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0CTPOro rnomepynoHedpuTa. KOHTPONbHAA rpynna cocTosAna 13 50 NPakTUYecKi 3M0POBbIX My>KUYMH TOTO Xe BO3pacTa.

Pe3ynbTathl. Y 66 13 150 06Cne0BaHHbIX 60MBHBIX OCTPbIM FOMEPYOHEGPUTOM ObINIO OBHAPYKEHO CYOKNMHUYECKOe
nopaxeHue nedyeHu, NPUUYMHON KOTOPOrO MOXET ObITb renaToOTOKCUUECKOe BO3AEVCTBIE aPOMOHWKAIOLMX NPEenapaTos,
NPUHATBIX Ha HAYaNbHOM CTaauy 3aboneBaHunA. MopaxeHna neyeHr B OCHOBHOM NPOABAAANCH NPK OCTPbIX FNOMepPYSo-
HedpuTax, BbI3BaHHbIX CTPEMTOKOKKOBOW MHEKLMeN. [Tpryem BbIpaKEHHOCTb MOPaXXeHUA NeYeH He 3aBrcena oT A03bl
NPYHATBLIX 1eKAPCTB. BCneACTBIE TOKCMUECKOTO M MIMMYHHOTO MOPaKeHWsA NeYeHm NOBbILLAETCA YPOBEHb TPaHCaMUHa3,
CHUXAeTCA YPOBEHb anbOyMuHa.

KnioueBble cnoBa: oCTpblii raomepynoHedpuT, OCTPbI HedPUTUUECKMIA CUHAPOM, MOPAXXeHWe NedeHw, rnepTpaHca-
MUHa3emus

summary
Goal: To study the peculiarities of the course of acute glomerulonephritis in youngmen.

Material and research methods: Current study presents the results of clinical examination of 150 youngmen, aged 18-22,
who were hospitalized with acute glomerulonephritis. The control group consisted of 50 practically healthy youngmen.

Results: The study results showed, that subclinical liver injury was observed in 66 out of 150 examined patients with
acute glomerulonephritis, the cause of which can be hepatotoxic effects of antipyretic drugs, taken in the early stages of
the disease. In general, liver injuries occurred in acute glomerulonephritis caused by streptococcal infection. Moreover,
manifestation of liver injury did not depend on the dose of medicine. Due to toxic and immunological liver injury, levels of
transaminases increase and albumin levels decrease.

Keywords: acute glomerulonephritis, acute nephritic syndrome, liver injury, hypertransaminasemia
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BeBepeHue

Ocrpsiit riomepynonedpur (OI'H) - 3abonesanue,
XapaKTepHOe [ NI MOIoJoTo Bo3pacTa. Cpenn
daxTopoB, cnoco6cTByomux passuruio OI'H, oc-
HOBHYIO MacCy COCTaB/IAKT MHPEKINM, 0COOEHHO
CTPENTOKOKKOBbIE I BUPYCHbIE. bonesHb HaunHaeTcs
yepes 7-20 gHel Ioc/ie Ha4ya/IbHOTO AeliCTBU A PasHbIX
arenTos [1,2,3]. IlepBu4HOe HelicTBME 9TMONOTMYECKIX
($akTOpOB, KaK MPaBIU/IO, COIPOBOXKAAETCA MOBBIIIE-
HIEM TeMIIepaTypbl Te/la, 110 IOBOAY 4ero 60mbHbIe
NIPUHMMAIOT XapOIMOHMKAIOIJe TIpelaparTsl, B OC-
HOBHOM I1aparieTaMorn 1 fukiaodeHax. [locnenHue, Kak
M3BECTHO, SB/ISIIOTCS TelaTo- M HeppOTOKCUYHBIMMU
npenaparamu [4,5]. [leyeHb urpaer Befyly poib
B MeTabonm3Me 6ONBIINHCTBA JIEKAPCTB, 0COOEHHO
IIpU UX NIepOpabHOM NpUMeHeHun. JlekapcTBeHHOE
IopakeHMe MeYeH) BCTpedyaeTcs Jalle, YeM JUarHo-
ctupyetcs [6,7]. Beimensior ABa BiAa IIOpaskeHN Tie-
YeHU — TOKCUYeCcKoe ¥ NUAMOCUHKPa3niecKoe, KOTopoe
B CBOIO OYepeib pa3fensioT Ha MMMYHOaJ/IIeprindeckoe
n metabonmueckoe [8,9,10]. Vignmocrukpasmdecknit
B TIOPayKeHM A TTeYeHM, KaK IIPABNIIO, XapaKTepusy-
€TCsA 30N POBAHHBIM NTOBBIIIEHIIEM YPOBH A CHIBOPO-
TOYHBIX TpaHCaMmHa3 (aaunHoBoit (AJIaT) u acmap-
rnHoBOI (ACaT)). Tokcudeckoe opakeHue MmevyeHn
HPOSABIIETCA TAK)XKe CHIDKEHJeM CUHTe3a aIbOyMuHa,
YTO IPUBOAUT K Ja/IbHENIIIEMY CHUXEHUIO CTIOCOOHO-
CTU CBA3BIBATb JIEKApPCTBEHHIIE CPECTBA, B TOM YNCIIe
u >xaponoHmkamoigue [11,12]. IToseiuraercs 6uonorn-
JecKasi aKTMBHOCTD JIEKapCTB 1 OuotpaHcopmanms
06pasyoiuxcs TOKCM4eckux metabonnros [13,14,15].

