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Abstract. Introduction. Electrical burns are a major cause of high mortality and morbidity rates worldwide. The leading cause
of death in such cases is usually refractory myoglobinuric acute kidney injury (AKI).

Evidence collection. A retrospective informative search was conducted using a spatial-vector descriptive model
supplemented by a manual search for relevant articles.

Matherials and methods. The scientific literature was found using the search engines Scopus, CrossRef, Google Scholar
and PubMed.

Evidence synthesis. Victims of electrical trauma frequently develop significant hypovolemia as a result of massive tissue
damage caused by extravascular fluid leakage (sequestration), which leads to a further reduction of intravascular volume.
Hypovolemia due to extravascular fluid loss may result in prerenal azotemia and acute tubular necrosis, typically aggravated
by untimely or insufficient fluid resuscitation. Progressive ischemia in electrical injury, together with edema and tissue necrosis,
induces metabolic acidosis, perpetuating a vicious cycle. The renal form of AKl is caused by acute tubular necrosis resulting
from renal hypoperfusion, hemolysis, rhabdomyolysis, and inter-fascial compartment syndrome. Three major mechanisms
are involved in the pathogenesis of AKI: intrarenal vasoconstriction, formation of hemoglobin or myoglobin casts in distal
renal tubules, and the direct cytotoxic effect of myoglobin on nephron endothelium. Rhabdomyolysis occurs in 14-42 % of
electrical burn cases. Because the definitions of rhabdomyolysis vary widely, the exact incidence of AKI in rhabdomyolysis is
difficult to establish but is estimated to range from 13 % to 48 %. Free myoglobin enters the systemic circulation because of
massive skeletal muscle necrosis (rhabdomyolysis) and may lead to pigment-induced acute kidney injury. A blood pH below
7.2 is an indication for bicarbonate infusion until normalization (but not beyond). The only effective treatment for AKI patients
with elevated creatinine and potassium levels is renal replacement therapy.

Conclusions. The main etiological factor of AKI in electrical injury is the presence of free hemoglobin or myoglobin in the
bloodstream. Timely and adequate fluid resuscitation prevents and limits AKI in electrical trauma. The combined use of
intermittent and prolonged veno-venous hemodiafiltration represents the optimal methods of extracorporeal detoxification
in myoglobinemia.
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INTRODUCTION purely thermal burns. The incidence of AKI following

Electrical burns are responsible for high mortality
and morbidity rates worldwide. Mortality varies from
country to country depending on socioeconomic
status. In developed countries, the mortality rate
ranges from 3-15 %, while in developing countries it
reaches 21-27 %. The leading cause of death in such
cases is refractory myoglobinuric acute kidney injury
[1]. Electrical injuries are associated with a higher
incidence of acute kidney injury (AKI) compared with

electrical burns varies across countries from 1.5 %
to 12.7 %. In most study groups, men predominated,
accounting for up to 90.47 % of all victims [2-4]. Risk
factors for AKI include older age, a larger total body
surface area (TBSA) of burn injury, and the presence
of contact electrical burns. In developing countries,
rural residents are at greater risk of developing AKI
after electrical trauma (ET), likely due to delays in
receiving initial medical care [2].
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EVIDENCE COLLECTION

The selected literature sources were included in
the study if they: (1) were published in Ukrainian,
English, Spanish, or Chinese; (2) reported acute
functional and morphological renal injuries caused by
electrical trauma; (3) provided data on the prevalence
of renal dysfunction in electrical injury; (4) employed
an observational design (cohort or cross-sectional). A
retrospective informative search was conducted using
a spatial-vector descriptive model supplemented with
a manual search for relevant articles.

MATHERIALS AND METHODS

The scientific literature was found using the
search engines Scopus, CrossRef, Google Scholar and
PubMed, and supplemented by a manual search for
relevant articles using the keywords: electrical trauma,
hemolysis, rhabdomyolysis, acute kidney injury. A
total of 36 relevant scientific sources were analyzed,
of which 97.2 % were published within the last 10
years and 69.4 % within the last 5 years.

EVIDENCE SYNTHESIS

The kidney is the organ responsible for eliminating
metabolites excessively produced by damaged skin
and other tissues in electrical trauma (ET). This
overloads renal function, particularly in the removal of
lipid derivatives [5]. Acute renal injury from electrical
trauma may result from direct visceral damage [6].
Case reports describe incidents such as victims
«hangingy» on live wires, electric trauma during «train-
surfing,» or injuries from illegal electrofishing devices.

Prerenal AKI in ET is most often caused by
dehydration, hypovolemia, and cardiovascular
failure [7-9]. Victims with massive tissue injury often
develop marked hypovolemia due to extravascular
fluid loss (sequestration), leading to further reduction
in intravascular volume.

