BHCOKO 3JIOSIKICHI HOBOYTBOPEHHS 3 MiOCIiTeNalbHAM AU(GEPEHIIFOBAaHHIM, BUKIUKAIOTh TPYAHOII MPH Jiar-
HOCTHIII, 10 MPU3BOIUTH 10 BU3HAYCHHS TTOMHJIKOBOTO MIPOTHO3Y, a 1HOAI i TAKTHKHU JIKYBaHHS TAKHX XBOPHX.
Ha modaTkoBOoMYy eTarti HEpiIKO BCTAHOBIIIOETHCS JiarHO3 JielioMiocapkoMa, capKoMa, JJUCTOTIONIOHA aJeHoMa,
nmino6iacTomMa, MeTarIacTHIHa KapImHOMA.

Merta mocmimKeHHS — BCTAHOBUTH OCHOBHI MOP(OJIOTIUHI XapaKTePUCTUKHA MIOCTITEMaIbHAX MyXIHH TPY-
JTHOT 32J1031 Pi3HOTO CTYTECHS KaTarwiasii [yt onTUMI3allii JudepeHIiaabHoro JiarHo3y.

Marepian i Mmetoan. MarepiaioM MOP(}OJIOTIYHOTO AOCIIUKEHHS NOCHyryBany 11 BUMaakiB paky rpyaHoi
3aJ03H, 3 HUX 6 — iHQIIBTPATHBHI MioemiTeiaabHi KapIIMHOMH Pi3HOTO CTyINEHs MUQepeHIitoBaHHs 1 5 crocTe-
PEeXeHb NMPOTOKOBHX KapLUMHOM 0Oe3 mioemiTemnianpHoro audepenuitoBanns. [lapadinosi 3pisu 3abapsioBanu
TreMaTOKCHIIIHOM Ta €03WHOM, 3a BaH ['i30H0M, Beproddom, npoBoauim iMmyHOTiCTOXIMIUHE JOCIIIKEHHS.

Pesynbratu Ta ix obroBopeHHs. MikpockormiuHa ¢opma MioemiTemanbHUX KIITHH 3aJIeXKUTh BiJ 0araTbox
YHHHUKIB. Y HOpPMI 1 CEKpETOpHi, 1 MioemiTemiaiabHi KIITHHA MaroTh (OpMYy KyOI4HOTO €MITEeNil0, BUXOISUH 3
IOTO, 1X AyXe BaXKKO BIAPI3HATH MPU BUKOPUCTAHHI PYTUHHUX METOJIB 3a0apBICHHS TiCTOJOTIYHHUX Mpemnapa-
TiB. Taka MoAiOHICTh MPU3BOIUTH JIO YaCTUX MIarHOCTUYHHUX TIOMHJIOK, SIK TIPU BepHUQiKaiii «T00pOoSKICHUXY i
TOTSHIIIHO 3TOSKICHUX MyXJUH TPYIHOI 3271031 3 MiOemiTemiaTbHIM Tu(epeHIiIOBaHHAM, TaK i TPH JiarHOC-
THUIII HA3bKO- 1 HeaudepeHIiHoBaHuX MyxJuH. J[0JaTKOBI CKIIQIHOCTI B TiarHOCTHUIII CTBOPIOIOTH TaK 3BaHi Tice-
BIIOMIOCIIITeMaNbHI KIIITHHY, SKi IPU pPYTHHHUX METOIWUKaX 3a0apBIICHHS HE BiIPI3HAIOTHCS BiJl ICTHHHUX Mioe-
MiTeMaTbHUX KIITHH. BOHM MaloTh OKpyriry abo 3jerka BUTATHYTY (GopMy, IEHTPAIBHO pO3TAIIOBaHE Timep-
XPOMHE SIPO 3 YiTKMMH SIEPISIMU, LUTOIUIa3Ma IX BaKyoJi30BaHa, €03MHO(DIIbHA, a00 Mpo30pa, ONTHYHO MO-
poxHs. BU3HaYeHHs BeJMKOT KITBKOCTI TaKMX KIIITHH B ITyXJIMHHIN MapeHXiMi 63 BUKOPUCTaHHS IMYHOTiCTOXi-
MIYHOTO JIOCII/PKCHHS BeJIe 10 HENPaBUIIBHOTO TPAKTYBaHHS MOP(OJIOTiYHOT KApTUHH 1 TOMHUIKOBOI J1larHOCTH-
ku. HaliBaxnusimmoro andepeHiiiiHo-iarHOCTHYHOI0 03HAKOIO B TAKMX BHIAJKaX, € HETaTHBHA peakis 3 Map-
KepaMH MioemiTenanbHiX KIITHH MPU TMO3UTHBHOMY IMYHO3a0apBJICHHI 3 IIUTOKEPATHHAMH Ta CIiTeTaIbHUM
MEMOpaHHUM aHTUTEHOM. B HU3bKOIM(EPEHIIHOBAaHUX KapIIMHOMAaX MOJIOYHOI 3aJI03U 3 MiOeMmiTeTiaIbHUM JTH-
(hepeHIiFoBaHHAM KIITHHH MTyXJIMHA MAIOTh OKPYTIy, OBJIbHY, MTOJIITOHATBHY a00 BUTATHYTY (GOpMY, YTBOPIO-
I0Th TTyYKH, KOHIICHTPUYHI (Pirypu, CTBOPIOIOYN CapKOMaTOinMHy KapTuHy. HasBHICTH KIITHHHUX AUISHOK 3 Be-
PETEHOMONIOHUX €03MHODITFHUX KITITHH 31 3HAYHUM YUCIIOM (DIiryp MiTo3y, Y TOMY YHCHi 3 HASBHICTIO OJMHUY-
HUX aTUIOBUX (HOPM € MiACTaBOIO BIZHOCHUTH TaKi MyXJIMHU JI0 PO3PSITy BUCOKO 3i0sKicCHUX. KyOGiuHi mioermiTe-
JaJbHI KIITHHU TPAaHCHOPMYIOTBCS Y BEPETEHOTIOAIOHI MiOiqHI KIITHHH 3 BiAPOCTKAMH IUTOIUIA3MH TaKOX TPH
aTpo(iYHUX MpoLecax, IO MPU3BOIUTD JI0 HEBIPHOTO BCTAHOBJICHHS AiarHO3Y JeloMiocapkoMa, capkoMa, Kap-
IIMHOCAapKOMa, JIMCTONO/I0Ha ajeHoMa, JinodsacToMa, MeTalulacTUiHa KapuuHOMa. [CTHHHY HPHPOIY Takux
JUISTHOK IMyXJIMHM MOXXHA BH3HAYUTH TUIBKHM NPHU BUKOPUCTAHHI IMYHOTICTOXIMIYHHX METOJIB 3a0apBIICHHS Ti-
CTOJIOTIYHMX ITpenapariB 3 MapKepaMu MioemiTe iadbHUX KITITHH.