B nuTeparype onmncpIBaOTCA [0303aBUCHMBIE U J10-
30HE3aBJCYMBIE TUIIBI TEKaPCTBEHHOTO IOPAXKeHM A
HevYeHy, IpuveM H030He3aBICHMBII TUII 4aCTO ObIBaeT
HeTpeJiCKa3yeMbIM I BCTPEYaeTCs JOBOIBHO PENKO.
Takoe mopakeHue IeYeHy IPOTEKaeT IO TUITY I'U-
[epYyBCTBUTENBHOCTY 3aMeJ/IeHHOro Tumna [16,17].
IMoBpexpaolue feficTBMe TeKapCTB Ha eYeHb Pa3By-
BaeTcst oT 5 0 90 fHelt oT Havasa ux nprema [18,19,20].
IlepBu4HOE MOpa>keHMe IeYeHU MPY MOYEYHOI MaTo-
JIOTUY B JOCTYITHOI HaM TMTEPAType He ONMChIBAETCA.
B HameM ciydyae MBI pacCMaTpuBaeM KIaccMdecKue
BapuaHThl passutus OT'H, Ha pone koToporo npuem
napareTaMosia u JukiogeHaka Bp3bIBaeT JUCHYHK-
LIOHAJIBHOE U OpraHNYecKoe IopaskeHue IeYeH,
YTO B CBOIO OUepefib OTPUIIATENbHO AENCTBYeT Ha M-
namuxy OT'H.

Ilens: uccnemoBaHme 0COOEHHOCTEN MOPaXKEHN ST
[eYeH! IIPY OCTPOM IJIoMepyIoHepuTe Y MYXXUNH
MOJIOZIOTO BO3pacTa.

MaTepnan
U MeToAbl nccnefoBaHunA

J1s1 [OCTVDKeHM A LieNu MCCIeloBaHmA 6bII0 06Ce-
IoBaHO 150 60IBHBIX MY>KCKOTO II0/Ia B BO3pacTe 18—
22 net. Bce 6onbHbIE 06CTIE[OBANNCH IO OOLIENPUHS-
TOII CXeMe, ObIIN IIPOBeeHbl 001I/e aHATN3BI KPOBH
Y MOYM, CYTOYHBII aHaIN3 MOYH, OMOXMMUIECKNIT
aHanus kposy, C3, C4 ¢ppaxiuy KOMIIEMEHTa, COHO-
rpadus OpraHoB OPIOIIHON IIONIOCTH, PEHTTEHOBCKOE
obcenoBanye opraHoB rpynHoi Kinetku, IKI, axo-
Kappnorpadus. [InuarHos ocTpslit IIoMepynoHeppur
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Introduction

Acute glomerulonephritis is a disease characteristic
of young people. The main factors contributing to the
development of acute glomerulonephritis are infec-
tions, particulartly streptococcal and viral. The disease
develops 7-20 days after the initial action of different
agents (1,2,3). The primary effect of etiological factors,
as a rule, is accompanied by an increase in body tem-
perature, for which patients take antipyretic drugs,
mainly paracetamol and diclofenac. These are known
as hepato-and nephrotoxic drugs (4,5). Liver plays a
major role in the metabolism of most drugs, especially
when taken orally. Drug-induced liver lesion occurs
more frequently than itis diagnosed (6,7). There are two
types ofliver lesions - toxic and idiosyncratic, which in
its turn can be immuno-allergic and metabolic (8,9,10).
The idiosyncratic type of liver lesion is usually char-
acterized by an isolated increase in the level of serum
transaminases (alanine (ALaT) and aspartic (ASaT)).
Toxic liver lesion is also manifested by the decrease in
albumin synthesis, which further leads to the decrease
of drug binding property of liver, including antipyret-
ic drugs (11,12). The biological activity of drugs and
biotransformation of their toxic metabolites increase
(13,14,15). Literature sources describe dose-depen-
dent and dose-independent types of drug-induced
liver lesions, and the dose-independent type is often
unpredictable and occurs quite rarely. Such kind of
liver lesion develops as a slow hypersensitivity reaction
(16,17). Liver drug lesion develops within 5-90 days
after the drugintake (18,19,20). In the literature sources
available to us there are no data concerning primary
liver lesion in renal pathologies. In the current case we
discuss classical types of the development of acute glo-
merulonephritis, when the intake of paracetamol and
diclofenac results in a dysfunctional and organic liver
lesion, which in its turn negatively affects the course
of acute glomerulonephritis.