High-voltage current can cause violent muscle
contractions, massive necrosis of deep structures,
vessels, and nerves, contributing to impaired tissue
neurotrophy, hypotension, and electrolyte imbalance
[5]. In such cases, AKI arises from pathophysiological
changes caused by electrical burns and is mainly due
to decreased cardiac output against a background of
severe intravascular fluid deficit.

Hypovolemia resulting from extravascular fluid
loss can lead to prerenal azotemia and acute tubular
necrosis [8-11]. This is usually aggravated by delayed
or insufficient fluid resuscitation. Renal perfusion may
not be adequately maintained by infusion therapy
based on TBSA calculations alone [12]. Progressive
ischemia, tissue edema, and necrosis lead to metabolic
acidosis and perpetuate a vicious cycle [13-15].

The renal form of AKI is caused by acute tubular
necrosis resulting from renal hypoperfusion,

PAIN, ANAESTIHESIA & INTENSIVE CARE No il 2026

hemolysis, rhabdomyolysis, and
compartment syndrome [7, 14, 16-18].

A decrease in urine output, even under conditions
of adequate fluid administration, is often the first
sign of AKI. Oliguria develops as a complication
of rhabdomyolysis with myoglobinuria, causing
pathological redistribution of fluid throughout the
body in the form of anasarca and bilateral pleural
effusion. Both anasarca and pleural effusion result
from impaired renal excretory function [13].

Three major mechanisms are involved in the
pathogenesis of AKI:

* Intrarenal vasoconstriction;

» Formation of hemoglobin or myoglobin casts in

distal renal tubules;

» Direct cytotoxic effect of myoglobin on nephron

endothelium [7-9, 12, 19].

Free hemoglobin. Intravascular fluid is an
electrolyte solution, thus having high electrical
conductivity and low resistance. For this reason,
electrical trauma directly damages erythrocytes
by electrical current as well as by high temperature
generated by current passage through tissues.

When electrical trauma causes massive hemolysis,
free hemoglobin released from red blood cells
decomposes under heat, conjugates with haptoglobin,
and is transported to the liver. Unconjugated
hemoglobin is freely filtered through glomeruli
and excreted in urine, leading to pigmenturia. Free
hemoglobin exerts direct toxic effects on the renal
tubular endothelium, causing degenerative changes
and obstruction of renal tubules by the formation of
hemoglobin casts (acidic hematins), which contribute
to the development of acute hemoglobinuric nephrosis.
This process is further aggravated by dehydration,
acidosis, electric shock, and endotoxemia. Urine
typically becomes bright red (lacquer-colored) without
visible formed elements of blood [1, 13, 19].

Rhabdomyolysis develops in 14-42 % of electrical
burn cases [2]. Because definitions of rhabdomyolysis
vary widely, the precise incidence of AKI in
rhabdomyolysis is difficult to determine, but it is
estimated to range from 13 % to 48 % [6].

Free myoglobin enters the systemic circulation
as a result of massive skeletal muscle necrosis
(rhabdomyolysis) and may lead to pigment-induced
acute renal injury [11, 18, 20].

Myoglobinuria is a common finding in patients
with electrical burns: 36.4 % of them have pigmenturia
lasting 48—72 hours, and in high-voltage injuries, the
proportion of such patients can reach 75-100 % [21].

Atplasmamyoglobin concentrations below 92 ng/L,
the protein is freely filtered through the glomeruli and
reabsorbed in renal tubules. When its level rises under
conditions of acidosis, the iron-containing fragment of
myoglobin reacts with urinary glycoproteins (Tamm-—
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Horsfall protein), forming insoluble complexes that
obstruct renal tubules. The renal threshold for free
myoglobin is 150-170 pg/L. Normally, its urinary
concentration does not exceed 5 pg/L, but an increase
to 20 pg/L indicates rhabdomyolysis.

Creatine phosphokinase (CPK) activity rises within
2—-12 hours after ET and gradually decreases within
7-10 days. Persistent elevation of CPK indicates a
high risk of AKI. Levels of rhabdomyolysis markers
correlate directly with renal function parameters
and the need for renal replacement therapy (RRT).
CPK and myocardial CPK-MB correlate within 6
hours after ET, while free myoglobin concentration
correlates on the third day. If no positive dynamics are
observed, persistent elevation of free myoglobin is a
valid marker of renal injury risk and mortality [22].

Serum creatine-creatinine phosphotransferase may
exceed the upper normal limit by more than five times
and reach values over 10,000 U/L, peaking on day 3
and halving every 24—48 hours [6].

