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Ilenv uccaedosanus. Ouenka 3¢ dexTHBHOCTH Pa3paGOTaHHOI TAKTHKH HHTEHCHBHON TePAaNuK NPU OCTPHIX OTPABICHHUSX YK-
CYCHOM KHCJIOTOM, OC/IOKHEHHbBIX 9K30TOKCHYECKUM IOKOM. Mamepuan u memooot. IIpoBe/ieH aHaIu3 pPe3yIbTaToOB JeYeH st
72 nauuenToB, nocrymuBinx B 2008—2012 romax ¢ ocTphiM OTpaBiieHHEM YKCYCHOI KHCJIOTOI TSKENOi CTeNeHd, OCI0KHEeH-
HBIM 9K30TOKcHYeckuM mokoM. IlanuenToB paszaemnmm Ha 2 rpymnst: I rpynma, B KOMIUIEKCHYIO TEPANHI0 KOTOPOi BKIIOYIIH
YyCOBepLIEHCTBOBAHHBIN KOMILIEKC HHTeHCUBHOI Tepanuy; 11 rpynmna — namyenTsl, noJyynBlMe TPaJAUIIHOHHYIO Tepanuio. Becem
NAlIEHTaM POBEIEHO KOMIUIEKCHOE KIUHUKO-1abopaTopHoe oGciaenoBanue. Pesynvmamot u ux oocyscoernue. Ha done npu-
MEHEHHsI YCOBEPIICHCTBOBAHHOTO KOMILIEKCA HHTEHCUBHOI Tepanuy y ManueHToB I rpynmnel [uHaMHKa CHUKEHUS YPOBHS CBO-
Gonuoro remorno6una yepes 12, 24 u 48 yacos 6bua B 1,7, 2,0 u 2,4 pasa Bbille, 4YeM y NAIUEHTOB OCHOBHOI rpynmbl. Takke y
GoubHbIX I rpymmsI ropaszio GbiCTpee NPOUCXOIUIO BOCCTAHOBJIEHHE NIAPAMETPOB TeMOMHAMUKH M KHCIOTHO-OCHOBHOTO PaB-
HOBECHS], @ YaCTOTA PA3BUTHS OCTPOii IOYEUHON HETOCTATOUHOCTH H JIETAIBHOCTD ObLiH B 2,1 1 2,0 pa3a HIKe, COOTBETCTBEHHO,
110 CPAaBHEHHIO C IPYIION CpaBHeHUs1. 3akKitouenue. BkioyeHnne B COCTaB MHTEHCUBHOI TePanuy OCTPBIX OTPaBJIEHUH YKCYCHOIH
KHCJIOTOI1 IpenapaToB, KOPPHIUPYIOMIUX BOJIEMUYECKHE PACCTPONCTBA, YIyYHIAIOIMIX MUKPOLUPKYJISIUIO, O3BOJISET 3HAUH-
TEeJIbHO COKPATHTh CPOKHU BbIBE/ICHHUS U3 IIOKA, NPOBECTH NPOQIIAKTHKY Pa3BUTHSI OCTPOIl MOYEYHOH HEIOCTATOYHOCTH H CHU-
3UTh JleTanbHOCTh. Ktoueswie ciosa. ykcycHasi KHCIIOTa, 9K30TOKCHYECKHIT IIOK, KOMIUIEKCHas1 Tepanusi, 6% pacTBop ruzpo-
KCHITWIKPaXMaJia, PEOCOPOUIAKT, SINTAPHAsI KUCJIOTA, TI0KA3aTe I TeMOJMHAMUKH, KHCIIOTHO-OCHOBHOE COCTOSIHHUE.

