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Introduction. Recent in vitro and in vivo studies have sug-
gested a role of undercarboxylated osteocalcin (ucOC), not to-
tal (TOC) osteocalcin in glucose and energy metabolism.

Aim —to investigate the relationship of ucOC Ilevel and
blood glucose (BG) control in newly diagnosed type 2 diabetes
and its change with BG control improvement.

Material and methods. Fifty seven newly diagnosed type 2
diabetic patients with no history of bone metabolism distur-
bances had two visits3 months apart, with physical examination
and blood sampling. The patients had consultation about life
style changes, no medication was prescribed on visit 1. Weekly
(first month) and biweekly telephone contacts were performed
to enhance compliance. Samples for parameters of BG metab-
olism and bone turnover were collected on visit 1 and 2. Stan-
dard automated or semi-automated methods were used for
measurements, for ucOC the only available commercial kit.

Results. Forty seven patients completed the study. Thirty
two (56%) patients reached the target HbAlc (<7%). No cor-
relation of ucOC and HbA, and FBG was observed. Median
HbAlc and FBG changed significantly (8.0 to 6.5%; 9.0 to 7.0
mmol/L resp.; Wilcoxon signed rank test p<0.001), ucOC was
slightly but not significantly lower (2.0 to 1.4 mcg/L; p=0.465).
No correlation between differences in HbA & and ucOC be-
tween Visits 1 and 2 was revealed. There was a significant change
in HOMA%B but not HOMA IR, not correlated to ucOC.

Conclusions. This study failed to prove the relationship between
blood glucose regulation and ucOC level. However, it does not ex-
clude it, so further research is needed. A lack of robust essay for hu-
man ucOC might explain inconclusive results of clinical studies. The
fact that as much as 56% patients achieved the target HbAlc with no
medication, challenges most BG control guidelines.
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Bgenenue. CoryiacHO JaHHBIM MOCTIEIHUX UCCIET0BAHUI
in vitro W in vivo, ObUIa BbISIBJIEHA BaXXHasl pOJib KapOOKCUIM-
poBaHHOro ocreokanblimHa (ucOC) u He 00111ero OCcTeoKab-
uuHa (TOC) B oOMeHe BelleCTB.

Ilens uccaenoBannsas — M3yv4eHWE B3aMMOCBSI3U KOHIIEH-
Tpaiuu ucOC u rmoko3sl B Kpou (BG) y naiMeHToB ¢ Briep-
BbI€ BBISIBJICHHBIM CaxapHbIM TUa0eTOM 2-TO THUIIA M OCTHKE-
HUM IIeJIeBbIX 3HaYeHui BG.

Marepuan u metonpl. B viccienoBaHue ObUH BKITIOYEHBI 57
TMAIlMeHTOB C BITEPBbIC BHISIBICHHBIM CaxapHbIM I1a0eToM 2-TO
TUMa, 6e3 MPU3HAKOB HaPYILIEHUsI KOCTHOrO MeTtaboiu3ma. 3a-
60p KPOBU, (PM3UKAIBLHBIN OCMOTP OCYIIIECTBIISLIMCh HA MOMEHT
BKJIIOUEHUSI a UCCleloBaHus U yepe3 3 Mec HabmoneHust. C na-
LIMEHTaMU OBUTH TIPOBEeHBI Oecenbl 0 HEOOXOIMMOCTH MO~
dukarmm o6pasa K13HU, cCaXapOCHWDKAIOIAS TepaIist Ha3Hayue-
Ha He ObL1a. Janee exxeHenenbHo (1-i Mecsil) U MOCIeayIOIIne
2 HeJl ¢ malMeHTaMu ObUTM YCTaHOBJIEHBI TeJle(hOHHbIE KOHTAK-
Thl. OOpas31bl KpOBU ObLIM cOOpaHbl Ha 1-M 1 2-M BU3uTax. s
onpeneneHnst ucOC MCITOB30BaJICS KOMMepUYeCcKHil Habop.