Myoglobinuric nephrosis and pathophysiology
AKI is the most significant complication of rapid
myoglobin release and occurs due to myoglobin-
induced renal vasoconstriction with subsequent
ischemia, formation of myoglobin casts in distal
convoluted tubules (causing obstruction), and the
nephrotoxic effect of myoglobin on epithelial cells of
proximal tubules [1, 6, 15, 23, 24].

Rhabdomyolysis is characterized by
myoglobinemia and myoglobinuria, which increase
the risk of AKI and water—electrolyte imbalances
that may lead to structural renal damage [13, 25, 26].
The condition is exacerbated by cortical ischemia and
decreased glomerular filtration rate due to generalized
hypovolemia [1, 23, 24].

Free myoglobin reaches renal tubules approxi-
mately four times faster than unconjugated
hemoglobin. Consequently, urine takes on a dark
brown, almost black, color. Concurrently, serum
creatinine and urea levels rise against a background
of metabolic acidosis and hyperkalemia — a condition
defined as myoglobinuric nephrosis [8, 10, 13, 19, 27].

Early identification of rhabdomyolysis is challen-
ging, since the classic triad of symptoms — muscle
pain, weakness, and dark urine — may be masked when
patients are sedated or receiving inadequate fluid
therapy [6].

A 2.6-fold increase in lactate concentration
indicates tissue hypoperfusion and metabolic acidosis
(pH < 7.29) and is often accompanied by stress
hyperglycemia (> 50%) [7-9]. Elevated levels of
lactate dehydrogenase (LDH) and myoglobin are
associated with a higher risk of hospitalization [28].

Blood urea is not a reliable independent indicator,
as it can also rise in non-renal conditions such as
dehydration or a high-protein diet [13].
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An increase in hematocrit or hemoglobin indicates
hemoconcentration due to plasma volume deficit,
although hematocrit levels may later fall due to
erythrocyte damage during resuscitation [12].

Diagnostics. Early identification of signs of AKI
is essential to prevent its progression. AKI may be
detected clinically or through laboratory findings.
Clinically, it can present with or without oliguria;
therefore, laboratory confirmation is necessary.
Diagnostic indicators of AKI include:

+ urine osmolality <400 mOsm/kg,

 urinary sodium concentration > 40 mEq/L,

» and the presence of brown granular casts, as

well as granular or cuboidal tubular epithelial
cells in urine sediment [13].

Serum creatinine does not accurately reflect the
degree of renal injury in patients with electrical burns
and AKI. It may overestimate glomerular filtration
rate (GFR) by 10-20 %. Changes in GFR are more
informative than fluctuations in serum creatinine, since
muscle injury actively affects creatinine production
and clearance even during hospitalization [12].

Elevated serum levels of glutamate-oxaloacetate
transaminase (GOAT) and glutamate-pyruvate
transaminase (GPT) are nonspecific and are often
increased only in patients with cutaneous burns [29].

Symptoms of AKI range from mild elevation of
muscle enzyme levels to life-threatening conditions
associated with extreme enzyme activity, electrolyte
imbalance, and AKI itself [13].

Renal dysfunction due to rhabdomyolysis is
one of the most concerning complications of high-
voltage electrical injury and may be associated with
hyperkalemia [30]. A common pathogenic pathway in
rhabdomyolysis is increased intracellular cytoplasmic
and mitochondrial calcium levels. This may result
from decreased adenosine triphosphate (ATP) reserves
or direct membrane disruption. ATP depletion leads
to dysfunction of Na*/K*-ATPase and Ca**-ATPase
pumps, which are essential for maintaining muscle cell
integrity. This results in the release of muscle enzymes
into the bloodstream. Renal vasoconstriction, direct
and indirect tubular injury (ischemic), and intratubular
obstruction by acidic myoglobin derivatives also
contribute to renal damage [13].

AKI in electrical trauma is diagnosed according to
KDIGO criteria:

* increase in serum creatinine by > 0.3 mg/dL

within 48 hours, or

* increase in serum creatinine > 1.5 times the

baseline within the previous 7 days, or

* urine output < 0.5 mL/kg/h for more than 6

hours [2].