Objective: to evaluate the efficiency of the elaborated intensive therapy policy for acute acetic acid poisoning complicated
by exotoxic shock. Subjects and methods. The results of treatment were analyzed in 72 patients admitted in 2008—2012 with
severe acute acetic acid poisoning complicated by exotoxic shock. The patients were divided into 2 groups: 1) combination
therapy added by an improved intensive therapy complex; 2) conventional therapy. All the patients underwent comprehen-
sive clinical and laboratory examination. Results and discussion. Group 1 versus the study group showed 1.7-, 2.0-, and 2.4-
fold increases in the reduction of free hemoglobin levels 12, 24, and 48 hours after applying the improved complex of inten-
sive therapy, respectively. In Group 1, hemodynamic and acid-base balance parameters recovered much faster and the
incidence of acute renal failure and mortality rates were 2.1 and 2.0 times lower than those in the comparison group.
Conclusion. Incorporation of the agents that correct volemic disorders and improve microcirculation into intensive thera-
py for acute acetic acid poisoning can considerably reduce the time of shock emergence, prevent acute renal failure, and
decrease mortality rates. Key words: acetic acid, exotoxic shock, combination therapy, 6% hydroxyethyl starch solution,
rheosorbilact, succinic acid, hemodynamic parameters, acid-base balance.

BBenenne

OcTpsle OTpaBIEHNS YKCYCHOH KUCTOTOHN W CETOTHST
SIBJISIIOTCS OJTHUM U3 HauboJiee PacipOCTPAHEHHBIX HTHO-
JIOTUYECKUX (DAKTOPOB OCTPBIX OBITOBBIX OTPABJEHUIT, UX
VIEJIbHBII BEC JOCTATOYHO BEJUK U Kojebercs: ot 8,5 10
14,7%, a metamprocTh mocturaet 19—22,5% [1—3]. Bexy-
HMIMUMU TATOTeHETHYeCKUMU (haKTOpaMK TIPU OCTPOM OT-
PaBJIEHUH YKCYCHOM KHCJIOTOM OTMEYAIOT B3AUMHO OTSITO-

Introduction

Acute acetic acid poisoning is one of the most com-
mon etiologic factors of acute domestic poisoning. Their
occurance is sufficiently large and ranges from 8.5 to 14.7%
and the mortality rate reaches 19—22,5% [1—3]. Leading
pathogenetic factors of acute acetic acid poisoning are
aggravating combination of local burn the digestive tract
and intravascular hemolysis [2]. Burn of the upper gas-
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Imaroliee coYeTaHne MECTHOTO 0XKOTa HMHIIEeBAPUTEIBHOTO
TPaKTa U BHYTPUCOCYAUCTOrO Temosiu3a [2]. Oxor Bepx-
HUX OT/IEJIOB 5KeJTYJOYHO-KUIIETHOTO TPAKTa, BHYTPUCOCY-
JMCTBIA TEMOJIU3 U JEKOMIICHCUPOBAaHHBIN MeTabosmyec-
KuUif anuo3 y 60JbHBIX ¢ OCTPLIM OTPABJICHUEM YKCYCHOI
KHCTIOTOH OBICTPO (hOPMUPYIOT HAPYIICHUST TPAHCKATIII-
JIIPHOTO OOMEHa, COCYAUCTO-TPOMOOIUTAPHOTO IeMOCTa-
32, OKUCJIUTEIBHBIX TIPOIIECCOB, CIOCOOCTBYIOT AKTHBAIINH
IIPOLIECCOB CBEPThIBAHUST KPOBU U (pUOPUHOIN3A, UTO [IPU-
Boaut Kk passutuio [IBC-cunzpoma [4, 5]. B pesymbrate
MACCHUBHOI TIJIa3MOIIOTEPHU ITPOUCXOIUT YMEHbIIIeHHE 00b-
eMa IUPKYJINpyoleil KPOBH, a BMECTe ¢ TeM U CHIDKEHIe
BCeX IOKasaTesel, OTPasKaoMNX IeHTPAIbHYI0 FeMO/INHA-
MHUKY: CEPAETHOTO BBIGPOCA, YAAPHOTO U MUHYTHOTO 00be-
MOB CEP/IIIa, IEHTPATBHOTO BEHO3HOTO JIaBJICHUS U CKOPO-
CTH KPOBOTOKAa, 4YTO (hopMHUpyeT Pa3BUTHE OCTPOM
HEZI0CTATOYHOCTH KPOBOOOPAIIEHHs, KOTOpasi KJaccrdu-
1UpyeTcs Kak ak3oTokcndyeckuii mok (D) rmo runososie-
muueckoMmy Tumy [6, 7]. VIMEHHO 9K30TOKCHUECKUI IMIOK
SIBJISIETCS] IPUYMHON CMEPTHU TIPU OTPABJIEHUSIX YKCYCHOMN
KHCJIOTOI B 1iepBbie cyTKH [7]. [ToaTomMy ocHOBHBIMU 3a/1a-
yamu uHTeHCUBHOH Teparnun I gaBisieTcss ckopeiiiee
yCTpaHeHue BOJEMUYECKUX HAPYIICHWI ¢ OJHOBPEMEH-
HBIM YJIy4dIlIeHUeM MUKPOIIMPKYJISAINY, (DYHKIIUY BHEIITHE-
O IBIXaHUsI, KYyITUPOBAHUEM MeTaboIMYeCKOTO aliI03a 1
rurokcu [7, 8.