PesynbTaThbl. 47 MallMEHTOB YCIEIIHO 3aBEPLIVIINA UCCTIE-
noBaHue. 32 (56%) manueHTa OOCTUIIM IIEJIEBOTO YPOBHS
HbA  (<7%). Koppensauuu mexay ypopaamu ucOC u HbA
u FBG (aBTop He pacindpoBai) He BbISIBIECHO.

ITpu sTOM CylIECTBEHHO M3MeHWIach MenuaHa HbA & u
IJII0K03a KpoBU HaTo1ak (o1 8,0 10 6,5%; o1 9,0 mo 7,0 MMoITb/7T
cooTBeTcTBeHHO. Tect YwuikokcoHa (p<0,001), 3HayeHUs
ucOC 6puM HUXe, HO HemocToBepHO (0T 2,0 mo 1,4 MKT/i;
p=0,465). Taxke He ObIIO BBIABICHO HUKAKOW KOPPEISAIIMU
Mexiy nuHaMukoi yposHs HbA| u ucOC Mexny 1-M u 2-m
Bu3uTaMu. OTMEUYeHBI MOIOXUTeIbHbIe n3MeHeHnss HOMA%
B, Ho He HOMA, uto He Koppenupuponaiio ¢ ucOC.

BoiBoabl. DTO MccaenoBaHue He CMOTJIO J0Ka3aTh HAJIU-
Yye B3aMMOCBSI3M MEXITY NOCTVKEHUEM ONITUMAJILHBIX 3HaYe-
Huii rukeMuu U ypoHeM ucOC. Tem He MeHee HEOOXOTUMO
MPOBOINTh MCCICIOBAHUSI B 3TOM OOJIACTU B HaJbHEUIIEM.
Hannaue ctoimb HEOMHO3HAYHBIX PE3yIbTATOB KIMHUYECKHUX
HCCICNOBAaHUN MOXHO OOBSICHUTH OTCYTCTBHEM YETKOTO
onpeneneHus ¢pyHkuuu ucOC mist yenoBeka. Tot (akT, 4To
GoJbllie TOJOBUHBI 56% TMAIMEHTOB MOCTUIIM ILIEJIEBOrO
ypoBHs1 HbAlc 6e3 HazHaueHUsT KaKUX-JTMOO JIeKapCTBEHHBIX
MpenapaToB, MOXET OTKPBITh MPOOJeMbI OOJTBIIMHCTBA OC-
HOBHBIX IPUHLIMIIOB KOHTpoJis BG.

KJIIOYEBBIE CJIOBA

KapbokcunmpoBaHHBII OCTEOKATBIIMH.

*x Kk %
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Introduction. Cushing’s disease (CD) represents 10—12%
of all pituitary adenomas and is seen predominantly in women,
with a female-to-male ratio of 8:1. Although most patients with
ACTH-secreting adenomas present with benign, small tumors,
some have invasive macroadenomas. Rarely, nonfunctional
pituitary adenomas (NFPAs) may gain secretory function, but
there have been a few case reports of metamorphosis to CD.