Treatment. The primary goal of infusion therapy
in AKI is to achieve euvolemia and ensure adequate
renal perfusion. In patients with AKI accompanied
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by oliguria or anuria, excessive fluid overload should
be avoided. Timely correction of hypotension helps
prevent AKI and accelerate recovery. The target mean
arterial pressure (MAP) is 65 mm Hg [7-10, 15, 20, 31].
Balanced crystalloid solutions are preferred over 0.9
% sodium chloride, as they reduce mortality. Synthetic
colloids offer no advantage over crystalloids in AKI,
except in cases of profound hypovolemia. Moreover,
synthetic colloids increase the risk of requiring renal
replacement therapy (RRT). In cases of vasoplegia
and hypovolemia, vasopressor and inotropic agents
are used alongside fluids to restore cardiac output. The
first-line vasopressor for AKI is norepinephrine [7-9].
Serum electrolyte levels — particularly potassium —
should be monitored every 2—4 hours after initiation of
treatment, depending on prior values, renal function,
and clinical signs [10].
Management of hyperkalemia includes:
 stabilization of cardiomyocyte membranes,

» shifting potassium into the intracellular
compartment,

* and removal of excess potassium from the
body.

Therefore, treatment should include calcium

gluconate and B:-agonists [32-34].

The effectiveness of cation-exchange resins for
preventing hyperkalemia in AKI patients in not
supported by strong evidence [7-9].

In patients with hyponatremia and signs of
extracellular volume depletion (hypotension, reduced
skin turgor, elevated hematocrit), cerebral salt wasting
may develop; sodium correction should therefore be
performed cautiously [10].

Metabolic acidosis is common in AKI but rarely
requires specific treatment (if urine pH > 6.5), except in
severe cases. Previous recommendations to alkalinize
urine in rhabdomyolysis have now been disproven.
Intravenous sodium bicarbonate may be used based
on measured blood and urine pH values. A blood pH
below 7.2 is an indication for bicarbonate infusion until
normalization — but not beyond physiological range —
and correction of arterial blood gases [7-9, 19].

In some cases, myoglobinuria may be managed
by administering an initial bolus of 25 g mannitol in
adults (0.5 g/kg in children), followed by continuous
infusion up to 0.5 g/kg/h. Normalization of free
hemoglobin levels can usually be achieved soon after
adequate fluid resuscitation and maintaining a urine
output of 50-70 mL/h. However, if adequate diuresis
is not achieved within 30 minutes, mannitol infusion
should be discontinued to prevent rebound edema or
the «ricochet syndromey [1, 10, 19, 21, 33].

Saluretics (loop diuretics) in rhabdomyolysis
should be used only for managing hypervolemia and
have no other indications in AKI treatment [7-9].
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The only effective method for patients with AKI
accompanied by elevated creatinine and potassium
levels is renal replacement therapy (RRT). One of the
most common extracorporeal detoxification methods
is hemodialysis, although it is known that standard
hemodialysis alone does not effectively remove free
hemoglobin from plasma [1, 12, 22, 33].

Some studies have shown benefits of early use
of advanced Prismaflex membranes (AN69 ST150)
for myoglobin clearance. Recently, novel cytokine
adsorbers have been proposed for this purpose; a
prospective randomized controlled trial on this topic
is currently underway [31, 35].

Continuous veno-venous hemofiltration (CVVH)
is a widely accepted adjunctive measure for myoglobin
removal [12, 13, 36]. Combining intermittent veno-
venous hemodiafiltration and prolonged veno-venous
hemodiafiltration effectively reduces azotemia,
hyperkalemia, rhabdomyolysis products, and markers
of cytolytic syndrome [7-9].

CONCLUSIONS

1. The primary etiological factor of AKI in
electrical trauma is the presence of free hemoglobin or
myoglobin in the bloodstream.

2. Early and adequate fluid resuscitation prevents
and limits AKI in electrical trauma.

3. The combined use of intermittent and prolonged
veno-venous hemodiafiltration represents the optimal
extracorporeal detoxification methods in patients with

myoglobinemia.
®iHaHcyBaHHs / Funding
Hemae pxepena ciHaHcyBaHHs / There is no funding source.

KoHdnikT iHTepecis / Conflicts of interest

Yci aBTOpY NOBIAOMASAOTE MPO BIACYTHICTE KOHMNIKTY iHTEpecis /

Authors declare the absence of any conflicts of interests and own financial interest that
might be construed to influence the results or interpretation of the manuscript.

ETnyHe cxsaneHHs / Ethical approval

Lle pocnigykeHHst 6yno nposeaeHo BiANoBiaHO Ao enbCiHCLKOI Aeknapali Ta 3a-
TBEPPKEHO MICLIEBMM KOMITETOM 3 E€TUKI AOCHIAKEHD /

This study was conducted in accordance with the Declaration of Helsinki and was
approved by the local research ethics committee.

