 41 patients after KT (21 received
insulin pump therapy (group 2), 20 — multiple daily injections
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Table 1. Renal transplant dysfunction markers

Parametrs

Group 1

Group 2

Group 3

Group 4

TGF bl (serum, pg/ml)
VEGF A (serum, pg/ml)
CYS C, (serum, ng/ml)
Osteopontin (serum, ng/ml)
MMP-9 (urine, ng/ml)
IP-10 (urine, ng/ml)

CYS C (urine, ng/ml)
Podocin (urine, ng/ml)

32999 [24514; 3917]
471,9 [296; 530,6]*
1047 [985; 1295]*=
3,51 [2,7; 4,91~
LIS[1,1; 1,7]
17,83 [17,32; 18,36]
10407 [5812; 16306]
0,41[0,18; 0,51]*

24473 [21752; 33330]
407,6 [301,6; 522,2]*

1252,9 [1151; 1540]*~

4,282.8;8,2]~

1,30 [1,2; 1,9]%
17,83 [17,32; 18,36]
15574 [7518; 28397]

0,49 [0,26; 0,69]

25139 [11367; 2862]
226,6 [177,8; 367,4]
1113,32 [986; 1257]
4,71[3,6; 12,7]
1,10[0,9; 1,3]
18,36 [17,83; 18,90]
13329 [7006; 24624]
0,56 [0,38; 0,791

26986 [17347; 4266]
4674 [288,3; 474,8]
728,8 [592,9; 765,3]
2,86[2,2; 3,1]
1,2211,0; 1,3]
18,36 [17,83; 18,90]
14701 [3643; 26666]
0,36 [0,1; 0,51]

Nephrin (urine, ng/ml) 0,00,0; 0,1] 0,0 [0,0; 01] 0,0 [0,0; 0,07] 0,07 [0,0; 0,1]
KIM-1 (urine, ng/ml) 211,8 [83,3; 368,4] 314,9 [152,1; 508,6] 338,7 [191,3; 594,0] 359,2 [204,4; 494,5]
NGAL (urine, ng/ml) 24[1,7:6,7 7.8[2.8; 14,51~ 2,9[1,8; 12,018 2,3[1,7;7.3]

*  p<0,01 (1—2); * — p<0,01 (1,2—3); 00 — p<0,01 (1,2—4);  — p<0,01 (3—4).

of insulin (group 3). Post transplantation period at the time of
inclusion in the KT group was 8 months [7; 8], in SPK-11
months [8; 18]. The control group consisted of 15 patients with
DM without diabetic nephropathy (group 4). Sex, age and du-
ration of T1DM were comparable. Donors of SPK were young-
er than KT: 29 [25; 33] vs 46 [30; 51] years p<0,01 and trans-
plant cold ischemia time was less 8 [7; 10] vs 11,5 [1; 17] hours
respectively, p<0,01. After 9 months of observation biomarkers
of dysfunction of renal transplant: Cystatin C (serum, urine);
NGAL, KIM-1, podocin, nephrin, IL-18, IP-10 (urine),
TGF-B1, MMP-9, VEGF-A, Osteopontin — (OPN) (serum)
were defined.

Results. the level of GFR in patients after transplantation
was C2 stage, albuminuria Al of chronic kidney disease. In the
group of patients with T1DM after successful SPK and KT re-
vealed a significant increase in markers of renal dysfunction
(cystatin C (serum), NGAL, Podocin, OPN) compared with
the control group despite of carbohydrate metabolism compen-
sation (Tabl. 1). High level and a negative associated of blood
cystatin C with GFR (r= —0.36; p<0.05) and positive with al-
buminuria (r=0.40; p<0.05), as well as a direct link of podocin
urine-with blood creatinine (r=0.35; p<0.05) and NGAL with
albuminuria (r=0.35; p<0.05) in recipients after transplantation
were defined. Association between podocin with MMP-9
(r=0,46; p<0.05) and NGAL (r=0.33; p<0.05) indicated cor-
relation of stress factors of renal microstructures in posttrans-
plantation patients.

Conclusion. High levels of renal graft dysfunction biomark-
ers in the examined patients (including those after SPK) show

the persistence of damage to the microstructures with stable
graft function and demonstrate the need to control all factors in
the preservation of renal function.