[lenp uccnenoBanns — oueHUTh 3(PGHEKTUBHOCTD
pa3pabOTaHHOI TAKTUKY WHTEHCUBHOW TE€PAIUU [IPU OCT-
PBIX OTPABJICHUSX YKCYCHON KUCJIOTOH, OCIO’KHEHHBIX 9K-
30TOKCHYECKUM IIOKOM.

Marepuan u MeTObI

VlcceioBatbl pe3yJIbTaThbl JieueHns: 72 HaleHToB ¢ TsikKe-
JIBIMHU OTPABJIEHUSIMHU YKCYCHOH KHCJIOTO#, KOTOPBIE TIOCTYITNIIN B
oT/leJieHne TOKCUKojorndeckoit peannmanuu PHIIOMII B
2008—2012 rr. Cpeanuii BO3pacT TOCTPAAABIINX COCTABWUIT
25,9+7,2 topma, cpenHUii ypoBeHb CBOOOAHOTO TEMOIJIOOMHA —
11,6%2,8 /1. B uccienosanme He BKIOYAIICH OOJIbHbBIE C TsKe-
JION COMATHYECKOH TTaTOJIOTHEH, ATTKOTOJIBHBIM OIbSTHEHUEM CPeJl-
Hell U TAKeI0i CTeneny, XpOHMIeCKUME 3a00/IeBAHNSMME, 2 TAK/KE
CO CBEPXKPUTUYECKUM YPOBHEM I'€MOJIH3A.

[TammenTtoB pasaenman wa 2 rpynnel. | rpynmna (ocHoB-
nast) — 40 6oapHbIxX, noctynusumx B 2011—2012 rr., y xoro-
PBIX MPUMEHSIN Pa3pabOTaHHBI HAMU KOMIIJIEKC WHTEHCHB-
HOW Tepamuu, BKJIOYAIONN B cebsi BBeIeHUE MPEMaparos,
VIAYUIMIAOMIX MUKPOIUPKYJISINIO U BOJEMHYECKHI CTATyC
(Hmarpust GukapboHar 4% B o6beme 15—20 mii/kr, 6% pacTBOpPBI
IUAPOKCUITUIKPpaxMasia B 00beme 20—25 MJI/KI' 1 MHOTOaTOM-
HBIIT ctiupT peocopbuaakt B oobeme 10—15 mur/Kr Maccsr Tesa)
BBICOKUX /103 IIoKokopTukoctepouioB (300—420 mr mpemaau-
30JI0HA B CYTKH), MHQY3Ul aHTUTUIIOKCAHTA HAa OCHOBE STHTap-
HO¥T KucsoTsl u iutodrasuua 1o 20,0 Mt 2 pasa cyTKH ¢ MOMEH-
Ta MOCTyIeHus B Teuenue 3—5 aueit. 11 rpynmna (cpaBnenus ) —
32 6ombHblX, moctymuBmmx B 2008—2010 rr, KOTOPBHIM MTPOBO-
T TPAAUIIMOHHYIO Tepanuio (KoTopasi BKJIOYATa BBeJEHUE
JIEKCTPAHOB — IOJIUTJIIOKUH, PEOTIOJNUTIIOKUH ), CPEJIHUAE [03bI
TITIOKOKOPTHKOCTepon10B (Ipeanusonon — 120—180 mr B cyT-
KH), OllleJladlBaHNie KPOBH, TeIIApUHOTEPAINIO.