Goal: study of peculiarities of liver lesions in young
men with acute glomerulonephritis.

Material
and research methods

To achieve the goals of the research 150 male patients
aged 18-22 were examined. All the patients were exam-
ined according to the accepted examination schemes:
complete blood count and urinalysis, 24-hour uri-
nalysis, biochemical blood examination, C3 and C4
fractions of complement, abdominal ultrasound, chest
X-ray, ECG, echocardiography. Acute glomerulonephri-
tis was diagnosed based on history, clinical and instru-
mental investigations. In history a special significance
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6bLT TOCTaB/IEH Ha OCHOBE aHAMHECTUYeCKHUX, K/IU-
HUKO-TabOPaTOPHBIX ¥ MHCTPYMEHTAIbHBIX MCCIIe-
poeaHmit. Ocoboe 3HaYeHNe B aHAMHe3e YAeIAI0Ch
(dakTopaM pucKa 1 3THONOTnIecKoMy pakropy. B ana-
MHeCTUYeCKMX JAaHHBIX Y BceX 150 60/IbHBIX OTMeYeHbI
[epeHeceHHasl CTPENTOKOKKOBas (84 6OMbHBIX) MIN
BupycHas nHeKusA (66 60IbHBIX), KOTOPbIE IPOsI-
BIJINCD IIOBBIIIEHVIEM TeMIIePaTy Pbl. [I/1 HOHV>KeH M A
TeMIIepaTypbl OONbHBIE IPYHUMA/IY HECTEPOUIHEIE
MPOTMBOBOCHANNTENbHBIE IPEIapaThl, B YaCTHOCTIA,
napaneraMon u guknopeHak. CpeHAs IPOJOIKI-
Te/IbHOCTD IIPYMEHEeHN A ITUX JIeKapCTB COCTaBANA
3-5 pgHeit. Bce 60/pHBIE OBUIM TOCTINTATN3UPOBAHBI
Ha 7-20 fieHb 3a60/1eBaHMsI C [UAaTHO30M OCTPBIII I710-
MepynoHedpur.

Bce 60nmbHbBIe OBIIN pa3fie/leHbl Ha Be TPYIIIBI 110
KJIMHUYECKUM IPOSIBIEHNAM. Y GOTBHBIX ITePBOIL
rpynmnsl (102 601bHBIX) 60/IE3HD IPOSBUIACH OCTPHIM
HebputndeckuM cuagpomoM (OHC) - otexu, rumep-
TOHM, MOYEBOII CUHIPOM. Y GOJIBHBIX BTOPOIT IPYILIIbI
(48 601pHBIX) 60/1E3HD IPOSABUIACH U30TMPOBAHHBIM
moueBsiM cuHApoMoM (VIMC). Y 66 601bHBIX ObLIN
oOHapy>KeHbI IPM3HAKYU OPakeHUs NedeHu, y 48
607bHBIX 60/I€3Hb OCTIOXXHIUIACH OCTPOIL IOYETHOI He-
JOCTaTOYHOCTbI0. KOHTpO/IbHAA IPYIIIIa COCTOSANA U3
50 mpaKTUYeCKM 3/J0POBBIX MY)KUIH TOTO Ke BO3pacTa.

Pesynbratbl

Ha mepBoii cTafgnu MCCIefOBAHIS ObUIN IIPOBEfeHbI 06-
VIt aHA/IM3 KPOBY U MICCTIefIOBAaHNe OMIOXMMUYECKUX
IOKa3aTeslel IpU OCTPOM IJIOMepyIoHedpuTe, Ipo-
TeKaILIeMCOCTPBIMHEPPUTUIECKIMCUH/POMOMM-
M30MMPOBAHHBIMMOYEBBIMCMHAPOMOM. Pe3ynpraTe
IpuBefeHsl B Tabmue 1.

Kak BunHo n3 Tabamigs! 1, mpu 0CTPOM ITIOMEPYIO-
HedpuTe, IPOTEKAIOIIEM C OCTPHIM HePPUTUIECKUM-
CMHJIPOMOM, ITOKa3aTe/lN SPUTPOLUTOB KONEOMIOTCA
B IIpefie/laX pas3pelleHHOI HOPMbI, Hab/IIogaeTcs He-
3HAUYMTE/IbHO BbIPA>KeHHBII 1e/IKOLMTO3, TI0Ka3aTe/lb
CO3 mpespllIaeT paspelieHHYI0 HOPMY B OK0JIo 3,8
pas, mokasarenb ¢ubpuHoreHa — B okono 1,37 pas.
Y 60/IbHBIX C M30/IMPOBAHHBIMMOYEBBIMCUHPOMOM
HabJIIolaeTcsl CHM KEHMe TT0Ka3aTelsA reMOIo0uHa
npubIM3NTeNbHO B 1,14 pas, CHMOKeHMe TTOKa3aTesa
SPUTPOLUTOB NpUOIU3UTENbHO B 1,06 pas, mokasa-
tenb COI mpeBbIlIaeT HOPMY B 2,8 pas, mokasarenb
¢ubpunorena — B 1,2 pasa, u3MeHEHUs IEKOL[UTOB
HaXOJATCSA B IIpefie/laX pa3pellleHHO HOPMBI.

