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Introduction. Chronic liver diseases stimulate a degree of hepatocyte injury. This previously mentioned
modifications, alters the known liver architecture and finally ends in cirrhosis. Liver pathology as cirrhosis de-
velops after a long period of pathological alterations. In this iddea, inflammation is a great point that results in
replacement of the healthy liver parenchyma with fibrotic tissue and regenerative nodules. In addition, progres-
sive portal hypertension, systemic inflammation, and liver failure drive cirrhosis outcomes. The management
of this liver pathology, is centred on the treatment of the causes and complications. Liver transplantation can
be required in some cases.

The aim of this article was to identify the best available evidences analyzing liver samples, normall and
pathological.

Material and methods. Were made permanent preparations and used two colors. Hematoxylin—Eosin and
also Goldner — Szekely trichrome stains stain for observation at optical microscope with x10 and x40 lens
magnification. Samples liver collected during necropsy, from healthy patients and from patients diagnosed
with cirrhosis.

Results and discussion. Normal liver with hepatocytes, Kiernann space, connective septa, observations
using lens x10 and samples colored with Goldner Szekely trichrome stains. Beside, for comparisions, ill liver
images, classic stain H&E. Inflammation is a great point that results in replacement of the healthy liver pa-
renchyma with fibrotic tissue and regenerative nodules. In addition, progressive portal hypertension, systemic
inflammation, and liver failure drive cirrhosis outcomes.

Conclusions. Our contribution in the written text, is related to the impact of physical, psychological and
physiological factors. All this previously mentioned factors, area great impact on the health-related quality of
life of adult patients with liver cirrhosis. The management of this liver pathology, is centred on the treatment of
the causes and complications. Liver transplantation can be required in some cases.
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INTRODUCTION
Cirrhosis, as a nowadays disease, is character-

atitis (NASH). Hepatitis B virus (HBV) and HCV are
the most common causes [1, 4, 11]. Other ethiologi-

ized by fibrosis and nodule formation of the liver. In
the secondary plan, it is known as a chronic injury,
which leads to alteration of the normal lobular orga-
nization of the liver. A complex of factors, such as life
style, or environmentals, can injure the liver, and be-
side also including viral infections, toxins, hereditary
[3, 7, 10]. With each injury, the liver suffer alterations
as fibrosis. Finally but after a long-standing injury, liv-
er functionalteration, develop in time cirrhosis as a
complex diseases.

Ethiology of the chronic liver diseases usually
progress unfortunately in cirrhosis, following patho-
logical mechanisms. In the research, the most com-
mon causes of cirrhosis are hepatitis C virus (HCV),
alcoholic liver disease, and nonalcoholic steatohep-
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cal points of cirrhosis include autoimmune hepatitis,
primary biliary cholangitis, primary sclerosing chol-
angitis, hemochromatosis, Budd-Chiari syndrome,
Wilson disease, alpha-1 antitrypsin deficiency,
drug-induced liver cirrhosis, and chronic right-sided
heart failure [1].

The cause of morbidity and mortality in cirrho-
sis is the development of portal hypertension and
hyperdynamic circulation. Portal hypertension de-
velops secondary to fibrosis and vasoregulatory al-
terations [2, 9,14].