Bcewm marnumenTaMm ¢ MOMEHTa MOCTYIJIEHUS [TPOBONIIN CJie-
JIYIOIINE MCCIIe0BAHMSI

1. UccrenoBanu ypoBeHb CBOOOAHOTO TEMOTIIOOUHA TIPH 110~
crymienud, yeped 12, 24 u 48 vacos.

trointestinal tract, intravascular hemolysis and decompen-
sated metabolic acidosis in patients with acute acetic acid
poisoning are quickly form transcapillary exchange, vascu-
lar-platelet hemostasis, oxidative processes, promote the
activation of blood coagulation and fibrinolysis, which lead
to the development of DIC [4, 5]. As a result of the massive
loss of plasma the volume of circulating blood is reduced,
and along with all parameters reflecting central hemody-
namics: cardiac output, stroke volume and cardiac output,
central venous pressure and blood flow velocity that gen-
erate the development of acute circulatory failure, which is
classified as hypovolemic type of exotoxic shock (ESh) [6,
7]. The exotoxic shock is the cause of death for acetic acid
poisoning in the first day [7]. Therefore, the main objec-
tives of the intensive care ESH include a speedy recovery
volemic balance while improving microcirculation, respi-
ratory function, alleviation of metabolic acidosis and
hypoxia [7, 8].

The purpose of the study was to evaluate the effi-
ciency of the developed intensive care tactics of acute
acetic acid poisoning complicated by exotoxic shock.

Material and methods

The study included 72 patients with severe poison-
ing acetic acid, which came into toxicological intensive
care department of the RRCEM in 2008—2012. Mean age
was 25,9%7,2 years, average level of haemolysis was
11,6+2,8 g/1. The patients with severe somatic diseases,
moderate or severe level of drunkenness, chronic illnesses,
as well as with supercritical level of hemolysis ware exclud-
ed from the study.

Patients were divided into 2 groups. Group I (basic) —
40 patients enrolled in 2011—2012 in the toxicology inten-
sive care department, which included developed complex
intensive therapy comprising administering the drug to
improve microcirculation and volemic balance (sodium
bicarbonate 4% in volume of 15—20 ml/kg, 6% HES solu-
tions in a volume of 20—25 ml/kg, and reosorbilakt in a vol-
ume of 10—15 ml/kg body weight), high doses of corticos-
teroids (prednisolone 300—420 mg per day), infusion of
antihypoxant cytoflavin based on succinic acid — 20,0 ml, 2
times per day, after receipt within 3—5 days. Group IT (com-
parison) — 32 patients enrolled in 2008—2010 who received
conventional therapy (introduction of dextran — polyglukin,
reopolyglukin, medium dose corticosteroids prednisone —
120—180 mg per day and alkalization of blood and heparin).

The following studies were performed at admittance
and during the study:

1. The level of free hemoglobin, at admission and
after 12, 24 and 48 hours.

2. Performance of BP, heart rate, measured cardiac
output index (QV,)) by formula: QV,, = (the amplitude of
the blood pressure at rest x heart rate at rest) / (normal
blood pressure amplitude X normal heart rate) — normally
0.7—1.5, Algover's shock index (AShI), central venous
pressure, urine output level. Indices measured at admission
in 12 hours, 24 hours.
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Ta6iuua 1. /lMHAMHKA CHU3KEHHUSI TeMOJIU3a KPOBH Y GOJIbHBIX € OCTPHIMH OTPABJIEHUSIMHU YKCYCHOM KMCIOTOR
Table 1. Dynamics reduce hemolysis of blood in patients with acute acetic acid poisoning