Case report. We report the case of a 59-year-old female
diagnosed in 2007 with a NFPA and panhypopituitarism. She
had two transsphenoidal surgeries and Gamma Knife therapy
and started replacement treatment with levothyroxine 75 mcg/
day and prednisone 5 mg/day. The postoperative course was
favorable and imagistic follow-up between 2007—2014 showed
progressive reduction of the residual tumor and empty sella.
From personal history we note noninsulin-dependent diabetes
mellitus,  postmenopausal  osteoporosis  treated  with
bisphosphonates. In January 2015 she suffered visual loss on the
right eye. Pituitary MRI showed supra and parasellar tumor
recurrence of 27/24/17 mm, infiltrating the right side of the
cavernous sinus, extending around the right internal carotid
artery and optic nerve, compressing the optic chiasm. In March
2015 a third transsphenoidal partial excision of the tumor was
performed and in August Gamma Knife therapy was repeated.
The histopathological examination was consistent with a pituitary
adenoma but immunohistochemical staining for ACTH was
positive, with Ki-67 25%. She had no non-specific cushingoid
features. Laboratory test: glucose 116 mg/dl, HbAlc 7.5%, FSH
3.34 mIU/ml, LH 0.585 mIU/ml TSH 0.044 mclU/ml, FT4
1.13 ng/dl. Prednisone replacement therapy was stopped and
CD was confirmed: 8 AMcortisol 13.3 mcg/dl, 23 PMcortisol
11.3 mcg/dl, ACTH 70.2 pg/ml, 8 AMcortisol after 1 mg
dexamethasone overnight 13.8 mcg/dl. Ophthalmic exam:
blindness in the right eye, slightly decreased visual field in the left
eye. Pituitary MRI 8-month postsurgery revealed a 28/31/28
mm invasive tumor. We started treatment with Cabergoline 3
mg/week and recommended closely biological and imagistic
follow-up, hoping for a good response to radiotherapy.

Conclusions. Our case stresses the importance of regular,
lifelong follow-up of patients with NFPAs. Chiloiro et al have
reported that pituitary adenomas with Ki-67 >1.5% have a
higher risk of recurrence. Although the characteristics of
patients with CD have been well known for decades, the
diagnosis and management of this disease are often challenging.

KEYWORDS

Macroadenoma, Cushing disease, recurrence, blindness.
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Benenne. bonesnr Muenko—Kymmura (BUK) cocras-
nset 10—12% Bcex aneHoM runodusa, XeHIUHBI 60JIEIOT B 8
pa3 yaiie, 4yeM MYXYUHBI. Y OOJBIIMHCTBA IMALIMEHTOB C
AKTT -cekpeTnpyOIMMA afeHOMaMHM BCTpEYaroTcsl A00po-
KauyeCTBEHHbIE MaJIEHbKME OITyXOJIM, OJHAKO B HEKOTOPHIX
CTy4yasix BCTpPEvaloTCsl WHBA3WBHBIE MakpoaneHOMBL. Penko
HedyHKMoHUpyomue ageHoMsl runoduza (FHAID) moryr
MpUOOpPeTaTh CEKPETOPHYIO aKTUBHOCTD, OMMCAHO BCETO He-
CKOJIbKO ciiyyaeB nepepoxaeHusi B bUK.