KEYWORDS

Kidney transplant dysfunction markers; diabetes mellitus
type 1; kidney transplantation; simultaneous kidney-pancreas
transplantation.
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Ta6Anua 1. CpaBHeHHe mapkepoB AUCYHKLIMM NOYEYHOTO TPaHCMAaHTaTa y 60AbHbIX ¢ CAT nocAe TpaHCNAQHTaUMK

ITapameTp

1-4 rpynma

2-s1 Tpynmna

3-g rpynna

4-g rpymra

TGF bl (serum, pg/ml)
VEGF A (serum, pg/ml)
CYS C, (serum, ng/ml)
Osteopontin (serum, ng/ml)
MMP-9 (urine, ng/ml)
IP-10 (urine, ng/ml)

CYS C (urine, ng/ml)
Podocin (urine, ng/ml)

32999 [24514; 3917]

471,9 [296; 530,6]"
1047 [985; 1295]*=
3,51[2,7; 4,9~
L,15[1,1; 1,7]
17,83 [17,32; 18,36]
10407 [5812; 16306]
0,410,18; 0,51]*

24473 [21752; 33330]
407,6 [301,6; 522,2]*

1252,9 [1151; 1540]*

4,28[2.8; 8,21~

1,30 [1,2; 1,9]7
17,83 [17,32; 18,36]
15574 [7518; 28397]

0,49 [0,26; 0,69]

25139 [11367; 2862]
226,6 [177,8; 367,4]
1113,32 [986; 1257
4,71[3,6; 12,7]
1,10[0,9; 1,3]
18,36 [17,83; 18,90]
13329 [7006; 24624]
0,56 [0,38; 0,79]¢

26986 [17347; 4266]
467,4[288,3; 474,8]
728,8 [592,9; 765,3]
2,86 2,2; 3,1]
1,2211,0; 1,3]
18,36 [17,83; 18,90]
14701 [3643; 26666]
0,36 [0,1;0,51]

Nephrin (urine, ng/ml) 0,0 [0,0; 0,1] 0,0 [0,0; 01] 0,0 [0,0; 0,07] 0,07 [0,0; 0,1]
KIM-1 (urine, ng/ml) 211,8[83,3; 368,4] 314,9 [152,1; 508,6] 338,7 [191,3; 594,0] 359,2 [204,4; 494,5]
NGAL (urine, ng/ml) 2,411,7;6,7) 7,812,8; 14,5]= 2,9[1,8; 12,01 2,3[1,7;7.,3]

* _ p<0,01 (1—2); % — p<0,01 (1,2—3); 00 — p<0,01 (1,2—4); § — p<0,01 (3—4).
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of insulin (group 3). Post transplantation period at the time of
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was C2 stage, albuminuria Al of chronic kidney disease. In the
group of patients with T1DM after successful SPK and KT re-
vealed a significant increase in markers of renal dysfunction
(cystatin C (serum), NGAL, Podocin, OPN) compared with
the control group despite of carbohydrate metabolism compen-
sation (Tabl. 1). High level and a negative associated of blood
cystatin C with GFR (r= —0.36; p<0.05) and positive with al-
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were defined. Association between podocin with MMP-9
(r=0,46; p<0.05) and NGAL (r=0.33; p<0.05) indicated cor-
relation of stress factors of renal microstructures in posttrans-
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Conclusion. High levels of renal graft dysfunction biomark-
ers in the examined patients (including those after SPK) show

the persistence of damage to the microstructures with stable
graft function and demonstrate the need to control all factors in
the preservation of renal function.
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1-ro Tuna (CI1) nocae tpancmiantaiuu nouku (TIT) u co-
YETAaHHOU TpaHCIJIAaHTALUU MTOYKU U TOIKETYyTOUYHOM XKeJe-
3p1 (CTITKulI).