The stages of the research

The level of free hemoglobin (g/1) in the groups

1 (n=40) 1 (n=32)
At admission 11,7£2,1 11,5+2,7
After 12 hours 2,3+1,4 3,88+1,3
After 24 hours 1,35+0,45 2,7+0,87*
After 48 hours 0,74+0,28 1,8+0,34

Ipumevanue. 3ech 1 B Tabu. 2, 3: ¥ — p<0,05 o Croiozenty. The stage of the research — aranbr uccnenosanus; the level of free
hemoglobin (g/1) in the groups — yposenb cBoGoaHOTO TeMorobmHa (T/1) B rpynmax; at admission — npu moctyrienny; after 12
hours — uepes 12 uacos; after 24 hours — uepes 24 uaca; after 48 hours — uepes 48 uacos.

Note. Here and table 2, 3: * — p<0.05, Student's.

2. Uccnenosamm nokazaremu A/l, YCC, onpenemnsaan numaexc
muHyTHOrO OOBeMa cepana (QV,,) mo crocoby Bupraysa c wc-
MOJIb30BaHNEM BO3pacTHbIX Tabui Beriepa: QV,, = (ammintyna
AJl B IOKO€e X yacToTa MyJIbca B IOKOe ) /(HOpMaTbHAS aMIIUTYIa
AJl X nopmasbhast yacrora myJbca) — B nopme 0,7—1,5 [9], uro-
koBbril ungexc Asprosepa (1LIN), [1B/I, yposens nuypesa. I[Toka-
3aTeJI M3MePsIIN TIPU TOCTYIIennn, yepe3 12 gacos, 24 yaca.

3. Uyuanu nokaszaresn KIIC, npu atom onpenessiin Ha-
npsorerne Oy u CO, B kanmuiuisapuoit kposn, pH, BE. Onpepnesne-
HUe TPOM3BOAMIOCH Ha rasoanammusarope «Medica EasyStat»
(Tepmanms). Uzyuanu SaOy, npuMeHsiss MOHUTOPHYIO YCTAHOBKY
«NIHON KONDEM» (SAnonus). [TokaszaTenu namepsiiu mpu mo-
crymenun, gepes3 12 gacos, 24 gaca.

PesyabraThl 1 00CyKIEHHE

VlcxofHOE COCTOSIHUE BCEX UCCEMLYeMbIX OOJIbHBIX
CBUJIETEIBCTBOBAJIO O TSKEJION CTETIEHU OTPABJIEHHS YKCYC-
HOIl KHUCJIOTOH. YPOBEHb CBOOOIHOIO TeMOTJIOOUHA KPOBH
1pu nocrtyniaeHun cocrasua 11,7121 r/n y nanueHToB
I rpymmer n 11,542,7 — y 11 rpynmst. B qunamuke, na dhone
MIPUMEHEHHS YCOBEPIIECHCTBOBAHHOTO KOMILIEKCA WHTEH-
CUBHON Teparuh, yepe3 12 gacoB moKkasaTesb TeMOJIN3a CHU-
3uiicst 10 2,3%1,4, uepes 24 yaca — 1o 1,35+0,45, a uepes 48
yacoB — 110 0,74%0,28, B To BpemsI Kak B IPyIITie CPABHEHUST
JIMHAMUKA CHUKEHMsI YPOBHsI CBOOGOAHOTO TeMOTJIOOMHA ue-
pes 12, 24 u 48 yacos Oblia, cooTBeTCTBEHHO, B 1,6, 2,0 1 2,4
pasa HiKe, 4eM Y TAIIHEeHTOB OCHOBHOM TpyTibl (tabir. 1).