Pe3ynbTaThl 6MOXMMMUYECKOTO aHAIM3a KPOBY IIPU-
BeJleHbl B Tabnumax 2 u 3.

Kak BbIHO 13 TabMUIbl 2 TOJAHHBIM OMOXUMU-
YeCKOTO aHa/n3a KpoBy nokasarens C-peaKTMBHOTO
6eska Bblllle Y 6ONBHBIX C OCTPBIM HeDPUTUUIECKUM
CHHJIpOMOM, IpEeBbIIIaeT HOPMY HPUOIN3UTETHHO
B 5,6 pa3, y 60JIbHBIX C MU30/IMPOBAHHBIM MOYEBBIM
CUHJpOMOM JIJaHHBIN TTOKa3aTelb MpeBhIIIaeT HOp-
My B 5,2 pasa, nokasarenb ACJIO y 6onbHbix ¢ OHC
IpeBbIIIaeT HOPMY B 3,2 pasa, a y 6onbHbx ¢ VIMC
- B 0KOJI0 2 pas, nokasarenb ACAT cooTBeTCTBEHHO
[peBBIIIAeT HOPMY IpUOIU3NTENBHO B 2,4 1 2,1 pasa,
nokasarenb AJIAT y 6onbpabix ¢ OHC npesbinraet
HOpMY B 2,86 pasa, a'y 6ombHbIX ¢ IMC - B 2,27 pas.
IToxasarenb aqpOyMyHa HU3KUI B 000UX CIIydasx,

is assigned to the risk factors and etiological factor.
The history of all 150 patients includes streptococcal in-
fection (84 patients) or viral factor (66 patients), which
were manifested by increase in temperature. To lower
the body temperature, the patients took nonsteroidal
anti-inflammatory drugs, paracetamol and diclofenac
in particular. Average intake period of drugs lasted 3-5
days. All the patients were hospitalized within 7-20
days of the disease with the diagnosis of acute glo-
merulonephritis. According to clinical presentations
all the patients were divided into two groups. In the
first group (102 patients) the disease manifested with
acute nephritic syndrome (ANS) - oedemas, hyperten-
sion, urinary syndrome. In the patients of the second
group (48 patients) the disease manifested with isolated
urinary syndrome (IUS). In 66 patients signs of liver
lesion were detected, and in 48 patients the disease was
complicated by acute renal failure. The control group
consisted of 50 practically healthy men of the same age.

Results

In the first stage of the researchcomplete blood count
and biochemical data examination in acute glomeru-
lonephritis with acute nephritic syndrome and isolated
urinary syndrome were carried out. The results are
presented in Table 1.

As Table 1 shows, in acute glomerulonephritis with
acute nephritic syndrome erythrocyte values vary with-
in normal range, leukocytosis is slightly manifested,
ESR values are about 3,8 times higher than normal,
fibrinogen values — about 1,37 times. In patients with
isolated urinary syndrome the decrease in hemoglobin
is approximately 1.14 times, the decrease in erythrocyte
values is approximately 1.06 times, ESR values are 2.8
times higher than normal, fibrinogen value - 1.2 times
higher, changes in leukocytes are within normal range.

The results of biochemical blood test are presented
in Table 2 and Table 3.

As the table 2 shows according to the biochemical
blood test results the C-reactive protein value is higher
in patients with acute nephritic syndrome, it is approx-
imately 5.6 times higher than normal, in patients with
isolated urinary syndrome, this value is 5.2 times higher
than normal, the value of ASLO in patients with acute
nephritic syndrome is 3.2 times higher than normal,
and in patients with isolated urinary syndrome - about
2 times, the AST value, respectively, is approximately
2.4 and 2.1 times higher than normal, the ALAT value
in patients with acute nephritic syndrome is 2.86 times
higher than normal, and in patients with isolated uri-
nary syndrome - 2.27 times. The albumin value is low
in both cases, in patients with acute nephritic syndrome
it is approximately 1.87 times lower than normal, and
in patients with isolated urinary syndrome - 1.28 times.

As Table 3 shows in patients with acute nephrit-
ic syndrome C3 fraction of complement decreased
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Ta6mumna 1.

PesynbpraThl 1a6opaTopHOTO
aHanM3a KpoBM IIPM Pa3HBIX
KIMHNYIECKIX POpMax OCTPBIX
rinoMepynoHeppnuToB

Table 1.

Results of laboratory blood
count in acute glomerulone-
phritis of different clinical
forms

Ta6numna 2.