Martepuan u MeTonbl. B ucciienoBanue Obud BKIOUEHBI 20
naiueHToB nociie ycneuHo nposeaeHHoit CTIIKull (rpl) u
41 nauueHt nocae TII: (u3 HUX — 21 MoJyyaa MOMIOBYIO UH-
cyJMHOTepanuio (2-s1 rpyrmna), 20 — MHOTOKpaTHbIE UHBEKIIUN
uHcynuHa (3-4 rpynna). TlocTTpaHCIlaHTaAMOHHbBINM MEepUo
Ha MOMEHT BKJItoueHusI rarueHToB ¢ TIT 8 mec [7; 8], rpyrnbl ¢
CTIIKulIT 11 mec [8; 18]. KoHTposbHYI0 rpynmny coctaBuiu 15
nauueHToB ¢ C/I1 6e3 nuabeTuyeckoii HeponaTuu (4-s rpyn-
na). [TauueHTbl ObLTM COMOCTAaBUMBI T10 MOJY, BO3PACTY U UTU-
teabHocT CII 1. Tonopsl CTTIZKuIl Ob111 MoJ10XKe 10 cpaBHe-
Huto ¢ TIT 29 [25; 33] vs 46 [30; 51] et p<0,01 ¥ ¢ MEHBIIUM
BpeMeHeM xosiopoBoi umemuun 8 [7; 10] vs 11,5 [1; 17] 4
(p<0,01). Yepes 9 mec HabatONEHKS OBLIY OTNpENEaeHbl OCHOB-
Hble OMoMapKepbl AUCHYHKIUKU HeDPOTpaHCILIaHTaTa C [TOMO-
1IbI0 cTaHIapTHLIX HabopoB: Luctatun C (CbIBOPOTKA, MOYa);
NGAL, KIM-1, IMogounH, Hedpun, IL-18 (moua), TGF-B1
MMP-9, VEGF-A, OcteornoHTUH (CBIBOPOTKA KPOBU).

Pesyabratel. YpoBeHb CK® y manueHToB Iociie TpaHC-
IJIAaHTallMK COOTBEeTCTBOBa ctanuu C2, abOyMUHYpUSs Karte-
ropuun Al xpoHUYeckoii 60yie3HU TToYeK. B rpyrine naireHToB
nocie ycrneirHo rpoBeaeHHon CTITKull BeisiBeHO 3HaUYMMOe
MOBbILIeHe MapKepoB noyeyHoi nucyHkumnu (Luctatun C,
NGAL, ITogouuH, OCTeONOHTUH) B CPaBHEHUU C KOHTPOJIb-
Hoii rpynnoit (p<0,05) He3aBUCUMO OT KOMITEHCALIMU YTJIeBOI-
Horo oomeHa (Tada. 1). OnpeneseHbl BLICOKMIA YPOBEHb U OT-
puuarenbHas cBasb Lucratnaa C kposu ¢ CK® (r=-0,36;
p<0,05) u nonoxutenbHasi ¢ anboymunypueit (r=0,40; p<0,05),
a Takxe npsiMas cBsi3b [logo1imHa Mo4YM ¢ KpeaTMHUHOM KpOBU
(r=0,35; p<0,05) u NGAL — c ansbymunypueit (+=0,35;
p<0,05) y peuunueHToB Mocjie TpaHCIUIAHTAllMM, CBUIIETE/Ib-
CTBYIOLLASI O COMNPSDKEHHOCTU (haKTOPOB CTpecca MOYEUHBIX
MMKPOCTPYKTYP Y MOCTTPAHCILJIAHTAIIMOHHBIX MAlIMEHTOB.

BoiBoabl. Bricokuit ypoBeHb OMOMapKepoB AUCHYHKIIMU
MOYEYHOro TpaHCIJIaHTaTa y OOCJIelOBaHHBIX MAIlMEHTOB
(Bxutouast yimu nocie CTITKull) orpaxkaer nmepcuctupoBa-
HUE Tpoliecca MOBPEXIECHUSI MUKPOCTPYKTYpP TpaHCIUIaHTaTa
MpU CTAOUIBHON ero GYHKIUU U CBUAETEIbCTBYET O HEOOXO-
NUMOCTHU YIIpaBJeHUs BceMU (HakToOpaMu coXpaHeHUsT hyHK-
LI U TIOYEK.