Liver fibrosis it is known by excessive synthesis
and deposition of connective tissue proteins. Inter-
stitial collagens in the extracellular matrix of the liver
has been discovered in this liver pathology. Hepato-
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cytes alterations, results of an abnormal wound
healing in response to chronic liver injury, previ-
ously mentioned in this written pages. The long
term stimuli involved in the initiation of fibrosis
leads to oxidative stress. Next point that concure
to disease include mediators of molecular events
involved in the pathogenesis of hepatic fibrosis.
These processes lead to cellular injury and initiate
inflammatory responses. As a response, cytokines
and growth factors play a role as trigger activa-
tion and transformation of resting hepatic stellate
cells into myofibroblast like cells. At the end of pro-
cess, start an excessive synthesis of connective
tissue proteins, including collagens. Uncontrolled
and hepatocyte fibrosis results in distortion of lob-
ular architecture of the liver. Pathologists show the
nodular formations in the liver as a diagnosis of
cirrhosis. The liver strucure injury and regenera-
tion process could also results in genomic aber-
rations and mutations. Finally, develop hepatocel-
lular carcinoma. This review try to cover various
aspects of the molecular mechanisms involved in
the pathogenesis of hepatic fibrosis. A great point
of our this scientific orientation, is hepatic fibrosis
diagnosis, with special emphasize on N-Nitrosodi-
methylamine (NDMA; Dimethylnitorsmaine, DMN)
as the inducing agent [3, 4, 8, 12].

Prevention and treatment of liver cirrhosis are
best done by an interdisciplinary medical team. This
scientifically team, include a pathologist, a gastro-
enterologist, liver surgeon. Beside, a medical team
include nurse practitioner, primary care provider
and an internist. Liver cirrhosis is associated with
systemic complications that can cause death of pa-
cients. A liver transplant is not an option from differ-
ent causes.

Weight loss of at least 7% is good for reneval
pathological alterations of the liver structure.

Therapy methods and drugs, are more import-
ant, including antiviral medications in viral hepatitis,
steroids, and immunosuppressant agents in auto-
immune hepatitis, ursodeoxycholic acid and obe-
ticholic acid in primary biliary cholangitis, copper
chelation in Wilson disease, and iron chelation and
phlebotomy in hemochromatosis [4].

The aim of this article was to identify the best
available evidences analyzing liver samples, nor-
mall and pathological.

MATERIALS AND METHODS

In order to analize morphological structural par-
ticularities, samples liver collected during necropsy,
from healthy patients and from patients diagnosed
with cirrhosis.

Following this purpose, were made perma-
nent preparations that were stained with hema-
toxylin and eosin for observation at optical micro-
scope. The process of the permanent microscopic
preparations was based on prior knowledge of
the steps from the classical method, using a stan-
dard H&E staining technique. Also normally liver
samples were observed by optical microscope
using Goldner Szekely trichrome stains. Optical
microscope examination was used lens with mag-
nification x10 and x40.

RESULTS AND DISCUSSION

The functional unit of the liver is the lobule
with hexagonal form. Kienann space is specific
for liver strucutre, including a portal triad (portal
vein, hepatic artery, bile duct) sits at each cor-
ner of the hexagon. Mitochondri as points ob-
serving with lens x40. Portal vein with enlarge
lumen (fig. 1).

Figure 1 — Normal liver x40 Goldner — Szekely stain

54

Figure 2 — Normal liver x10 Goldner — Szekely stain
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Figure 3 — Cirrhosis liver x10 H&E stain

Based on function and perfusion, hepatocytes
are divided into three zones.

1. Zone | is considered to be the periportal region
of hepatocytes and are the best perfused and first to
regenerate due to their proximity to oxygenated blood
and nutrients. Implication in oxidative metabolisms.

2. Zone Il is defined as the pericentral region of
the hepatocytes.

3. Zone lll has the lowest perfusion due to its
distance from the portal triad. Implication role in de-
toxification.

Also Kiernann space, hepatocytes, connective
septa, in normal liver (fig. 2).

Cirrhosis is a result of continuous liver inju-
ry, inflammation, fibrosis, and necrosis. Com-

Figure 4 — Cirrhosis liver x10 H&E stain

monly cause cirrhosis are chronic hepatitis B
and C and also life style including alcoholism.
The fibrosis present in cirrhosis occurs from the
secretion of TGF-beta from the Ito cells in the
space of Disse (fig. 3).

Cirrhosis usually represents with end-stage liv-
er disease. Hepatitis C is the most damaging. Cir-
rhosis develops after a period of inflammation. The
ill liver has parenchyma with fibrotic tissue and re-
generative nodules (fig. 4).