Pe3y)’IbTaTbI 6]/[0XMMM'~I€*
CKOTOH aHa/In3a KpOBMU Ipu
PaSHbIX KJIMHNYECKUX ('l)OPMa*
XOCTPBIX I7IoMepynoHepruTOB

Table 2.

The results of biochemical
blood test in acute glomerulo-
nephritis of different clinical
forms

Ta6numna 3.

Vi3meHeHus 1abOpaTOPHBIX
oKasaresein IIpU OCTPBIX
rnoMepynoHedpurax

Table 3.
Changes in laboratory values
in acute glomerulonephritis

78

KNNHWYecKan ractposHTeponorua | clinical gastroenterology

Femorno6uH SpuTpouunTbl NeiikouunTbl co> OubpuHoreH
Mokasatenu 13.1-16.7r/gn 4.24-5.72x10'%/n  3.8-11.2x10°/n 2.0-10.0MMm/u 1.8-3.5r/n
Data Hemoglobulin Erythrocyte Leucocyte ESR Fibrinogen
13.1-16.7 g/dl 4.24-5.72x10'%/I  3.8-11.2x10%/I 2.0-10.0 mm/h 1.8-3.5 9/l
SH? Nevhriti 13.0+1.85 4,56%0,03 10,98+2,25 38,8+1.55 4,8+1.85
s;rlllderonelg e p<0,05 p<0,01 p<0,01 p<0,01 p<0,05
i/ﬂ\;[(i d uri 11.5+£0.98 3,99+0.15 8,18+0,24 28,01+1,8 4,3%+2,6
Ssy‘;grf)m‘:mar‘/ p<0,25 p<0,01 p<0,01 p<0,01 p<0,05
C-peaKTMBHbIN ACJIO ACAT ANAT Anb6ymuH
Mokasatenu 6enok <5mr/n <200epuH/n <37/31 epuH/n <42/32 egun/n 34-48r/n
Data C-reactive ASLO AST ALT Albumin
protein <5mg/I <200 unit/I <37/31unit/I <42/32unit/I 34-48¢/l
gH? hriti 28,26+0.12 640+50.85 88,9+5.85 120,1+5.85 18,18+4.65
S;I‘jdi;;i e p<0,25 p<0,01 p<0,05 p<0,05 p<0,07
MC
Isolated uri 26,16£0.25 400£20.98 78,12+5.48 95,4+5.98 26,49+2,51
Ssyc;lgrf)m“e““ar‘/ p<0,25 p<0,01 p<0,05 p<0,02 p<0,07
C3 dpakymsa C4 dpakumsa MpoTenHypus
KOMMJIeMeHTa KOMMJIeMeHTa KpeaTuHuH B CyTOyHOu moye  [lpoTenHypusa
Mokasatenu 0.84-1.67r/n 0.1-0.4r/n 44-80enuH/n <0,033%o0 <0,10r/n
Data Complement Complement C4 Creatinine Proteinuria Proteinuria
C3 fraction fraction 44-80unit/I in 24-hour <0,109/I
0.84-1.67g/I 0.1-0.49/I urine<0,033%o
gH(t: hriti 0,27£0,15 0,17£0,02 125,1+28.8 2,82+0,24 1,11£0,64
SYCI‘I‘ der:;llz nitie p<0,05 p<0,05 p<0,25 p<0,01 p<0,01
}/H\;I(t: duri 0,44%0.16 0,23+0.01 115,7+25.9 0,86%0,2 0,81+0,11
S;‘;Z;;Zmary p<0,05 p<0,05 p<0,025 p<0,01 p<0,01

y 60ombHBIX ¢ OHC 0H HM>XXe HOPMBI IPUOINSUTEIBHO
B 1,87 pas, ay 6onpubix ¢ IMC - B 1,28 pas.

Kak Bupno us Tannust 3, y 6onbpabix ¢ OHC C3
(bpakuysa KOMIUIEMEHTa CHU3WIACh NPUOTM3UTEIbHO
B 3,1 pasa, y 60npubIx ¢ IMC - mpu6musutensHo B 1,9
pas. Viamenennst C4 ppaxiym KOMIIEMEHTA B 000UX
CIy4asax KomeOmoTCs y HYDKHETO Tpefiesia pas3peleH-
HOJI HOPMBIL. 48 13 06C/IefOBaHHBIX 6ONTBHBIX IIOCTYIIN-
JIM B KTTMHYKY C OCTPOJ TOYEIHOI HEJOCTaTOYHOCTHIO,
U3 HUX 34 C OCTPBIM HePPUTHYECKMM CUHAPOMOM, 14-
C M30/IMPOBaHHBIM MOYEBBIM CMHpoMoM. [TokasaTenn
KpeaTVHMHA Y 3TUX OOJIbHBIX OBIIM COOTBETCTBEHHO
BBIIIe HOPMBI B 1,56 11 1,43 pasa. IIpotennypus 6oiee
BBIpa)keHa IIPYU OCTPBIX INIOMepylIoHeDPUTaX, IPO-
TEKAIOIMX C OCTPHIM HeQPUTIYECKIM CHAPOMOM.