Ha ¢one BbicOKOTO remMosn3a u yke ¢ MOMEHTa T10-
CTYIUUIEHUSI OTMevasioch pazsurue Tskesnoro D1, uto npo-
ABJISAIOCh B 00eux rpymmax mossimieHueM QV, 1o
2,25%0,6, 1T no 1,25%0,6, YCC — 119+14, orpunareib-
upiM [[B/I, cHmkenmem obbema mamypesa mo 21,7+4,4
MJI/4ac. B pesysibraTte npoBOMMOI HHTEHCUBHOM TEPATTU
y nannenTos I rpymmsl B mmHaMuKe yepe3 12 n 24 vaca 1o-
kazarean QV, cocrasuau 1,6£0,3 u 1,2+0,07, N —
0,77+0,09 n 0,96+0,09, YCC — 97,5£7,8 u 88,8£8,5, nuy-
pes BoccTaHoBuIICs 10 95+12,2 u 124%16,5 mu/yac, IIB/I
1o 30,9t7,3 u 90.4+11,2 MM BOJ.CT, COOTBETCTBEHHO, T.¢
MPAKTHYECKH ObLIN KYMTUPOBAHBI TEMOANHAMUIECKUE Ha-
pyieHust. AHaau3 noctpazasimx I1 rpymner mokasas, 4to
gepes 12 u 24 waca nokasaresn QV,, 11, YCC 6buin B
1,4; 1,3; 1,3 u 1,2; 1,3; 1,2 pasa Bbiliie, a KOJIUIECTBO BbIJE-
ssiemoit moun u yposens 1IB/I — B 1,5; 1,7 u 1,4; 1,3 pa3a,
COOTBETCTBEHHO, HUIKE, 4eM y OOJIbHBIX | TPYIIIIbL, 4TO CBU-
JICTETHCTBOBAJIO O TIPOIOJIKAIONIEMCS JIEKOMIIEHCHPOBAH-
nom DI (taba. 2).

2. Indicators of acid-base status — partial O, and
CO, tension in capillary blood, pH, BE by gas analyzer
«Medica EasyStat»> (Germany). Saturation (SaO,) was
studied using a monitor setup «<NIHON KONDEM»
(Japan). Indices were measured at admission in 12 hours,
24 hours.

Results and Discussion

The initial state of all studied patients testified a
severe acetic acid poisoning. The free hemoglobin level
in patients in the I group was 11,7+2,1 and in the II
group was 11,527 g/I. In dynamics, 12 hours later,
after the use of advanced intensive care complex,
hemolysis decreased to 2,3+1,4, 24 hours later to
1,35+0,45, and 48 hours later was decreased to —
0,74%0.28. In the comparison group, the reduction of
free hemoglobin at 12, 24 and 48 hours comprized 1.6,
2.0 and 2.4 times lower respectively than in patients of
the main group (Table 1).

Since receipt and development of severe ESh, exhib-
ited in both groups increased QV,, to 2,25+0,6, AShI to
1,25+0,6, HR — 119+14, negative CVP, reduction of vol-
ume diuresis to 21,7+4,4 ml/hour. In dynamics, as a result
of intensive therapy, in patients of group I at 12 and 24
hours QV,, indicators were totaled 1,6+0,3 and 1,2+0,07,
AShI — 0,77£0,09 and 0,96£0, 09, HR — 97,5£7,8 and
88,8+8,5, diuresis recovered to 95+12,2+16,5 and 124
ml/h, CVP to 30,9+7,3 and 90.4+11,2 mm of water col-
umn, i. e. almost been restored hemodynamic disturbances.
Analysis of the group II showed that after 12—24 hours,
indicators QV,,, AShI, HR were 1,4—1,3—1,3 and 1,2—
1,3—1,2 times higher, and level of diuresis and CVP level
— 1.5—1.7 and 1.4—1.3 were times, respectively, lower
than in group I, that indicated a continuing decompensat-
ed ESh (Table 2).