KJIFIOYEBBIE CJIOBA

Mapkepbl AUCHYHKIMU TTOYEUHOTO TPaHCIUIAHTATa; ca-
XapHblii 1Mabet 1 Thna; TpaHCIUIaHTalMs IOYKKW; COUYeTaHHas!
TPaHCIUIAHTALMS TOYKU U MOMXKETYTOYHON Xee3bl.
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DISTAL POLYNEUROPATHY IN PATIENTS WITH
TYPE 2 DIABETES

A. Sosedkova, Y. Dydyshka

Belarusian State Medical University, Minsk, Belarus Republik

Distal sensorimotor polyneuropathy (DSPN) is a severe
complication and the most common form of peripheral neu-
ropathies in patients with type 2 diabetes (T2D). Nowadays,
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interest in the DSPN has increased significantly due to the in-
crease of incidence of T2D, as well as the severity of its clinical
manifestations.

This study aimed to assess the prevalence of DSPN in pa-
tients with T2D using Vibratip device as an alternative test for
early diagnosis of vibration perception disorders.

Material and methods. This study was a cross sectional ob-
servational design. Height, weight, body mass index (BMI),
systolic and diastolic blood pressure measured according to
standard protocol. The information about T2D duration and
treatment, diabetic complications, concomitant diseases and its
treatment, data about laboratory parameters (level of HbA
during the last six months, total cholesterol and triglycerides)
collected from local database. All participants examined with
Vibratip on both feet. Vibratip is new device using standardized
vibration for DSPN detection. Vibratip is applied to the patients
feet, testing two sites on both feet (1st metatarsal head on the
plantar surface and hallux pump) - once whilst non-vibrating
and once whilst vibrating and the patients (with their eyes
closed) is asked to indicate when they feel the vibration.

Results. 2757 women and 1546 men aged 22—89 years se-
lected from the six regions of the Republic of Belarus and
Minsk-city. Among the 4303 subjects 7.78% (n=335) took place
in this study aged less than 45 years (young patients), 65.4 %
(n=2814) aged 45-65 years and 26.49% (n=1140) aged more
than 65 years old. Average age was 59 £10.4; average body mass
index (BMI) — 32.2+5.6 kg/m?. Participants with normal body
mass index composed 9.02% (n=388), participants with super-
fluous body mass and obesity — 91% (n=3915). 710 (16.5%)
participants were smoking, 2649 (61 %) suffered from high
blood pressure. The most participants 1428 (33%) were treated
by statins compared with fibrates 131 (3%). In patients with
clinical symptoms of DSPN more often was pain (in 775 cases
— 18.0%), burning (in 775 cases — 16.4%), numbness (in 1144
cases — 26.6%), feeling of pins and needles (in 921cases —
21.4%) and feeling of electric shock (in 235 cases — 5.5%). In
patients with vibration sensitivity disorders were subjects with
previous diagnosis of DSPN 1813 (42.13%) and subjects with-
out previous diagnosis of DSPN 850 (19.75%). Amount sub-
jects with asymptomatic vibration sensitivity disorder without
clinical symptoms DSPN was 1640 (38.12%).

Conclusions. In 20% of patients T2D with impaired vibra-
tion sensitivity, established with the device Vibratip, defined
pre-clinical stage of DSPN. Given the ease of use of the device
Vibratip advisable its use as a screening method for early diag-
nosis of DSPN in clinical practice.

KEYWORDS

Distal sensorimotor polyneuropathy; type 2 diabetes;
Vibratip device.
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HEHHOU (hopMoii TTepudepriecKoil HeliponaTUM y TaueH-
TOB ¢ caxapHbIM auabeTom 2-to Tuma (CI2). B Hacrosmee
BpeMs uHTepec K JICITH 3HaunTe15HO BO3pOC B CBSI3M C yBe-
mmaeHrieM 9acToThl CI12 ¥ TSKeCThIo eT0 KIIMHUYECKUX TTPOo-
SIBJIEHUH.

Ilems uccmenoBanuss — OIGHKA PacIpPOCTPAHEHHOCTH
ACIIH y naumnenToB ¢ C2 ¢ UCITONIB30BaHUEM YCTPOMCTBA
Bubpatumn B KauecTBe allbTepHATUBHOTO TeCTa TSI paHHEH
JIMATHOCTUKY PACCTPOUCTB BOCIIPUSITUS BUOPALIH.