O6cyxaeHne

TaxkuM 06pa3oM, pe3yIbTaThl UCCIELOBAHNUA MTOKa-
3aJIM, 4YTO y JIUI| MOJIOZOTO BO3pacTa HePBUYHBIM
3TUONIOTUIECKUM PAKTOPOM OCTPOTO IJIOMEPYIIOo-
He(dpuTa ABIAETCA CTPENTOKOKKOBasA MHPEKI M.
Knnundeckue nposiBieHust 60me3Hu 61N SIPKO
BBIPa>KeHBI, Y OONbIIMHCTBA 6OIPHBIX OHA HPOSB-
JISIIach OCTPBIM HePUTUYECKMM CUHAPOMOM. Y 66
u3 150 o6cmefoBaHHBIX OONTBHBIX OCTPBIM ITIOMEPY-
noHeppUTOM 6BII0 O6HAPYKEHO CYOKIMHMYECKOe
HOpa>KeHe [IeYeH N, IPUINHOI KOTOPOTO MOXKET ObITH

approximately 3.1 times, in patients with isolateduri-
nary syndrome — approximately 1.9 times. Changes in
C4 fraction of complement in both cases vary at the
lower limit of the normal range. 48 of the examined
patients were admitted to hospital with acute renal
failure, 34 of them - with acute nephritic syndrome,
14 - with isolated urinary syndrome. The values of
creatinine in these patients were, respectively, 1.56 and
1.43 times higher than normal. Proteinuria is more
expressed in acute glomerulonephritis with acute ne-
phritic syndrome.

Discussion

Thus, the results of the research showed that in young
adults the primary etiological factor of acute glomeru-
lonephritis is streptococcal infection. Clinical manifes-
tations of the disease were expressed, in most patients it
wasmanifested by acute nephritic syndrome. Out of 150
patients examined for acute glomerulonephritis 66 had
subclinical liver lesion, resulted from the effect of an-
tipyretic hepatotoxic drugs taken in the initial stage of
the disease. The research showed that liver lesions were
mainly manifested in acute glomerulonephritis caused
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rernaToTOKCHMYEeCKOe BO3/IeNCTBIE KAaPOIOHMKAI0-
VX NpeNapaToB, IPMHATHIX Ha HAYaIbHON CTajun
3aboneBaHus. ViccieoBaHMA IOKA3aIu, YTO B OCHOB-
HOM ITIOpaKeHM I TeYeHM MPOAB/IAIUCH IPY OCTPBIX
I7IOMepPy/IOHe(pPUTAX, BBI3BAHHBIX CTPEITOKOKKOBOII
nHbexumeii. IIpudem BPaKeHHOCTb MOPAXKEHMS
IIeYeH! He 3aBUcesIa OT 103bl IPUHATHIX JIEKapCTB.
BcnencTBie TOKCMYECKOTO M MMMYHHOT'O HOPaXKeHU A
IeyeH) MOBLIIIAETCS YPOBEHb TPaHCAMIHA3, CHMKa-
eTCs ypOBeHb a/IbOYMMHA. DT U3MEHEHM IPOTEKAIOT
Hapasie/IbHO C Pa3BUTHEM OCTPOTO IIOMepy/IoHedpu-
Ta U KOPPEUPYIOT C HEKOTOPBIMU TabOPaTOPHBIMU
nokasatensamu (ACJIO, C-peaktuBHbil 6emok, CO3,
¢ubpuHOreH, nporenHypusi). Vicxons u3 BbllIen3-
JIOXXEHHOTO HeOOXOIMMO OLleHUTh QYHKI[MOHATbHOE
COCTOsIHME TIe4eHM IpK M0OBIX (OpMax OCTPBIX I7I0-
Mepynonedpuros. IIpu octpom rnomepynonedpure,
IPOTEKAIOIIeM C TIOpaKeHMeM ITeYeH ), PEKOMEHYeTCs
HOCJTe M3/IeYeHN s TPOBeCTU QYHKIVOHATBHYIO OLjeH-
KY COCTOAHMA NeYeHN Y JUHAMUYECKUI KOHTPOJb
B TeYeHMe 5 NOoC/ey oI uX JIeT.

JNIntepatypa | References

1. Anses IO.I,, Amocos A. B., Audpocosa C. O. / op;, pep.
V1. E. Tapeesoit: Hedppomorust. M.: MeguiuHa, 2010. 459 c.

Alyaev Yu.G., Amosov A. V., Androsova S.O. / edited
by I.E. Tareeva: Nephrology. - M.: Medicine, 2010, 459
p. (In Russ.)

2. Bapwasckuii B. A., I'onuyuna E. II., Memenesa H. A.
VIMMYHOKOHTAKTHBIi1 I/ToMepynoHedput // Apx. maro-
norun. 2009. -T. 71, Ne 1.-C. 42-45.