At the time of admission, all patients studied
showed marked metabolic acidosis, impaired external
respiration, which was confirmed by low pH, BE, PaO,,
oxygen saturation and high PaCO,. Further studies had
demonstrated that pH, BE dynamics were not signifi-
cantly different in the two groups that seemed to be
associated with the introduction of mandatory in all
patients 4% sodium bicarbonate solution. At the same
time indicators SaO,, PaO,, PaCO, patients in group I
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Ta6uuua 2. TeMoguHAMUYECKHE IOKA3ATENH U JUYyPe3 Y GOJIbHBIX € OCTPHIMU OTPABJIEHUSIMU YKCYCHON KUCIOTOR
Table 2. Hemodynamics and diuresis in patients with acute acetic acid poisoning

Parameters Value of indicators in the groups in the stages of the recearch
1 (n=40) 11 (n=32)
at admission after 12 hours  after 12 hours at admission after 12 hours  after 24 hours

Blood pressure (mm Hg) 96,5+11,81 125,3+9,2 124,7+7,5 93,3+9,4 114,2+4,0 116,6+6,5
HR 116,4+5,5 97,5+7,8 88,8£8,5 122,5+6,8 110,6+3,4 104,3+9,6
AShI 1,2+0,12 0,77+0,09 0,71+0,06 1,31£0,13 0,96+0,09 0,89+0,14
QVm 2,2+0,7 1,6+0,3 1,2+£0,07 2,3+0,5 2,2+0,35 1,8+0,3
CVP mm water column  orpu 30,9+7,3 90,4+11,2 oTpHIL OTpHIL 40,5+9,5
Diuresis (ml) 30+5,3 95+12,2 124+16,5 35%6,2 62,5£9,9 88+11,21

Ipumevanne. Blood pressure (mmHg) — A/l (MM pr.ct.); HR — YCC; AShI — mokosbiii nugekce Anbrosepa (IIT1); QVm — QVim;
CVP (mm water column) — nenTpanbroe BeHosHoe pasaenne (IIB/T) (Mm Boa. ct.); Diuresis (ml) — quypes (ma).

Ta6auna 3. [TokazaTesu KMCIOTHO-OCHOBHOTO COCTOSIHMS Y OOJIbHBIX C OCTPBIMH OTPABJIEHUSAMH YKCYCHOH KUCIOTON
Table 3. Indicators of acid-base status in patients with acute acetic acid poisoning

Parameters Value of indicators in the groups in the stages of the research
I (n=40) 11 (n=32)
at admission after 12 hours  after 12 hours at admission after 12 hours  after 24 hours

pH, units 7,31+0,02 7,37+0,02 7,37+0,01 7,30+0,03 7,36%0,03 7,38%0,02
PaO,, mmHg 32,2494 69,7+7,8 78,5+6,6 36,1+39 62,5+6,6 74,8+6,4
PaCO,, mmHg 67,6+4,9 43,7+6,9 41,3+4,8 69,9+11,2 57,416,9 55,6+5,5
Sa0,, % 92,4+4,2 96,2+2,3 97,1+£2,6 91,3+4,6 91,9+2,3 90,4+2,1
BE, mmol/L -5,5%3,4 1,3+1,6 2,9+1,4 -5,7+29 1,4%0,9 2,6+1,2%

IIpumeyanue. pH, units — pH, ex; PaO,y, mmHg — PaO,, mm pr. cT.; PaCO,, mmHg — PaCO,, mm pr. cT.; BE, mmol/L — BE, mmous/J1.

Ta6auna 4. Knuauueckue kpurepuu 3(pHeKTUBHOCTH UHTEHCUBHON Tepanuu y GOJIbHbBIX ¢ OTPABJIEHHEM YKCYCHOM

KHCJIOTOM

Table 4. Clinical criteria of the efficiency of intensive therapy in patients with acetic acid poisoning

Parameters Value of indicators in the groups

I (n=40) 11 (n=32)
The frequency of acute renal failure, % 6 (15%) 10 (31,25%)
The number of deaths of patients, % 5(12,5%) 8 (25%)

IIpumeuanne. The frequency of acute renal failure — yacrora passutus ocrpoii noueunoit Hepocrarounocty; The number of deaths of

patients — KOJIMYeCTBO yMEPIINX OONBHBIX.