Hapirwna go pepakuii / Received: 06.11.2025

Micns poonpauoBanHst / Revised: 12.01.2026
MpuiHaTo po apyky / Accepted: 26.02.2026
Ony6nikosaHo oHnaiiH /Published online: 30.03.2026

REFERENCES:

1. Habouchi S Bouamra A, Bezzaoucha A, Joucdar S. Estimation of
survival ratein electrical injuries, experiencein Algerian Burn Centers.
Burns  Open.2020;4(4):141-145. doi:  https://doi.org/10.1016/j.
burnso.2020.07.001.

2. Arumugam PK, Thakur P, Sarabahi S. Changing Trends In Electrical
Burns From A Tertiary Care Centre — Epidemiology And Outcome
Analysis. Ann Burns Fire Disasters. 2021 Dec 31;34(4):351-359.
Available from: https://pmc.nchi.nim.nih.gov/articles’PMC8717909/.

3. Beukes F, Smith Z, Wlscott-Davids C, Mentoor |. Electrifying
evidence: Ten years of fatal encounters with electricity at Tygerberg
mortuary. J Forensic Leg Med. 2025 May; 112:102875. doi: 10.1016/j.
jflm.2025.102875.

4. Thomas J, Sreekumar NC, Shankar C, James A. Complications and
Outcome of Electrical Burns in Manipal, India: 6-Year Institutional
Report. World J Plast Surg. 2020 Jan;9(1):14-21. doi: 10.29252/
wjps.9.1.14.

5. Almusawi YK, Al-Sammarraie MRH, Shikara MD. The Effect of An
Electric Current on Human Body (A Review). Al-Esraa University



PAIN, ANAESTIHESIA & INTENSIVE CARE No il 2026

10.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

College Journal for Medical Sciences. 2023; 4(5):2. doi: https://doi.
0org/10.70080/2790-7937.1016.

Ho CWG, Yang SH, Wong CH, Chong SJ. High-voltage electrical injury
complicated by compartment syndrome and acute kidney injury with
successful limb salvage: A case report and review of the literature. Int
J Surg Case Rep. 2018;48:38-42. doi: 10.1016/j.ijscr.2018.04.039.
Dubyna VM, Kravets OV. Vpliv politravmi z rabdomioliz-indukovanim
gostrim poshkodzhennyam nirok na funktsionalniy stan osnovnikh
sistem organizmu [ The effect of multiple trauma with rhabdomyolysis-
induced acute kidney injury on the functional state of main body
systems]. Emergency Medicine (Ukraine). 2024;20(5):351-5.
Ukrainian. doi: 10.22141/2224-0586.20.5.2024.1734.

Dubyna VM, Kravets OV. Podovzhena veno-venozna gemod;afiltratsiya
pri politravmi z gostroyu nirkovoyu nedostatnistyu. [Continuous
veno-venous hemodiafiltration in multiple trauma with acute renal
failure]. Pain Anaesth Intensive Care. 2024;3(108):38-43. Ukrainian.
doi: 10.25284/2519- 2078.3(108).2024.310499.

Dubyna VM, Kravets OV. Vpliv diskretnoi veno venoznoi
gemodiafiltratsii na perebig gostroi nirkovoi nedostatnosti u
postrazhdalikhzpolitravmoyu. [ Theinfluenceof i nter mittent venovenous
hemodiafiltration on the course of acute kidney injury in multiple
trauma victims]. Emergency Medicine (Ukraine). 2024;20(7):626-31.
Ukrainian. doi:10.22141/2224-0586.20.7.2024.1782.

O'Keefe KP, Danzl DF, Moreira ME, Ganetsky M. Electrical injuries
and lightning strikes: Evaluation and management. UpToDate. 22 Jul
2025. Availble from: https://www.uptodate.com/contents/electrical-
injuries-and-lightning-strikes-eval uation-and-management.
Electrocution and Electrical Injury — Emergency Management in
Children. Guidelines. CHQ-GDL-00735. 26/03/2025. 11p. Available
from: chrome-extension:// efaidnbmnnnibpcajpcglclefindmkaj/https://
www.childrens.health.qgld.gov.au/__data/assets/pdf_file/0011/180200/
gdl-00735.pdf.

Culnan DM, Farner K, Bitz GH, et al. Volume Resuscitation in Patients
With High-Voltage Electrical Injuries. Ann Plast Surg. 2018 Mar;80(3
Suppl 2):S113-S118. doi: 10.1097/SAP.0000000000001374.

Elfiah U, Suryani DY. A Case Report: Risk of Electric Injury on Delatied
Initial Treatment. Jurnal Rekonstruksi Dan Estetik. 2019; 4(1): 14-24.
doi: 10.20473/jre.v4il. 24349.

Jamal T, Shalabi A, Grosman-Rimon L, et al. \eno-arterial
extracorporeal membrane oxygenation for electrical injury induced
cardiogenic shock support: a case report. J Cardiothorac Surg. 2020
Jun 17;15(1):143. doi: 10.1186/s13019-020-01188-x.