Liver fibrosis impairs hepatic function and
causes structural change with different types of
dameges [5]. Clinically, liver cirrhosis is the se-
vere period of chronic liver diseases. Early pre-
vention and treatment of the causes of develop-

Figure 5 — Cirrhosis liver x10 H&E stain
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Figure 6 — Cirrhosis liver x10 H&E stain
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ment and progression and pathogenic mechanism
may slow down or reverse liver cirrhosis and its
severe complications. Decompensated liver cir-
rhosis and its complications, take attention to
the clinicians. Various clinically signs as ascites,
esophagogastric variceal bleeding, hepatic en-
cephalopathy, acute kidney injury, and hepatocel-
lular carcinoma, could be observing at the med-
ical examination. Clearly that patients' quality of
life is affected in liver cirrhosis.

Liver fibrosis score, standard ultrasonogra-
phy, and transient elastography are important for
practicum. Also useful in identifying ill patients
with no to minimal fibrosis or advanced fibro-
sis., medical tests [6]. In this medical direction,
chronic liver disease management includes di-
rected counseling, laboratory testing, and ultra-
sound monitoring.

The management of liver cirrhosis is centred on
the clinical part. The proper treatment of the causes
and complications and liver transplantation could
be prioritaire.

The Child-Pugh score and model for end-
stage liver disease (MELD) score are both used
to assess and determine prognosis in cirrhotic
patients. The MELD score uses creatinine, bili-
rubin, and INR. While both are used to create a
predictive model for cirrhotic patients, the MELD
score is the scale of choice for the evaluation of
liver transplant patients.

Patient lifestyle changes, unfortunately cannot
cure cirrhosis. Complications accompanying hepat-
ic cirrhosis include, portal hypertension, edema in
the abdomen and lower extremities, splenomegaly,
infections, hepatic encephalopathy.

Behavioral modifications can prevent or at least
delay disease progression and provide symptomat-
ic relief.

Lifestyle changes, include factors, as eliminating
ethanol consumption and dietary interventions as
possible low-sodium diet, in order to reduce water
retention. Regulate protein intake according to their
doctor's directions and some medical recommanda-
tions, will be proper in the treatment of cirrhosis.

Diferential diagnosis of cirrhosis include research
directions reffering to neonatal iron storage diseas-
es, HELLP(hemolysis, elevated liver enzymes, low
platelets) syndrome of pregnancy, idiopathic drug
reaction. More than, other diseases are included in
the diferential diagnosis of cirrhosis. This are Tyro-
sinemia, Galactosemia, Fructose intolerance

CONCLUSIONS

HCC is the known common primary cancer
in the liver. HCC has nowadays an incidence in
increasing [5]. Cirrhosis secondary to HBV and
HCV is one of the common risk factor for liver
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degeneration in cirrhosis.Practically monitoring of
cirrhotic patients is recommended, with at least
six monthly screenings. For monitorisation of liver
disease, abdominal ultrasonography is better [6].
Liver biopsy is the gold standard technique high-
ly promising non-invasive methodology under
development, that are used in diagnosis. Liver
transplantation (LT) is also an effective therapeu-
tic option for the management of cirrhosis end-
stage.Relatively recently research investigations
try to elucidate the signal transduction pathways
that link hepatocytes alterations including cellular
disfunctionality.

Contribution of the authors. All the authors
took an equal part in the preparation and writing of
this article.

Conflict of interest. No conflict of interest has
been declared.

REFERENCES

1 George J. Molecular mechanisms in the
pathogenesis of N-nitrosodimethylamine induced
hepatic fibrosis /J. George, M. Tsutsumi //Cell Death
Dis. —2019. - V. 10(1). — P. 18.

2 Hayward K. L. Improving Medication-Related
Outcomes in Chronic Liver Disease /K. L. Hayward,
R. A. Weersink //Hepatol. Commun. — 2020. — V.
4(11). — Pp. 1562-1577.

