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npu MortHoctu S00-700 Br. IIpu orieHKe pe3yAbTaTOB PEAKIIMU VIUTHIBAETCS SKCIIPEC-
CHSI TOABKO B MHBa3WMBHOM KOMIIOHEHTe OITyXOAM. OIleHKa pe3yAbTaTOB PeakIIUU IIPOo-
BOIUTCS C IIOMOIIBIO OAAABHOM HIKAABI olleHKH — 0, 1+, 2+, 3+,

Cratucruyeckass obpaboTKa MaHHBIX IPOU3BOAMAACE C HCHOAB30BaHUEM «Mi-
crosoft Office Excel 2010».

Pe3ynomameul uccnedoeaHust u ux obcyrcoerue

Brino BeIBA€HO 9 (15 %) caygaeB HER2-nmosutuBHOro PM2K, 7 (11,7 %) caydaeB
TporHoro HeratuBHoro PM2K, 28 (46,7 %) cayuaeB atomrHaabsHOTO A PM2K, 16 (26,7 %) cay-
4aeB AFOMHUHaabHOro B PM2K.

AIOMHUHaABHBIM THII IIOAYYHA Ha3BaHHE OT AIOMHHAABHBIX KAETOK, (POPMUPYIO-
IIUX BHYTPEHHUUN CAOM IIPOTOKOB H JOAECK MOAOYHOM KeAe3bl. AIOMHUHAABHBIN A THUII
Habaomaaca B 22 (78,5 %) caydasax y manmeHToK crapiie S50 aet (85 %) m B 20
(71,4 %) caydasax UMeA CTPOEHHE JOABKOBOIO pakKa.

AromuHaAbHBIN THI B Habatomaacsa B 11 (68,8 %) caydasx y mamiMeHTOK CTapllle
50 aer (87,6 %) u B 12 (72 %) caygasx UMeA CTPOEHUE paKa HeCHeITU(pPHUIecKoro TUIIA.

HER2-nosutuBHbIE PM2XK 4arre Habaromascs B Bo3pacTHoM auanazoHe 40-60 aet:
7 (77,8 %) caydaeB. Y OOABIIMHCTBA ITAIlMEHTOK OTMeYasach HU3Kas AuddepeHIu-
poBKa oryxoan: 8 (88,9 %) caygaes.

Tpoiinoit HeratuBHBIH PM2K uarie Habalomascss B Bo3pacTHOM auariazoHe 40—
60 aet: 7 (85,7 %) caygaeB.

B 5 (8,3 %) cayuaax u3 60 B TeyeHue 10-aeTHero mepuoaa HabOAIOOEHU Y IAIlH-
€HTOK pas3Buacd peuuguB PMXK: B 2 (22,2 %) caydaax u3 9 B rpynne HER2-
no3utuBHOro PM2K, B nByx caydasx us 7 (28,5 %) B rpymie TpoHHOTO HETaTHBHOTO
PMX, B 1 (9,1 %) cay4ae u3 11 B rpymnmne AroMHHaABHBIN THIIa B PM2K.

YacroTta MeTacTasupoBaHHA B pPerHOHapHBbIE AUMOOY3Abl y 51 KEHITUHBI C OT-
puniareapHo sKcrnpeccuel HER2 cocrasuaa 25 (49 %), B To BpeMd Kak y 9 XKEHIIUH
c no3utuBHBIM HER2-neu yacrora MetacrasupoBaHusa coctaBuaa 7 (77,8 %) cayuaes.

Buleoodut

B rpynnax nammeHTOK ¢ TpoHHBIM HeraTuBHBIM PM2K u B rpynne ¢ HER2- mo-
3uTuBHBIM PM2K uarie HabAIOqaAUCh MeTacTasbl B perHoHapHbIe AUM@OY3AbI U dallle
HabAIOJaAUCH cAydau penuanBoB PMXK.

B mpobaeMe 3A0KadYeCTBEHHBIX OIyXOA€HM, W, B YacTHoCTH, PM2K, BaxKHBI Kak
u3y4yeHre STHOAOTHU U MaTOTeHe3a, TaK U pa3paboTKa HOBBIX METO/OB A€YEHUS U
peabuauTauu OOABHBIX.