Guimarées F, Camdes J, Mesquita A, Gomes E, Araujo R. A Case
Report: Low \oltage Electric Injuries Culminating in Cardiac Arrest
and Direct Lung Injury. Cureus. 2020 Oct 30;12(10):e11261. doi:
10.7759/cureus.11261.

Al-Benna S Electrical burns in adults. Acta Chir Plast. 2023
Summer;65(2):66-69. English. doi: 10.48095/ccachp202366.

Salamati P, Zafarghandi MR. Electrical burn injuries at the National
Trauma Registry of Iran. Burns. 2023 Sep;49(6):1483-1484. doi:
10.1016/j.burns.2023.05.007.

Koenig V, Tratnig-Frankl P, Pittermann A, et al. Train Climbing-A
new old trend in adolescents: Treatment of high voltage injuries and
planning of a pilot project to raise awareness. Wien Klin \Wochenschr.
2024 Oct; 136(19-20):570-574. doi: 10.1007/500508-024-02399-1.
Yekhalov V, Kravets O, Krishtafor D. Urazhennia elektrychnym
strumom: klinichna lekisiia [Electric shock: a clinical lecture].
Emergency Medicine (Ukraine). 2022;18(5):18-28. Ukrainian. doi:
https://doi.org/10.22141/2224-0586.18.5.2022.1507.

Chaplyk V, Oliynyk P, Tsehelsky A, et al. authors; Chaplyk V, Oliynyk
P, Tsehelsky A, editors. Nevidkladna viyskova khirurgiya [ Emergency
Military Surgery]. Kyiv : Nash format; 2015. p. 355-363.

Xhepa G, Isaraj S Zikaj G, Kola N. Electrical Burns in Albania and
their Treatment: A Review of Cases Treated in 2019-2020. Open
Access Maced J Med Sci [Internet]. 2023 May 4 [cited 2025 Jul.
18];11(B):620-6. Available from: https://oamjms.eu/index.php/mims/
article/view/11634

Krishtafor DA, Klygunenko OM, Kravets OV, Yekhalov VV, Sanin
DM. Dinamika biokhimichnikh markeriv rabdomiolizu pri politravimi.
[Dynamics of biochemical markers of rhabdomyolysisin multiple
trauma]. Emergency Medicine (Ukraine). 2022;18(5):17-22.
Ukrainian. doi: https://doi.org/10.22141/2224-0586.18.5.2022.1506.

23.

24.

25.

26.

27.

28.

29.

30.

31

32.

33.

35.

36.

23.

24.

25.

26.

27.

Ol JIF4 JITEPATYPU

DiVincenzoM. QuemadurasEléctricasenPediatria[ PediatricElectrical
Burn Injuries]. Revista Argentina de Quemaduras.2023;33(3):1-7.
Spanish. Available from: https://raq.fundacionbenaim.org.ar/wp-
content/uploads/2023/12/quemadur as-facial es.pdf .

GentgesJ, Schieche C. Electrical injuriesin the emergency department:
an evidence-based review. Emerg Med Pract. 2018 Nov;20(11): 1-20.
Available from: https://pubmed.ncbi.nlm.nih.gov/30358379/.

Zemaitis MR, Lopez RA, Huecker MR. Electrical Injuries. [Updated
2025 Jan 20]. In: SatPearls [Internet]. Treasure Idand (FL):
StatPearls Publishing; 2025 Jan-. Available from: https://www.nchi.
nim.nih.gov/books/NBK448087/.

Ragasivamalini B, Balambighai V, Sureshkumar SA. Super-refractory
Satus Epilepticus and Cerebellar Involvement Following High-Voltage
Electrical Injury. Cureus. 2025 Jan 15;17(1):e77472. doi: 10.7759/
cureus.77472.

Narang S Manoharan GK, Dil JS Raja A. Electrical Injuries
and Neurosurgery: A Case Report and Review of Literature.
Indian J  Neurotrauma. 2023;20:65-70. doi: https://doi.
0rg/10.1055/s-0041-1739481.

Durdu T, Ozensoy HS, Erturk N, Yilmaz YB. Impact of \Voltage Level
on Hospitalization and Mortality in Electrical Injury Cases. A
Retrospective Analysis from a Turkish Emergency Department. Med Sci
Monit. 2025 Apr 28;31:€947675. doi: 10.12659/MSM.947675.