3 John S. Hyponatremia in cirrhosis: pathophys-
iology and management /S. John, P. J. Thuluvath //
World J. Gastroenterol. — 2015. — V. 21(11). — Pp.
3197-3205.

4 Kim M. Y. Hemodynamic alterations in cirrho-
sis and portal hypertension /M. Y. Kim, S. K. Baik, S.
S. Lee //Korean J. Hepatol. — 2010. - V. 16(4). — Pp.
347-352.

5 Kim M. Y. Hemodynamic alterations in cirrho-
sis and portal hypertension /M. Y. Kim, S. K. Baik, S.
S. Lee //Korean J. Hepatol. — 2010. - V. 16(4). — Pp.
347-352.

6 Lata J. Hepatorenal syndrome //World J. Gas-
troenterol. — 2012. — V. 18(36). — Pp. 4978-4984.

7 Mittal S. Epidemiology of hepatocellular car-
cinoma: consider the population /S. Mittal, H. B.
El-Serag //J. Clin. Gastroenterol. — 2013. — V. 47. —
Pp. 2-6.

8 Naveau S. Epidemiology and natural history
of cirrhosis /S. Naveau, G. Perlemuter, A. Balian //
Rev. Prat. — 2005. — V. 55(14). — Pp. 1527-1532.

9 Randomized controlled trial testing the effects
of weight loss on nonalcoholic steatohepatitis /K.
Promrat, D. E. Kleiner, H. M. Niemeier et al. //Hepa-
tology. — 2010. - V. 51 (1). — P. 121-129.

10 Randomized controlled ftrial testing the ef-
fects of weight loss on nonalcoholic steatohepatitis
/K. Promrat, D. E; Kleiner, H. M. Niemeier et al. //
Hepatology. — 2010. — V. 51(1). — P. 121-129.



TeOpeTM‘-IeCKaFI n 3KCnepummMmeHTarnibHasaA MeauMunHa

11 Recurrence of hepatitis C after liver trans-
plantation /C. Vinaixa, A. Rubin, V. Aguilera, M.
Berenguer //Ann. Gastroenterol. — 2013. — V. 26
(4). — Pp. 304-313.

12 Schuppan D. Liver cirrhosis /D. Schuppan, N.
H. Afdhal //Lancet. — 2008. — V. 371. — Pp. 838-851.

13 Tangkijvanich P. Cirrhosis--can we reverse
hepatic fibrosis? /P. Tangkijvanich, F. Yee Hal Jr. //
Eur. J. Surg. Suppl. —2002. - V. 587. — Pp. 100-112.

14 The Epidemiology of Cirrhosis in the United
States: A Population-based Study /S. Scaglione, S.
Kliethermes, G. Cao et al. //J. Clin. Gastroenterol. —
2015. - V. 49(8). — Pp. 690-696.

TRANSLITERATION

1 George J. Molecular mechanisms in the
pathogenesis of N-nitrosodimethylamine induced
hepatic fibrosis /J. George, M. Tsutsumi //Cell Death
Dis. —2019. - V. 10(1). — P. 18.

2 Hayward K. L. Improving Medication-Related
Outcomes in Chronic Liver Disease /K. L. Hayward,
R. A. Weersink //Hepatol. Commun. — 2020. — V.
4(11). — Pp. 1562-1577.

3 John S. Hyponatremia in cirrhosis: pathophys-
iology and management /S. John, P. J. Thuluvath //
World J. Gastroenterol. — 2015. — V. 21(11). — Pp.
3197-3205.

4 Kim M. Y. Hemodynamic alterations in cirrhosis
and portal hypertension /M. Y. Kim, S. K. Baik, S. S. Lee
//[Korean J. Hepatol. —2010. — V. 16(4). — Pp. 347-352.

5 Kim M. Y. Hemodynamic alterations in cirrho-
sis and portal hypertension /M. Y. Kim, S. K. Baik, S.
S. Lee //Korean J. Hepatol. — 2010. - V. 16(4). — Pp.
347-352.