Varshavsky V. A., Golitsina EP, Metteleva H. A.
Immunocontact Glomerulonephritis / Arkh. Pathology.
2009, vol. 71, no. 1, pp. 42-45. (In Russ.)

3. Ahn S. Y., Ingulli T. Acute Poststreptococcal
Glomerulonephritis: an update / Curr. Opin. Pediatr.
2008, vol. 20, pp. 157-162. Available at https://doi.
0rg/10.1097/mop.0b013e3282f45bcf

4. bBamaesa E.I1. CocTosiHME TyMOPATIbHOTO UMMYHUTETA
y IeTeit Py HEKOTOPOII ITATOIOr MY T104eK // 3abaiikat.
meq. BecTH. 2010. Ne 1.-C. 3-5.

Batayeva E. P. A Condition of Humoral Immunity in
Children with Some Pathology of Kidneys//Zabaykal.
Medical Bulletin 2010, no. 1, pp. 3-5. (InRuss.)

5. Tepacumenxo O.H. XpoHudeckuii rmomepynoneppur
(rematypuueckas ¢opma) B IeTCKOM BO3pacTe: KIN-
HUKO-MOP(OIOrnyecKyie 0COOEHHOCTU ¥ NPOTHOCTH-
geckue daxrops // 3gopoBbe pebenka. 2011. - Ne 4. -
C.22-26.

Gerasimenko O. N. Chronic Glomerulonephritis (he-
maturic form) in Childhood: Clinico-Morphological
Peculiarities and Prognostic Factors // Healthy baby.
2011, no., pp. 22-26. (In Russ.)

6. HildebrandtF., Attanasio M., Otto E. Nephronophthisis:
Disease Mechanisms of Ciliopathy //J. Am. Soc. Nephrol.
2009, vol. 20, no. 1, pp. 23-35. Available at https://doi.
org/10.1681/asn.2008050456

7. Beus @. M., Xapnamos A. V. KIMHNKO-MMMyHOIOT -
yecKas XapaKTepUCTMKa OCTPOro rinoMepynonedpura
Y BOGHHOCTTY)KaIUX, IPOXOAAIINX BOCHHYIO CITyX0y
o npusbiBy // Boen.-men. xypH. 2009. - T. 330, Ne 2. -
C.76-77.

Bian F. M., Kharlamov A. 1. The Clinico- Immunological
Characteristics of Acute Glomerulonephritis in the

by streptococcal infection. It must be noted thatthe
expression of liver leison did not depend on the dose of
the drugs taken. As a result of toxic and immunologic
lesion of liver transaminases level increases, albumin
level decreases. These changes happen along with the
development of acute glomerulonephritis and are cor-
related with some laboratory values (ASLO, C-reactive
protein, ESR, fibrinogen, proteinuria). Therefore, it is
necessary to assess the functional state of liver in any
types of acute glomerulonephritis. In case of acute
glomerulonephritis with liver lesion it is recommend-
ed to perform the assessment of the functional state
of liver and dynamic control during a 5-year period
after recovery.

Military Population Undergoing Military Service by
Call-up. Military Medical Journal, 2009, vol. 330, no. 2,
pp- 76-77. (InRuss.)

8. XKusnescxas M. V., Xmenesecxkas M. I. Knuuuko-
nabopaTopHble KPUTEPUM IO3THUX OCTOXHEHUI
OCTPOTO MOCTCTPENTOKOKKOBOTO ITIOMepyIoHeppuTa
c HePUTHYECKUM CHHIPOMOM y fieteit // Tlepmarpust: us
XIX B XXI Bek: marepuansi II Poc. Hayd. koud. (CaHKT-
ITerep6ypr, okt. 2010 1.). - CII6., 2010. - C. 27.

Zhiznevskaya I. 1., Khmelevskaya I. G. Clinico-
Laboratory Criteria of the Late Complications of
Poststripctococcal Glomerulonephritis with Nephritic
Syndrome. Pediatrics: 19-20th centuries: Material IT
Ros. Scientific conference (St. Petersburg, October 2010).
St. Petersburg, 2010, pp. 27. (In Russ.)

9. bByposaJl. A., I'aspunosa E. A., [Iueapesckuii IL.B u 0p.
Croco6HOCTb CTPENTOKOKKOB IPYHIIbI A Tuma M12
CBA3DBIBATb MMMYHHbIE KOMIIJIEKCHI M IX POJIb B ITATOTE-
Hese IOCTCTPeNTOKOKKOBOTo roMepynonedpura// Mex.
ummyHonorus. 2014.-T.8, Ne 5/6.-C.623-630.