Li Q, Ba T, Cao SJ, et al. [Establishment and validation of a risk
prediction model for disseminated intravascular coagulation patients
with electrical burns]. Zhonghua Shao Shang Yu Chuang Mian
Xiu Fu Za Zhi. 2023 Aug 20;39(8):738-745. Chinese. doi: 10.3760/
cma.j.cn501225-20230419-00132.

Noorbakhsh S, Bonar EM, Polinski R, Amin MS. Educational
Case: Burn Injury-Pathophysiology, Classification, and Treatment.
Acad Pathol. 2021 Nov  28;8:23742895211057239. doi:
10.1177/23742895211057239.

Gille J, Schmidt T, Dragu A, et al. Electrical injury — a dual center
analysis of patient characteristics, therapeutic specifics and outcome
predictors. Scand J Trauma Resusc Emerg Med. 31 May 2018;26:43.
doi: https://doi.org/10.1186/s13049-018-0513-2

Navarrete N. Hyperkalemia in electrical burns: A retrospective
study in Colombia. Burns. 2018 Jun;44(4):941-946. doi: 10.1016/j.
burns.2017.12.003.

Kravets OV, Klygunenko OM, Yekhalov VV, Stanin DM, et al. Sndrom
trivalogo stiskannya: navchalno-metodichniy posibnik dlya likariv-
interniv riznikh spetsialnostey. [Prolonged compression syndrome: a
teaching and methodol ogical manual for interns of various specialties].
Lviv : Noviy svit-2000; 2021. 194 p.

. Baker MB, Binda DD, Nozari A, Baker WE. The Slent Threat of

Hypokalemia after High \oltage Electrical Injuries: A Case Study and
Review of the Literature. J Clin Med. 2024 May 12;13(10):2852. doi:
10.3390/jcm13102852.

Malard B, Hulko M, Koch J, et al. Comparison of Different Membranes
for Continuous Renal Replacement Therapies: An InVitro Sudy. ASAIO
J. 2025 Jun 1;71(6):510-518. doi: 10.1097/MAT.0000000000002387.
Farzan R, Ziabari SMZ, Jafaryparvar Z, et al. Review of
Electrocardiography Changes in Electrical Burn Injury: Is It Time To
Revise Protocol ? Ann BurnsFire Disasters. 2023 Jun 30; 36(2): 132-138.
Available from: https://pmc.nchi.nim.nih.gov/articles’PMC11041879/.
Kim SH, Soicea N, Soghomonyan S Bergese SD. Remifentanil-acute
opioidtoleranceandhyperalgesia: aguidefor theperioperativephysician.
Front Pharmacol. 2015;6:129. doi: 10.3389/fphar.2015.00129.

Weerink MAS, Sruys MMRF, Hannivoort LN, et al. Clinical
pharmacokinetics and pharmacodynamics of dexmedetomidine. Clin
Pharmacokinet. 2017;56(6): 551-69. doi: 10.1007/s40262-016-0467-7.
Chen J, Wang X, Zhang L. Dexmedetomidinein perioperative medicine:
a comprehensive review. J Clin Med. 2022;11(15):4523. doi: 10.3390/
jcm11154523.

Richa F, Yazigi A, Sellaty G, Yazbeck P. Comparison between
dexmedetomidine and remifentanil for controlled hypotension during
tympanoplasty. Eur J Anaesthesiol. 2008;25(5): 369-374. doi:10.1017/
0265021507003083.

Boezaart AP, van der Merwe J, Coetzee A. Comparison of sodium
nitroprusside- and esmolol-induced controlled hypotension for
functional endoscopic sinus surgery. Can J Anaesth. 1995;42(5):373-
376. doi: 10.1007/BF03011655.

11



REVIEW OF LITERATURE PAIN, ANAESTIHESIAGINTENSVECARE  Narl 2026

KPABELIb O.B., EXAJIOB B.B., MVIHKA H.B., CTAHIH .M., MAPTVHEHKO [.A.

FOCTPE MNOLUKOOXKEHHSA HUPOK NMPWU ENEKTPU4YHINA TPABMI
AHOTALIA

Betyn. EnekTpryHi oniki € IpUHMHOKO BUCOKMX MOKA3HKKIB CMEPTHOCTI Ta 3aXBOPIOBAHOCTI B YCbOMY CBiTi. OCHOBHOK MPUHNHOK CMEpTI
B TakMX BUNaakax Oysae pedpakTepHe MiornobiHypiiHe rocTpe NMOLLKOIKEHHS HUPOK.

36ip pokasis. byno 3pobneHO PETPOCNEKTUBHUI IHPOPMATUBHNIA MOLLYK i3 BUKOPUCTAaHHSAM NPOCTOPOBO-BEKTOPHOI OMMCOBOI MOAEN,
Lo 6yna fOMoBHEHA PYy4HUM MOLLYKOM BiAMOBIAHNX cTaTen.