A. Yecka”, H. LLlambunoea?®

6 Lata J. Hepatorenal syndrome //World J. Gas-
troenterol. — 2012. — V. 18(36). — Pp. 4978-4984.

7 Mittal S. Epidemiology of hepatocellular car-
cinoma: consider the population /S. Mittal, H. B.
El-Serag //J. Clin. Gastroenterol. — 2013. — V. 47. —
Pp. 2-6.

8 Naveau S. Epidemiology and natural history
of cirrhosis /S. Naveau, G. Perlemuter, A. Balian //
Rev. Prat. — 2005. — V. 55(14). — Pp. 1527-1532.

9 Randomized controlled trial testing the effects
of weight loss on nonalcoholic steatohepatitis /K.
Promrat, D. E. Kleiner, H. M. Niemeier et al. //Hepa-
tology. — 2010. - V. 51 (1). = P. 121-129.

10 Randomized controlled ftrial testing the ef-
fects of weight loss on nonalcoholic steatohepatitis
/K. Promrat, D. E; Kleiner, H. M. Niemeier et al. //
Hepatology. — 2010. — V. 51(1). = P. 121-129.

11 Recurrence of hepatitis C after liver trans-
plantation /C. Vinaixa, A. Rubin, V. Aguilera, M. Ber-
enguer //Ann. Gastroenterol. — 2013. — V. 26 (4). —
Pp. 304-313.

12 Schuppan D. Liver cirrhosis /D. Schuppan,
N. H. Afdhal //Lancet. — 2008. — V. 371. — Pp. 838-
851.

13 Tangkijvanich P. Cirrhosis--can we re-
verse hepatic fibrosis? /P. Tangkijvanich, F. Yee
Hal Jr. //Eur. J. Surg. Suppl. — 2002. — V. 587. -
Pp. 100-112.

14 The Epidemiology of Cirrhosis in the United
States: A Population-based Study /S. Scaglione, S.
Kliethermes, G. Cao et al. //J. Clin. Gastroenterol. —
2015. - V. 49(8). — Pp. 690-696.

Moctynuna 02.10.2023 r.

MOP®ONOMNMYECKUE ACMEKTbl HOPMAJIbHOW U NATOJIOrMYECKOW NEYEHMU

"TpaHcunbBaHckun yHuBepcuTeT bpalosa (PyMbiHus, T. Bpalos, yn. B-gyn 3poiinop, 29; e-mail: rectorat@
unitbv.ro)

2CMOreHCKMI rocyaapCTBEHHbIN MeauLMHCKUIA yHuBepcuTeT (Poccuiickan ®epepaunsi, CmoneHckasi obnacTb,
r. CmoneHck, yn. Kpynckon, 28; e-mail: info@studyinrussiaportal.com)

*AHTOHenna Yecka — MD, PhD, 3aBegytowlas otgeneHnem Buadyanusauum KnvHuKM usmonorum nerkux
r. bpawos; 3aBegyolas kadegpon KNETOYHOM U MOSEKYNSAPHON GUOMOrMU U TMCTONOMMU MELULMHCKOIO
dakynbTeTa TpaHcMnbBaHCKOro yHuBepcuteTa I Bpawos; PymbiHus, . Bpawos, yn. b-gyn Oponnop, 29;
e-mail: anto.chesca@gmail.com