BucnoBku. [Ipy BU3HaUeHHI TicTOreHe3y 1HBa3MBHHUX KapIMHOM IPYIHOI 3a/103M HEOoOXiJHE IMyHOTiCTOXi-
MIYHE TUITYBaHH: 3 000B’SI3KOBHM BHKOPHUCTAHHSM HE MCHIIIC JBOX MapKEpPiB MiOCMITENiadbHUX KIITHH, OJTUH 3
SIKUX — aHTHUTLJIA JI0 aKTHHY a00 TJIaJKOM sI3BOTO aKTHHY, 10 TIO3UTUBHO PEaryioTh 3 MiOeMiTeliaTbHUMK KITiTH-
Hamu B 100% BHmazkiB; A7 MiATBEpHKEHHS CMiTEIiadbHOI MPUPOAH IMyXJIMHHUX KIITHH HEOOXiIHE 3acTocy-
BaHHS aHTHUTII 0 IUTOKEPATHUHIB Ta EIMTEIiaIbHOTO0 MEMOPAHHOTO aHTUTEHY.

PHENOMENON OF INTROORGANIC KAHEXY DURING TUMORAL
Fedchenko N.N. GROWTH AS PATHOMORPHOLOGY SYPTOM OF STABLE CARCINO-
GENESIS IS DISCOVERED

Dnipropetrovsk State Medical Academy
Dnipropetrovsk, Ukraine

During studying specimens of pathologically changed human thyroid glands, it was established that in thy-
roid parenchyma, which surround tumor, follicular epithelium naturally got thin (the height of follicular epithe-
lium decreased). This phenomenon is not described in the literature, therefore it was explored in details. After a
lot of histological material was examined, there was no doubt about close relations between atrophic changes in
peritumoral parenchyma and tumor itself. Tumoral cells were with marked basophilia of cytoplasm — which is
the sign of active synthetic processes with great amount of deoxy- and ribonucleic acids — the matrixes for pro-
tein synthesis in tumoral cells. The sizes of tumoral cells were within 12-20 mkm, while follicular epithelial cells
were heavily thinned (2-6 mkm) and had eosinophilic cytoplasm. It is very important to give theoretic interpreta-
tion of this pathomorphological symptom. It is generally known, that one of the clinic signs of development of
oncological process in the human organism is the cachexy of all body organs. Every phenomenon has its own
prior, invisible for clinician signs. It is logically to foresee that primary signs of tumoral growth (and, as a conse-
quence — cachexy) first of all will apply to the organ in which tumor has developed. Only with further develop-
ment of tumor growth cachexy will become a system phenomenon. And so, we consider that phenomenon of
cachexy of peritumoral parenchyma will be observed in all organs. This occurrence needs further exploration in
different organs and it is an important symptom of stable carcinogenesis in human organism. Consequently, dis-
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covered phenomenon of intraorganic cachexy during tumoral growth is a reliable sign of stable carcinogenesis in
thyroid gland and it can be used in practical morphology for system analysis and for diagnostic of stable car-
cinogenesis in the human organism. Further exploration of this occurrence permitted to develop several variants
of pathomorphological changes of follicular epithelium during tumoral growth in thyroid gland. Gradual changes
from normal thyrocite structure to different grades of atrophic cachexy are described. Also was observed another
variant of cachexy, in which follicular thyrocites has increased their sizes due to swelling, also we observed cy-
toplasm grain appearance and increasing eosinophilia of follicular ephitelium. These signs verify oncocytic
transformation of follicular thyrocites. Classic oncocytic cachexy is observed during desquamation of follicular
thyrocites into follicular lumen. These cells are described as independent cell population — Kulish’s cells. In
other words, without adequate nutrition from capillaries thyrocytes within follicular lumen gradually increase
their sizes, their cytoplasm gain grain and eosinophilic. After that desquamated cells abruptly swell, increase and
become oncocytes, that is they repeat all stages of so called Askinasi (Hurtle, B-) cells morphogenesis. This al-
gorithm of cell changing within the follicular lumen becomes the main argument in statement: there is no such
independent cell population as Askinasi (Hurtle, B-) cells in human thyroid gland. They represent variant of
morphological transformation of follicular thyrocites during insufficiency of thyroid gland parenchyma vascu-
larization.