Burova LA, Gavrilova EA, Pigarevsky P.V et al. Capacity
of Streptococcus of Group A of Type M12 to Connect
Immune Complexes and Their Role in Pathogenesis
of Poststreptococcal Glomerulonephritis. Med.
Immunology, 2014, vol.8, no. 5/6, pp. 623-630. (In Russ.)
Available at https://doi.org/10.15789/1563-0625-2006—
5-6-623-630

10. Lopez-Novoa J.M., Rodriguez-Pena A.B., Ortiz A. et al.
Etiopathology of Chronic Tubular, Glomerular and
Renovascular Nephropathies: Clinical Implications //
J. Transi. Med. 2011, vol. 9 (Suppl. 1), pp. 9-13. Available
at https://doi.org/10.1186/1479-5876-9-13

11. Jnun B. B. BupycaccounpoBaHHBII ITOMEPYTOHEPUT
y mereit / B.B. Jlmun // BecTHUK cmy>x651 kpoBy Poccun.
2008. - Ne 1. - C. 37-38.

Dlin V. V. Virus Related Glomerulonephritis in
Children// Bulletin of the Blood Donation Service of
Russia. 2008, no.1, pp. 37-38. (In Russ.)

12. Bagga A., Bakkaloglu A., Devarajan P. et al. Acute Kidney
Injury Network. Improving outcomes from Acute Kidney
Injury: Report of an Initiative // Pediatr. Nephrol. 2007,

79



JKCMepUMeHTanbHas 1 KNNHUYeCKan ractposHTeponorua | Bbinyck 172 | Ne12 2019

80

13.

14.

15.

16.

Vol. 22, no. 10, pp. 1655-1658. Available at https://doi.
0rg/10.1007/s00467-007-0565-4

Bamiwowun M. M., ITosunaiimume II. E. Knuandeckas
Hedponorus // M.: [Ixanrap, 2010. - 682 c.

Batyushin M. M., Povilaytite P. E. Clinical Nephro-
logy//M.: Dzhangar, 2010, 682 p. (In Russ.)

Lvizun A. H. CoueTaHHbIe 3a60/1eBaHM A IIEYEHM U TIOYEK
y mereit // Knus, nedponorns. 2009. - Ne 3. — C. 47-51.

Tsygin A.N. The Combined Diseases of Liver and Kidneys
in Children //Klien, Nephrology. 2009, no. 3, pp. 47-51
(InRuss.)

Bopucosa T.II. Mopdonorundeckas XapaKTepUCTUKa
pasnuyHbIX GOpPM rIoMepynoHedpuTa 1 UX KINHU-
YeCKMX IPOsABIEHNUI B IeTCKOM Bo3pacTe// 30poBbe
pebenka. 2007. - Ne 1. - C. 59-61.

Borisov T. P. The Morphological Characteristics of
Various Forms of the Glomerulonephritis and Their
Clinical Manifestations in childhood; Health of the child.
2007, no. 1, pp. 59-61. (In Russ.)

Hsovik A. WM., Bazpuii A. 9., Aposas H. D. u 0p. Ocrpslit
nocTuHGEKIMOHHBII oMepynoHedput; HoBocTi Me-
puuuHel u papmanun. Hedpomorms. 2009. — Ne 297. —
C. 101.

17.

18.

19.

20.

KNNHWYecKan ractposHTeponorua | clinical gastroenterology

Dyadyk A.I, Bagry A.E., Yarovaya N.F. et al. Acute Post-
Infectious Glomerulonephritis; News of Medicine and
Pharmacy. Nephrology, 2009, no. 297, 101 p. (In Russ.)

Eison T. M., Ault B. H., Jones D. P. et al. Poststreptococcal
Acute Glomerulonephritis in Children: Clinical Features
and Pathogenesis: Pediatr. Nephrol. 2011, vol. 26.
Available at https://doi.org/10.1007/s00467-010-1554-6

3emcxos A. M., 3emcxos B. M., Kapaynoe A. B. Knuuu-
yecKasg MMMYHONOTHA nmof, pef. A. M. 3emckoBa. M.:
I'SOTAP-Mepua, 2008. - 432 c.

Zemskov A. M., Zemskov V.M., Guard of A.B. Cli-
nical Immunology edited by A. M. Zemskova. M.:
GEOTAR-media, 2008, 432 p. (InRuss.)

Kabnykosa, E. K. KnerouHsre MexaHU3Mbl pOpMUPO-
BaHMA XPOHMYECKOTO IIoMepynoHedpuTa y gerei //
OKCIIepUM. ¥ K/IUH, MegunuHa. 2008. - Ne 4. — C. 102.

Kablukova, E. K. Cellular Mechanisms of Formation of the
Chronic Glomerulonephritis in Children; Experimental
and Clinical Medicine. 2008, no. 4, 102 p. (In Russ.)

Ilyas M., Tolaymat A. Changing Epidemiology of Acute
Poststreptococcal Glomerulonephritis in Northeast
Florida: A Comparative study // Pediatr. Nephrol.
2008, Vol. 23, pp. 1101-1106. Available at https://doi.
0rg/10.1007/s00467-008-0778-1