Marepuaa u Metoanl. [IpoBeneHO CKPpUHUHTOBOE OJ-
HOMOMEHTHOE HucciienoBaHue. Poct, Macca Tena, WHIEKC
maccel Tena (MMT), cucronnueckoe M AMAcTONMYECKOE
apTepuabHOE MaBJIeHNE OLIEHEHBI COTJIACHO CTAHIAPTHO-
My nipotokoiry. MHdopmanus o nmnuteapHoctu CJ1 u nmede-
HUU TUabeTUIeCKNX OCIOXHEHU, COMMYTCTBYIOINX 3200~
JIEBAHUSIX W TIPOBOJUMON Teparnuu, JaHHbBIE O TabopaTop-
HBIX MOKasatensax (yposeHb HbA, B TeueHue mocieqHUX
6 Mec, 0011Ier0 X0JIecTepruHa U TPUTIIMLEPUIOB) COOPaHbI
U3 JTOKAJIBHOU 6a3bl NTaHHBIX. BceM yuacTHUKaM MpuBeneH
OCMOTp 00enX HOr ¢ HucCIojJb30BaHUeM Ipubopa BubOpa-
THIIL.

Bubpatunm — HOBOe YCTPOICTBO, MPEACTABIISIONIEE CO-
00if TTOCTOSTHHBIN MCTOYHUK MSITKON BUOpAIIUM JIST OTIEHKU
BUOPALIMOHHON YyBCTBUTEIBHOCTH cTon nanueHTa ¢ CII. Bu-
OpaTuIl MpUMEHSIETCS K TOJOIIBEHHOUW MOBEPXHOCTH O0EMX
CTOII TIAIIMEHTOB HAa ABYX yJacTKax (00JIacTh TOMOBKM 1-it
TUTIOCHEBON KOCTH M BEPXYIIKa OOJBIIOrO TalbIa CTOIIHI).
HccnenoBanve mpoBoauTCs B KaXIOi Touke 2 pa3a — C BU-
Opanmeii u 6e3. [larueHTa TIPOCAT 3aKPHITH IJIa3a U yKa3aTh,
KOTZIa OH YyBCTBYET BUOPAIINIO.

Pesyabratbl. O6cienoBaHbl 2757 XeHIUH U 1546 Myk-
yuH B Bo3pacte 22—89 jeT, 0TOOpaHHBIX U3 IIECTH PETHo-
HoB Pecnybnuku bemapych u MuHcka. Jluiia B Bo3pacre
MeHee 45 mer (Moogble MALMEHTHI) cocraBuaud 7,78%
(n=335), B Bo3pacre 45—65 net — 65,4% (n=2814) u B BO3-
pacte 6osee 65 et — 26,49% (n=1140), cpenHuii Bo3pact
obcnenoBaHHbIX — 59+10,4 roma. 3nauenne UMT cocra-
BUIIO 32,2%5,6 Kr/M2, mpu 3ToM HOopMaibHbiii UMT BbISB-
JneHy 9,02% (n=388) yuacTHUKOB, U3OBITOYHASI Macca Tesa
u oxupenue — y 91% (n=3915) yuactaukos. 16,5% (710)
o00cnenoBaHHBIX Kypuiu, 61% (2649) umenu BbICOKOE apTe-
puanbpHOe maBieHue. [IpeuMyIecTBEeHHO MAIMEHTHl IOy -
yayiu cTaTuHbl — 33% (1428), dubpatst — Tosbko 3% (131).
Y maumeHTOB ¢ KiIMHUYecKMMM TiposBieHusmu JCITH
cpeayu CUMIITOMOB IIpeobianana 6oub — y 18,0% (775) 06-
ciemoBaHHBIX. Takke MMeIU MecTo XxkeHue — y 16,4%
(775) obcreqoBaHHBIX, OHEMeHME — ¥ 26,6% (1144), moka-
nbiBaHus — y 21,4% (921), ounyleHue ynapa JieKTpuye-
CKUM TOKOM — ¥ 5,5% (235). Cpeau mauueHTOB ¢ Hapylie-
HUSMH BUOPAlIMOHHOM YYBCTBUTEJIBHOCTH TOJbKO 1813
(42,13%) uenoBek umenu paHee BuisiBieHHy JICITH, a 'y
850 (19,75%) mauueHTOB MOJMHEponaTs He ObUIa qUa-
THOCTMPOBaHA Ha MOMEHT uccienoBanusi. KonnyecTBo ma-
LIMEHTOB 0e3 HapyIIeHUsT BUOPAllMOHHOW YyBCTBUTEIHbHO-
CTU M KJIMHWYECKNX CUMIITOMOB HEWPOTATUM COCTABUIIO
1640 (38,12%) uenosex.