78

Kaunumeckuii cayuaii. Mbl ipencTapisieM KIIMHUYECKUH CITy-
Yaii XXeHIIUHEI 59 jiet, y kotopoii B 2007 r. 6bu1a Beisinena THAT
W TMAHTUIONUTYUTapu3M. Eit ObIIM BBITOJHEHBI IBE OIEPaLMA
TpaHccHEHOMTATEHBIM TOCTYIIOM M TePartisi rTaMMa-HOXOM, TT0-
c/le Yero Havara 3aMecTUTeNIbHas Tepamnusl JEeBOTHPOKCHMHOM
75 MKT/CyT ¥ IpeAHU30JI0HOM 5 Mr/cyT. [1pu nocneornepaimoH-
HoM HabmoneHuu ¢ 2007 o 2014 r. oTMevanoch 06;1aronpUsiTHOE
TeUeHNE B BUE MIOCTECTICHHOTO YMEHBIIIEHUSI Pe3UAyaTbHOM TKa-
HU ¥ (OPMHUPOBAHMM CHUHAPOMA <«IIyCTOTO» TYPELIKOTO Celjia.
VY nalyeHTK B aHaMHe3¢ MHCYTMHHE3aBUCUMBIN CaXapHBbIiA -
abeT, MoCcTMeHoMNay3aJIbHbIi OCTEOIopo3 Ha Tepanuu ouchoc-
¢onaramu. B sHBape 2015 r. oHa moTepsiia 3peHue Ha IPaBOM
rnasy. [Ipu MPT rumocusa BeISIBICH peLIMAMB CyIpa- 1 Tapa-
CEJUISIPHOM OITYXOJIM pazMepoM 27X 24X 17 MM ¢ MHOWIbTpaLAeit
KaBEepPHO3HOTO CHHYCa CIpaBa, PacipoCTpaHEeHUEeM BOKPYT Tpa-
BOM BHYTPEHHEW COHHOW apTepUM U 3PUTEJIBHOTO HEPBA, KOM-
npeccueit 3putesbHoro nepekpecra. B mapre 2015 r. ObLIO BbI-
MOJIHEHO TpeTbe TpaHCC(HEHOMTATbHOE YAaCTUYHOE HCCEUCHUE
OIIyXOJIM, B aBryCTe — ITIOBTOPHAs Teparusi raMMa-HOXOM. [1-
CTOJIOTMUECKOE MCCIICIOBAHNE TIOATBEPANIIO aleHOMY TUTIOhH3a,
OIIHAKO MMMYHOTrucToxuMmuueckoe wuccienoaHue Ha AKTI
ObUTO MONOXKUTETBHBIM ¢ Ki-67 25%. Y mareHTKy He ObUTO He-
crielnUIecKX KYIIMHTOMIHBIX MpU3HAKOB. JlabopaTtopHble
TeCThl: Imoko3a 116 mr/mi, HbA, 7,5%, ®CI 3,34 MME/mun, JIT
0,585 MME/mn, TTT 0,044 MkME/mn, cB. T4 1,13 Hr/mn. 3ame-
CTUTENTbHAS Teparvs MPEeTHU30JIOHOM ObLTa OTMEHEHA, ITOM-
tBepxkneH BUK: koptuzon (8:00) 13,3 Mxr/mi, koptuzon (23:00)
11,3 mxr/mn, AKTT 70,2 nir/mu, koptusod (8:00, mocjie HOYHOro
Tecta ¢ 1 Mr nekcamerasona) 13,8 mkr/mi1. OcMoTp orasbmMoso-
ra: cjernoTa Ha TpaBblii IJIa3, HECKOJIBKO YMEHBIIICHHBIE TTOJIST
3peHus JieBoro ra3a. MPT runodusa gepes 8 Mec mocsie orepa-
LMK BBISIBUIO WHBA3MBHYIO OMYyXOJb pa3MepoM 28%31x28 mm.
Hamu 6b11a Ha3HaUeHa Tepanus KabeproJMHOM 3 MT B HEJIETIO U
PEKOMEHIIOBAaHO AMHAMUYECKOE JJabopaTOpHOE W JIyyeBOe Ha-
OJroneHNUe ¢ HAIeXKA0M Ha XOPOIWA OTBET Ha paguoTepaIiuio.

BoiBoapl. [IpencraBineHHBIN ciydyail IeMOHCTPHUPYET He-
00XOIMMOCTD PETYJISIPHOTO TOXHM3HEHHOTO JWHAMUYECKOTO
HabmoneHus 3a naimeHtamu ¢ THAT. Chiloiro u np. ory6iu-
KOBaJIV JaHHBIE O TOM, YTO afeHoMbI rtunodu3sa ¢ Ki-67 >1,5%
HMMeEIOT 00Jiee BBICOKHMIA pUCK penuaruBa. HecMoTps Ha To 4To
xapakTepucTKu nanreHToB ¢ BUK xopolio n3BecTHHI yxe
MHOTO JIET, TMarHOCTUKAa W BEIEHMS TaHHOTO 3a00JieBaHUS
YaCTO JOBOJBHO TPYIHBI.

KJIIOYEBBIE CJIOBA

MakpoaneHoma, 6one3Hb Muenko-KyivHra, peunnus,
cjenora.

*x Kk %
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Introduction. Thyroid Hormone Resistance (THR) is a

rare syndrome with a variable and fluctuating clinical course
depending on complex genetic and molecular defects.
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