Ha MoMeHT mocTyrieHust y BCeX HCCIeIyeMbIX
GOJIbHBIX HAOOAAJICS BbIPAKEHHBIN MeTaboJnYeCcKuil
aIu/103, HApyIIeHNe BHEITHETO JIBIXaHUs], UTO TTIO/ITBEPIK/1a-
sock Husknmu nokasaresssmu pH, BE, PaO,, catyparun n
BoicOKUM ypoBHeM PaCO,. /lampHefimme mccieoBaHUsS
rokasaJsin, uto okazaten pH, BE B turamuke moctosep-
HO HE OTJIMYAIKNCH B 00EUX TPYIIIAX, YTO, [O-BUAUMOMY,
CBSI3aHO ¢ 00sI3aTeJIbHBIM BBeCHHEM BceM GOJIbHBIM 4%
pactBopa GukapboHaTa Hatpusi. B 1o jke Bpemst mokasare-
an Sa0,, PaO,, PaCO, y nannenTos I rpymisl yxe depes
24 yaca TIPAaKTUYECKU COOTBETCTBOBAJIN HOPMAJbHBIM Be-
JINYMHAM, & Y TIOCTPAJIABIIUX TPYIIIbl CPAaBHEHUS JAHHBIE
Sa0,, u PaO, 6buin Hske B 1,1 u 1,5 pasa, a PaCO, — BbI-
e B 1,3 pasa, T.e. COXpaHsJICh IIPU3HAKK PECITUPATOPHOI
U TKaHeBol runokcuu (tadu. 3).

U3 obuero uncsa nanueHToB I rpymmsl octpast mo-
vyeunast nepoctatounocts (OITH) passuiach y 6 (15%), a
JleTasibHBIN nexon Hactymmt y 5 (12,5%). Bo 11 rpymie
nannbie nmokasaresn 6eim B 2,1 1 2,0 pasa, COOTBETCTBEH-
HO, BBIIIIE [I0 CPABHEHUIO ¢ OCHOBHOM rpyioii (Tabu. 4). C
YUETOM BO3paCTaloniero yucaa orpasaennii [10—15] man-

after 24 hours almost matched normal values. In com-
parison group Sa0O,, and PaO, were lower by 1.1 and 1.5
times, PaCO, was above 1.3, i. e. signs of respiratory and
tissue hypoxia were persisted (Table 3).

Of the total number of patients in group I, acute
renal failure (ARF) occurred in 6 patients (15%), and
death occurred in 5 patients (12.5%). In group I1, these fig-
ures were 2.1 and 2.0 times, respectively, higher than in the
core group (table 4). Considering the increasing number of
poisoning with acetic acid this problem remains to be
urgent one that ensures further investigations [10—15].

Conclusion

Inclusion of drugs capable to correct volemic dis-
orders, improve microcirculation into the intensive ther-
apy of acute acetic acid poisoning, is really can signifi-
cantly reduce the time of removal from shock, and to
perform prophylaxis of acute renal failure that should
reduce mortality.
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Shock

Hasd HpO6JICM8. ABJIAETCA BECbMa aKTyaHBHOﬁ n TpC6y0T

TIpOBE/ICHUA [[a]IbHCfIU_II/IX I/ICC]ICI[OBB,HI/IfI.

BoiBog

Bxiouenue B cocTaB MHTEHCUBHOM Teparnm OCTPBIX

OTpaBJIEHUH YKCYCHON KUCTOTOH TIPernapaToB, KOPPUTHPY-

IOIMX BOJIEMUYCCKUEC paCCTpOI'/JICTBa, yaydaiaromunx MHUK-

POIUPKYJIAINIO, MTO3BOJIACT 3HAYUTCJIBHO COKPATUTH CPO-

KU BbBIBEJICHUS U3 IIM0KA, MPOBECTH TPODUIAKTUKY

PpasBUTHA OCTpOIL/i ITOYEYHOI HEAJOCTATOYHOCTHU N CHU3UTb
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