BeedeHue. XpoHudyecknme 3aboneBaHusi MeYeHU akTUBMPYIOT CTeneHb MOBPEXOEHUS TenaTouuToB.
MaTonorvsi neyYeHy No TUMy UMppo3a pasBUBaETCS Nocre ANUTENbHOMO Neproaa nNaToorMyeckmx M3MeHeHun.
BaXkHbIM MOMEHTOM SIBMSIETCS BOCMarieHne, KOTopoe MPYBOAMT K 3aMEHe 300POBOM MapeHXMMbl MeYeHu
(p1Opo3HOI TKaHblO W pereHepaTUBHbIMK Yy3enkamu. Hapsigy ¢ aTMm nporpeccupylowias noptanbHas
rMNepTeH3nsl, CUCTEMHOE BOCManeHue U MNevyeHo4YHasi HedoCTaTOYHOCTb MPUBOAAT K PasBUTUIO LMppo3a
neyeHn. MeHemKMeHT HacTosLEl NaTororM NeYeHn CocpenoToueH Ha STUOTPOMHON Tepanun 1 NevYeHun
OCIOXHEHWI. B oTaenbHbIX criydasix MOXeT notpeboBaThCcs TpaHCNIaHTaums nevyeHu.

Llenb paHHOM cTaTby — BbISIBUTb HaWmy4dluvMe OOCTYMHble AOKasaTenbCTBa, aHanuaupylolme obpasLbl
neYeHn, HopMmarbHble U NaTonorMyeckue.
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Mamepuarnbl u mMemodbl. Bbinu NpUroToBrneHbl (OUKCUMPOBAHHbIE NpenapaTtbl, OKpalleHHble ABYMS
cnocobamu. Mcrnonb3oBany reMoaToKCUIIMH M 303WH, a Takke MPOBOAUIM TPUXPOMHOE OKpallMBaHuWe Mo
lonbaHepy — Cekenu. MyKpockonupoBanu Nof ONTUYECKMM CBETOBbIM MUKPOCKOMOM Mpu yBenudeHun x10
n x40. OBpasubl NeYeHn oToMpanu Npy ayTorncum oT NnauueHToB 6e3 naTonornu neYeH 1 oT NauueHToB C
AMAarHo3oM LMppo3 NeYeHu.

Pesynbmamsbi u obcyxdeHue. Mukpockonusi x10 B HOpMarnbHbIX 0O6pasuax MeyYeHu, OKpalleHHbIX
TPUXPOMHBIMK  KpacuTenamu no [onbaHepy — Cekenu BuOHbI TenaTouuTbl, NPOCTPaHCTBO KupHaHa,
coeguHUTENbHbIE Neperopodkn. Hapsay ¢ aTum, Ans cpaBHeHUs! NpeacTaBreHa MUKPOCKOMNUS NeYeHOYHOM
TKaHW NauMeHTOB C NaTosforMei NeYeHun, okpalleHHbIX knaccuyeckum Mmetogom H&E. BocnaneHue siBnsietcs
Ba)kHbIM MOMEHTOM, MPUBOAALMM K 3aMELLEHUI0 300POBOM MapeHXMMbl nedyeHn UBpo3HON TKaHblo U
pereHepaTVBHbIMU Yy3enkamu. Kpome Toro, nporpeccupylowiass nopranbHasi TMNepTeH3nsi, CUCTeMHOoe
BOcCMarneHue 1 ne4yeHo4Hasi HeAOCTaTOMHOCTb NPUBOAAT K PasBUTMIO LMPPO3a NeYeHN.

Bbieodbl. Halu Bknag B OaHHOW cTaTbe CBs3aH C BO3AEVCTBMEM (PU3NYECKUX, MCUXONIOTUYECKUX U
dmaronornyeckmx akTopoB. Bce aTM paHee ynomsHyTble hakTopbl OKasblBaloT GOrblUOe BrMSIHUE Ha
Ka4eCTBO >KN3HW B3POCHbIX MALMEHTOB C LMPPO30M NeYeHn. JledeHre 3Toi NaTonorim nevyeHn CocpeaoTodeHo
Ha NeYeHUN NMPUYKNH 1 OCTIOKHEHMI. B HEKOTOPbLIX CriyYasix MOXeT NoTpeboBaTbCA TpaHCMMaHTaUus NeyYeHu.