Hence, for the first time symptoms of stable carcinogenesis in human thyroid gland are discovered in the
form of peritumoral parenchyma cachexy.

IMMUNOHISTOCHEMICAL ARGUMENTATION OF BLOOD VESSELS
Fedchenko N.N. ROTATION AND OF DOUBLE-ORIGINS OF ENDOTHELIUM DURING
ADAPTIVE MORPHOGENESIS

Dnipropetrovsk State Medical Academy
Dnipropetrovsk, Ukraine

Discovering of such important phenomenin as blood vessels rotation require all-round argumentation. One
of the contemporary diagnostic methods in morphology is the immunohistochemical diagnostic method. For
immunohistochemical diagnostic we used paraffin blocks of pathologicaly changed human thyroid glands from
archive materials of Dnipropetrovsk Regional Pathologyanatomical Bureau.

Taking into account the postulate about pathogenesis of most organ’s diseases (including thyroid gland),
that in their basis lays vascularization incufficiency — the main target of our work was aimed to the methods of
estimating and discovering exactly blood vessels on the specimens. For this aim we used the most common and
specific imunohistochemical marker for endothelium — CD-34. This marker constantly and for certain stained
endothelium of perifollicular heamocapillares. According to discovered earlier phenomenon of blood vessel’s
rotation (Fedchenko N., 2007), which plays the key role in regeneration of large vessel’s and especially their
endothelium, it was important to explore this phenomenon by imunohistochemistry methods. Under usage of
stromal component’s marker — Vimentin-11 — was discovered active accumulation of the marker not only in the
classic stromal components, but also (which is especially important) in the large vessel’s endothelium. Argu-
ments of epithelial origins of endothelial cells are given in the literature — and so endothelium shouldn’t accumu-
late stromal marker (Vimentin-11). In the other experiment, in which we used imunohistochemical marker for
thyreoglobulin (Tg) for follicular thyrocites identification, we also observed accumulation of this marker (Tg) by
large vessel’s endothelium. To explain this phenomenon by using present paradigm is impossible. According to
the earlier observed occurrence of insertion of follicular thyrocites into large vessels of thyroid gland (Fedchenko
N., 2007) and described mechanism of follicular regeneration of the endothelium, expression of Tg by endothe-
lial cells is an imunohistochemical confirmation of this assertion. Thus, there are two mechanisms of regenera-
tion of large vessels and their endothelial cells in the thyroid gland, which carried out due to blood vessel’s rota-
tion. The first one is carried out by insertion stroma’s components into blood vessel’s structure and endothelial
cells. The second mechanism of regeneration starts when stromal regenerative component has exhausted, and
parenchymal (follicular components) begin to penetrate into blood vessel’s structure. Due to our findings of
blood vessel’s rotation phenomenon in other organs (lungs, uterus, ovaries, kidneys, spleen and others), the oc-
currence of double (triple or even more) expression of imunohistochemical markers by endothelial cells also
should be observed in these organs. Stromal component’s imunohistochemical marker should be the same for
endothelial cells in all organs, otherwise, parenchymal imunohistochemical marker would be specific for every
different location of endothelial cells in different organs. The imunohistochemical heterogeneity of endothelial
cells reflects the dominant mechanism of large vessel’s regeneration. Within normal functioning endothelial cells
will express mainly CD-34. If regenerative and morphogenetic processes become very intensive — endothelial
cells will express stroma’s marker — Vimentin-11. If regenerative resources of srtoma exhaust and regenerative
mechanism begins to include parenchymal components, then endothelial cells of large blood vessels begin to
express organ-specific imunohistochemical markers.
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