YAY4IIIEHUIO Pe3yAbTATOB A€YE€HHd CIIOCOOCTBYET M pa3paboTKa HOBBIX METOIOB
Ay4Y€BOH U XMMHO-, TOPMOHAABHOH Tepariyu.
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Introduction
Our body is made up of billions of different cell types that can only be seen un-
der a microscope. These cells are grouped according to their function or the type of
body tissue they produce. Signet cells are a type of epithelial cell called glandular
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cells. Epithelial tissue is skin tissue that covers the inside and outside of the body.
[5]. In fact, under the microscope, cells look like signet rings. Signet ring cell carci-
noma (SRCC) is a rare form of highly malignant adenocarcinoma that produces mu-
cin. It is a malignant epithelial tumor characterized by histological appearance of
signet ring cells [4]. Primary SRCC tumors are commonly found in glandular cells of
the stomach (SRCC develops in the stomach in 56 % of patients) and are less com-
mon in the breast, gallbladder, bladder, and pancreas. SRCCs do not usually form
in the lungs, although some cases have been reported [2]. In colon cancers, the in-
cidence of SRCC is <1%. Although the incidence and mortality of gastric cancer has
decreased in many countries over the past 50 years, there has been an increase in
the incidence of SRCC type gastric cancer [1]. Some events are inherited, and these
cases are often caused by mutations in the CDH1 gene, which is the code for the
important cell-cell adhesion glycoprotein E-cadherine. Somatic mutations of the
APC gene have also been implicated in the development of gastric SRCC. The role of
other risk factors in gastric cancer such as salty foods, smoking, and autoimmune
gastritis has not been well studied in SRCC [4].

SRCC tumors grow into characteristic sheets and are diagnosed using standard
imaging techniques, such as computed tomography and PET, which are less effec-
tive. Gastric cancer (GC) is responsible for 9 % of cancer deaths worldwide. Over
950,000 new cases are diagnosed each year, and about 90 % of them are in ad-
vanced stage, requiring chemotherapy [4]. In Europe there has been research based
on pre- and postoperative chemotherapy treatment, using S-fluorouracil, epirubicin,
cisplatin, capecitabine, and docetaxel. Chemotherapy significantly impairs the qual-
ity of life of patients; however, the final effects are not always satisfactory. This re-
view paper is mostly addressed to physicians who are interested in updating to the
state of the art concerning different subtypes of gastric carcinoma [1]. Recent ad-
vances in the epidemiology, pathology, molecular mechanisms, and combined mo-
dality therapy (CMT) fields have shown that gastric signet ring cell carcinoma
(GSRC) should be considered a distinct cancerous entity. Clinical management of
this cancer is challenging, with chemoradioresistance and poor outcomes in ad-
vanced stages [3]. Pathological and molecular sets of GSRC demonstrate different
features of poor cohesion and differentiation according to the WHO, Japanese Gas-
tric Cancer Association, and Laurén classifications Figure 1 [1].

Nakamura's
classification

WHO classification Laurén classification JGCA classification

Poorly Cohesive
Carcinomas (PCC)

Poorly Differentiated

Undifferentiated type Adenocarcinoma

TCGA classfication

Genomically Stable
(GS)

Figure 1 — The pathological classification of GSRC [2]

Goal

To study about the signet ring cell carcinoma. To identifying the causes, statis-
tics and diagnostic methods from the patient’s anamnesis. To know the treatment
and prevention.
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Material and methods of the research

The analysis and generalization of modern medical scientific literature on this
topic, also using patient’s anamnesis data from pathological department form 3
Belarusian hospitals from 2020-2021.

The results of the research and their discussion

SRCCs are named because they resemble signet rings, resulting in large vacu-
oles-filled with mucin that move the nucleus around the cell circumference. Stom-
ach cancers with adenocarcinoma and some CRS (also called mixed SRCC) exhibit
more aggressive behavior than pure SRCC or non-SRCC histology. The study of
SRCC colon cancers compared myosin-rich SRCC tumors with myosin-poor SRCC
tumors. They concluded that the latter often reveals unfavorable histological features
such as lymphatic invasion, venous invasion and perineural invasion. SRCCs differ
from adenocarcinomas in that they lose the ability for cell-cell interaction. The most
distinct adenocarcinomas are those that mimic SRCCs and form tight junctions that
typically separate MUC4, a mucin protein, and ErbB2, a carcinogen. If MUC4 and
ErbB2 can communicate, they will trigger the activation loop. As a result, the ErbB2 /
ErbB3 signal pathway is systematically activated, cell-cell connections are lost, and
signet ring carcinomas develop. The structural activity of the ErbB2 / ErbB3 complex
also promotes cell growth. The mechanism of this malignant cancer is not yet clear;
however, a colon cancer cell called HCC2998 causes an increase in the production of
differentiated tumors. This increase is due to the conversion of active PI3K to SRCC-
like cells. The type of metastasis to gastric signet cell carcinoma is different from that
of gastrointestinal cancer. SRCC tumor is most often found in the peritoneum and
spreads to the lymphatic infiltrates of the lungs and uterus, forming Krukenberg tu-
mors. Cases of gastric carcinomas metastasizing to the breast and forming signet-
ring cells have also been reported. If signal cells are found in the breast, the study
suggests that the presence of gastric cancer should also be considered (Table 1).