Marepiann Ta metogun. Haykosy nitepatypy Oyno 3HaAeHo 3a AOMOMOrOK MOLLYKOBUX crucTem Scopus, CrossRef, Google Scholar Ta
PubMed.

CuHTe3 pokasiB. Y NoCTpaXxaannx Bif, eNeKTPOTPaBMm BHACNILOK MAaCMBHOMO MOLLKOKEHHS TKaHWH YacTO PO3BMBAETLCA AOCUTb BU-
paxkeHa rinoBoneMisl, sika BUK/IMKaHa ekcTpaBasasibH1M BUTOKOM (CEKBECTPALLEIO) PIAMHI, LLIO MPU3BOAUTL A0 MOAANBLLIOMO 3MEHLLEHHS
BHYTPILLHBOCYAMHHOrO 06’eMy. [MOBOAEMIA BHACTIOOK EKCTPABACKYNSPHONO BUTOKY PIAVHI MOXE MPU3BECTY 4O NPepeHasnbHOI a3oTemil
Ta roCTPOro KaHasbLIeBOro HEKPO3y. 3asBu4ai LibOMy CMpUsie HecBoeYacHa abo He[oCTaTHs pianHHa pecycumTauis. Nporpecytoda
iLeMis NPy eneKTPUYHIN TpaBMi, HAOPSAK Ta TKaHWHHWUIA HEKPO3 OOYMOBIIOIOTL METAb0NIYHAA auMao3 Ta 3aMUKatOTb MOPOYHE KOSO.
PeHanbHy hopMy roCTPOro MOLUKOOXKEHHST HUPOK CMPUYMHSIE FOCTPUIN TyOYNSipHUA HEKPO3 BHACNAOK rinonepdysii HUPOK, remorniay,
pabnomioniay Ta MiXMacLManbHOr0 KOMAAPTMEHT-CUHAPOMY. Y MaTtoreHesi roCTPOro MOLUKOMKEHHST HUPOK MPUAMAtOTh y4acTb TPU
MPOBIOHI MexaHi3M1: BHYTPILLUHBOHMPKOBA BA30OKOHCTPUKLS, YTBOPEHHS remMornobiHoBUX abo MIiornobiHOBUX LMAIHARIB Y ANCTaNbHMX
HUPKOBYX KaHabLAX Ta MpsiMa LIMTOTOKCKYHA Ais MIOrnobiHy Ha eHpoTenin HedppoHie. Pabgomionia po3susaeTeca y 14 — 42 % Bunagkis
eneKkTpn4HMX onikiB. OCKINbKM BU3HA4YEHHS pabaoMioniay Ay»ke PidHATLCS, ToHHY YacToTy ['TTH npu pabaomionisi BaXKko BCTaHOBUTW, ane
BBa&XKAETLCS, L0 BOHa KOMMBaeTbes Big, 13 % 00 48 %. BinbHui MiornobiH HagxoamnTs 4O 3araiibHOrO KPOBOTOKY BHACIIAOK MACUBHOMO
HEKPO3Y M’I30BOI TKaHVHM (pabaomioniay) i MoXke yCkNnaaHoBaTUCs NirMeHT-iHAYKOBaHNUM FOCTPUM YPaXKEHHSIM HUPOK, PH KPOBI HYbKYe
7,2 € NoKa3aHHAM [0 BBELAEHHS npenapary 40 Moro Hopmanisadji (ane He 6inbLue). EauHMM eeKTVBHUM METOLOM NiKyBaHHSA NauieHTIB
3 [TIH i3 niaBuLLEHHSAM PIBHIB KpeaTuHIHY Ta Kanito € 3aMiCHa HMpPKOBa Tepanis.

BucHoBku: OCHOBHMM eTionoridHnM haktopom [TIH npr enekTpoTpaBmi € HasiBHICTb y KPOBOTOL BifIbHOrO reMorfiobiHy abo MiornobiHy.
CBoevacHO poanoyarta agekBaTHa pigvHHa pecycumTalis 4o3Bofse 3anobiraty Ta odmexxysatu [MH npu enekTpoTpasmi. uckpeTHa
Ta NOJOBXEeHa BEHO-BEHO3HA remogjadinbTpalis B X NOEAHAHHI € ONTUMaNbHVIMI METOLAMUN EKCTPaKOPMNOpasibHOI ETOKCMKALLT mpu
MiornobiHemil.

KniovoBi cnoBa: efnexkTpuyHa TpaBma, pabaomionia, rocTpe NMOLLKOMKEHHS HUPOK, NiKyBaHHSI.
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