BoiBoabl. Y 20% nauuenTtoB ¢ C2 ¢ HapylUIeHUSIMU BU-
OpallMOHHOW YyBCTBUTENHOCTH, BBISBICHHBIMUA YCTPOIi-
ctBoM Bubpatum, ompeneneHsl TOKIMHUYECKUE CTaINM
JOCIIH. YuyutbeiBasg poCTOTY MCIONB30BaHUSI TTpubopa Bu-
OpaTut 1enecoodpa3Ho ero MpUMEHEeHNe B KaueCTBE CKpU-
HUHTOBOTO MeTona paHHeil nuarHoctuku JJCITH B ximmHmde-
CKOW TPAaKTHUKE.
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SERUM BUT NOT SALIVARY CORTISOL LEVELS ARE
INFLUENCED BY DAILY GLYCEMIC OSCILLATIONS
IN TYPE 2 DIABETES

L. Scappaticcio, M. Ida Maiorino, E. Della Volpe,
O. Casciano, P. Cirillo, M. Caputo, K. Esposito,
D. Giugliano, G. Bellastella

Second University of Naples, Naples, Italy

Diurnal salivary and plasma cortisol variations are
considered valid expression of circadian cortisol rhythmicity.
The aim of this study was to assess the reliability of salivary and
plasma cortisol evaluating if glycemia and glycemic oscillations
may interfere with their concentration.

Material and methods. Forty-seven type 2 diabetic patients
and 31 controls were studied for glycemic profile and diurnal
salivary and plasma cortisol variations on two contemporary
samples taken at 08:00 a.m. and 11:00 p.m (Late Night, LN).
Glucose variability was evaluated in diabetic patients by
considering the standard deviation of blood glucose (BGSD)
readings, by calculating the mean amplitude of glycemic
excursions (MAGEs) and continuous overlapping net glycemic
action (CONGA).

Results. A significant correlation between LN serum
cortisol and morning fasting glycemia (r=0.78; p=0.004) was
observed in T2DM group but not in the control group (r=0.09;
p=0.74). While LN serum cortisol significantly correlated with
CONGA in diabetic patients (r=0.50; p<0.001), LN salivary
cortisol did not correlate with any indices of glucose variability.
Moreover, a highly significant correlation between LN salivary
and LN serum cortisol concentrations was found in control
group (r=0.80; p<0.001) but not in diabetic patients (r=0.07;
p=0.62).

Conclusions. This study shows for the first time that late
night salivary cortisol may give more information than late
night plasma cortisol on the dynamic of adrenal function of
type 2 diabetic patients, as it is not significantly influenced by
glycemic variations.
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YPOBEHb KOPTMU3OAA B CbIBOPOTKE, HO HE
B CAIOHE 3ABUCUT OT KOAEBAHUI YPOBHS
FAIOKO3bl B TEMEHUE CYTOK NMPU CAXAPHOM
AUABETE 2-TO TUINA

L. Scappaticcio, M. Ida Maiorino, E. Della Volpe,
O. Casciano, P. Cirillo, M. Caputo, K. Esposito,
D. Giugliano, G. Bellastella

Second University of Naples, Heanoab, UTtaaus

BBenenne. CyTouyHble KoJieOaHUsI YPOBHsI KOPTU30Jia B
IJIa3Me U CJIIOHE SIBJISIIOTCS OTPaskKeHUEM ero UPKaaTuaHHOIO
putMa. Llesbio ccaenoBaHus SBISLIOCH OMpeaeeHUE T0CTO-
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