Krroueebie crioga: neyeHb, 3aborneBaHusi, LMPPO3 NeYeHn, ANarHocTrka, fievyeHme.
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Kipicne. BaybipablH co3blniMarnbl aypynapbl renatounTTepPAiH 3akbiMaaHy AapexeciH 6encengipeai. Liuppo3s
CUSKTbI Bayblp MATONOrMsIChbl y3aK yakblT 6oVibl NaToNorMsAnbiK e3repictepaeH keniH gamuasl. Manei3gbl caT —
Oyn cay Gayblp MapeHXMMachiH TanwbIKTbl TIHMEH XoHE pereHepaTuBTi TYWiHOAEPMEH aybICTbIpyFa SKeneTiH
kabbiHy. COHbIMEH KaTap NpOrpeccuBTi MOpTanAbIK rMNepTeH3us, Xyneni KabbiHy XxaHe BaybIp XKeTKinikciagiri
Gaybip LUMPPO3bIHbIH, AaMybiHa akenefi. Arbimaarel 6ayblip natonorusicbliH 6ackapy aTMOTPONTLI TepanusiFa
XoHe ackblHynapabl emaeyre barbiTtanfraH. Kenbip xargannapga 6ayblp TpaHcnnaHTaumschl kaxeT 6onybl
MYMKIH.

byn makanaHbiH MakKcambl — KanbiNTbl XX8HEe NaTonorvanblk Oayblp YMrinepiH TanganTbiH €H >Kakchbl
Jenengemenepai aHbikTay.

Mamepuandap meH adicmep. bekiTinreH npenaparTtap eki agicrneH 60srFaH: reMoaToKCUITMH MEH 303MH
xaHe longHep — Cekenu Tpuxpomabl 6osiymeH. Mukpockonus x10 xaHe x40 ynKenTy OnTuKanblK XapblK
MUWKPOCKOMbIMEH Xypri3ingi. bayblp TiHiHIH ynrinepi 6aybip LMppo3bl 6ap >xaHe Gayblp MATONOMMSChl >KOK
nauMeHTTepaeH ayToncus KesiHae anbiHab.

Hemuxenep »xoHe markbinay. O6bekTuBTi ynkenty x10 mukpockonus HaTwxkenepi: MongHep-Cekenu
Tpuxpom agicimeH GosnFaH kanbinTel 6ayblp ynrinepiHae renatountTep, KMpHaH KeHICTiri XeHe LaHekep
kabblkwanapbl kepiHedi. CoHbIMEH KaTap, camnbICTbIpy YLWiH knaccukanelk H&E agiciveH 6osinFaH Gaybip
natonorusicel 6ap HaykacTapablH MWKPOCKOMUACHI YCbiHbIFaH. KabbiHy cay 6ayblp napeHXumachiHbIH
nbpo3abl TIHMEH XeHe pereHepaTuBTI TYWiHOEPMEH anMacTbIpbllybliHa 9KEeNeTiH MaHbI3Abl hakTop Gonbin
Tabbinagbl. CoHar-ak, NpOrpeccuBTi NopTanablk MMNepTeH3uns, Xyneni KabbiHy xaHe BaybIp XeTKiNiKCi3airi
LUMppO3ablH AaMyblHa aKenegi.

KopbimbiHObI. Byn Makanagafbl 06i3giH ynec duaunkanblk, MCUXOMNOrMUANbIK XoHe U3nMonormsanbIk
dhakTopriapablH, acepiHe kaTbicTbl. XKofapblga aTanfFaH daktopriapdblH, Oaprbifbl LMppo3bl Gap epecek
nauveHTTepAiH eMip cypy canacbiHa yrikeH acep etegi. byn 6aybip aypyblH emgey cebentep MeH ackbiHynapapl
empeyre barbiTTanfaH. Kebip xxargavnapga 6aybip TpaHcnnaHTaumsachl KaeT 60Mnybl MyMKiH.

Kinm ce3dep: 6ayblp, aypynap, 6aybIip LMppo3bl, AMArHoCTMKa, EMAEY.
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