[OPMOH-UH KpeTuH
rnroKaroHonogo6HblIn nentua-1



OCHOBHBbBIE MPNYUMHBI CAXAPHOIO OWABETA TWNA 2

AvcdhyHKkuna K MOMeHTY ycTaHOB/NeHUs AnarHosa gnaberta pyHKuLuMA
6eTa-KNeTokK 6eTa-KNETOK yXXe MOoXeT 6bITb CHUXeHa Ha 50%, n ganee
W MHCY/TNHO- OHa MOXET NMpoAoaXaTb CHUXAaTbCA NPUMEPHO Ha 4% B
PEe3NCTEHTHOCTb rof, HeCMOTpPSA Ha UCNONb30BaHNEe MeTPOpPMMUHA,
ABNATCA OCHOBHbIMMU NMPOU3BOAHBLIX CYNb(MOHUIMOYEBUHbl UTU UHCYNNHA.2

npUMYMHaAMM PasBUTUS
M nporpeccmpoBaHus

caxapHoro gnaberta
Tmna 2.1 MporpeccrMBHOE CHUXXeHUE PyHKLUK

6eTa-KneTok npm caxapHom gnabete tuna 2 23
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3KCTpano/mMpoBaHHbIe AaHHbIe no Holman, ¢ usmeHenmamn. Diabetes Res. Clin. Pract. 1998;
40 (suppl): S21-S25.

OnchyHKumMa 6eTa-KNeTOK BKAKOYaeT yTpaTy
CNOCOOHOCTN KNETOK OTBeyaTb HA M3MEHEHUA YPOBHA

FMOKO3bl KPOBW COOTBETCTBYH LU ENW CeKpeumnen
MHCYynNnHa.l



3HAKOMCTBO C MHKPETUHAMMN

FOPMOHbI-VHKPETUHBI WHKpPEeTUHbI - 3TO NeNTUAHbIE TOPMOHbI, BbipabaTbiBaeMble
ABNATCA KOYEBbIMK B TOHKOM KULUIEYHUKE N onpefensdtoune BaxHbole syeKThl,
thakTOpamm, HanpaB/eHHble Ha PErynfaLnio YPOBHSA FNHOKO3bl, BKAOYas
CTUMynupyrwmnmu yCUneHne rNOKO303aBMCUMON CeKpeLnun MHCYnnHa.4

OTBET 6eTa-KNeTokK

A (heKTbl MHKPETUHOB ABNAOTCA PU3NONOTNYECKN BaXXHbIMU.

m Y 340pOBbIX NUL, MPUEM MULLU UHULUUPYET
BbICBOOOX/EHE NHKPETUHOB B KPOBEHOCHOE PYCoO,
YTO YCUNMBAET CEKPEL MO MHCYNNHA.

m [pn6nun3ntenbHo 60% cekpeynnm MHCYNMHA Nocne
npuema nuiin o6ycnoBneHO 4eNCTBUEM UHKPETUHOB.
3TO TaK Ha3blBaeMbI «MHKPETUHOBbIN 3PHEKT».

B Y nauueHTOB C caxapHbiM AnabeTom Tvna 2 agdekThbl
MHKPETUHOB HapyLUEHbI.

VHKpEeTuHbl urpawT
Ba)KHellWyl posb
B meTabonnsme
rT0KO3bI

O [nokaroHonogo6HbI nentug-1 (FMM-1) ABndeTcs BaXHbIM
rOPMOHOM-UHKPETUHOM.4

O BnogxenyaouHoi xenese I'MM-1 yny4ywaeT cnoco6HOCTb
beTa-KNeToOK OTBeYaTb Ha U3MEHEHUA YPOBHA IHOKO3bl KPOBU.5

IMM-1 ycunneaeT CeKpeunto MHCYNHA NPU NOBbIWEHNN
YPOBHSA rNOKO3bl KPOBMU.

CeKpeyuns MHCYIMHA YMEHbLIAETCA N0 Mepe CHUXKeHUS
YPOBHA TNOKO3bl KPOBU.

[Mn-1 asnaercda
HEOTBbEMJIEMBIM
3/1eMeHTOM
rNKO303aBUCUMOW
cekKpeumm UHCynunHa.5



rNn-1 ABAAETCA BAXHEWWWNM KOMMOHEHTOM MOAAEPXAHUSA
FTOMEOCTAS3A TJIOKKO3bl W CTUMYJTATOPOM OTBETA BETA-KJIETOK

Mn-1 cnocob6ecTByeT
noaAep >KaHuio
romeocrasa rJ/l0Ko3bl
B LEenom

[MMN-1 okas3biBaeT
npsamoe wu
Henpsamoe
Bo3aelicTBue

Ha OpraHusm

Y nayneHTOB

C caxapHbIM
AnabeTom Tuna 2
cekpeuusa IMn-1

CHM)XeHa, 4To

nposiBnsaeTCcA

B HapyLLueHuu

cekpeuunm MHcynmnHa.7
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O B oTtBeT Ha npuem nuwu ITIM-1 okasbiBaeT
pa3HooObOpa3Hble apdeKTbl, NMPM MOMOLWU KOTOPbIX
fOCTUraeTca CaMOpPerynaumna ypoBHA TNHOKO3bl KPOBMU
B opraHmsme.4

mYcunuBaert rMMMOKO30-3aBNCUMYIO
CeKpeuunt MHCynunHa
6eTa-KneTKamMm
NMOAXENYAOUYHOW
XENE3bI.5 6

m[lopgaBndaer
N KO303aBUCUMY IO
CeKpeuunt rnwKaroHa
anba-KneTkammu
NMOAXENYAOUYHOW
XXEJTE3bl, uto, B CBOIO
ouepeab, nofasnser
NPOAYKLUWUIO TNHOKO3bI
MEYEHBHKD .56

mCnocob6CTBYET NOSABNEHUIO
YyBCTBa HacbllWeHNS,
NPUBOLAA K CHUXEHUIO
notpebneHns nuwun.5

*PerynnpyeTt CKOpOCTb
onopoXHeHns XEJ/NYOKA,

orpaHuymBas NHKpeTUHbl - KoY
noctnpaHAnanbHble K Hawemy
KonebaHnsa ypoBHA NOHUMAHMUIO
rNKo3bl.56 romeocrasa
rMIOKO3bI.

MMN-1 ctumynupyeT yBenumyeHue
KonmyectBa beTa-kKneTtok.8
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