Table 1 — Data of patients with morphologically diagnosed SRCC

No Age Sex Clinical diagnosis

1 56 M Infiltrative gastric cancer

2 67 F Advanced stomach cancer

3 55 F Gastropathy. HP+

4 60 M Stomach polypoid tumor

5 74 M Stomach cancer

6 59 F Stomach polypoid tumor

7 80 M Advanced stomach cancer. Gastric ulcer, Crohn disease
8 60 M Ulcer, malignancy

9 47 F Gastric malignancy

10 50 F Ulcer of antral region. Malignization

11 83 F Disease of the ascending colon.

12 48 M C-r of the antrum of the stomach. Chr. ulcer of the prepyloric region
13 48 F Gastropathy. HP

14 58 M Advanced stomach cancer. Type 3 (infiltrative ulcer)
15 63 M Gastric ulcer complicated by malignancy

16 66 M Gastric ulcer, Cancer

17 60 M Submucosal tumor of the antrum of the stomach

18 54 M Erythematous gastropathy. Advanced stomach cancer
19 91 F Stomach cancer
20 64 M Cancer of the cardiac esophagus

21 61 F Stomach cancer

22 55 M Stomach cancer

23 82 F Stomach cancer

24 77 M Cardio esophageal cancer

25 67 F Stomach cancer

26 2 F C-r of the body of the stomach, infiltrative-ulcerative form
27 56 F Stomach cancer
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According to the data shows Stomach cancer (29.63 %), Infiltrative gastric can-
cer (11.11 %), Cardio esophageal cancer (7.04 %), advanced stomach cancer (14.81 %),
tumor form (11.11 %), Gastric ulcer (25.93 %) and Crohn disease (3.7 %).

Conclusion

Significant progress has been made in understanding the pathogenesis and the
molecular biology of GSRC and in optimizing the available treatment options and
modalities. However, improving outcomes for patients with GSRC remains a signifi-
cant challenge. GSRC has several features, such as chemoresistance and peritoneal
metastasis, which suggest poor response to anti-cancer drug-based therapies. This
article has reviewed how improving the understanding of the pathological and mo-
lecular subgroups may facilitate the selection of patients that may benefit from
CMT, including surgery, chemoradiation, immunotherapy, and HIPEC. Due to the
absence of specific and effective molecular targets, challenges remain in the treat-
ment strategy of GSRC. Thus, further studies should focus on the pathogenesis and
molecular biology of GSRC.
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Introduction

Interstitial lung diseases are lung disorders that affects the interstitium and the
air sacs and eventually causing fibrosis of the lungs. Pulmonary Alveolar Microlithi-
asis (PAM) is one of rarest among the interstitial lung diseases and is associated
with accumulation of diffuse microscopic calculi called microliths within the alveo-
lar spaces that progresses with interstitial fibrosis. This disease has been distribut-
ed with less than 800 cases in all the continents of the globe and specifically with
most cases of this disease been recorded in Turkey and Italy. PAM occurs in both
sexes without any specific race preference. It occurs at any age, but higher inci-
dences are between 20-50 years of age. However, according to worldwide reports we
have cases recorded with neonates and also cases with elderly people. PAM is most-
ly detected incidentally on chest radiographs while we perform radiographic imag-
ing’s for other pathologies. The causes of PAM are still idiopathic as the mechanism
inducing microliths formation is still unknown despite, it has a proven genetic theo-
ry that expresses it’s a rare inherited disease in an autosomal recessive manner
with identification of this pathology in children whose parents were close relatives.
A mutation in the SLC34A2 gene that encodes a type IIb sodium-phosphate co-
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