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Dear Editor

Alcohol consumption unfortunately, is more common
throughout the world. Despite the prohibition of alcohol
consumption in our culture, the prevalence of cancers and
the side effects of anticancer drugs; cisplatin (CP) have
made some unsubstantiated and unscientific propaganda
based solely on opposition to religious culture to suggest
alcohol consumption in preventing the side effects of anti-
cancer drugs during cancer therapy. This short animal study
was designed to investigate the protective role of alcohol
consumption in CP induced nephrotoxicity.

Thirty males and females Wistar rats (205.77 + 4.06 g)
were randomly divided into 3 experimental groups of al-
cohol ethanol (n=9 named ALC), cisplatin (n=10, named
CP) and CP+ethanol, (n=8 named ALC+CP). ALC was ga-
vaged (3 g/kg) daily for a week. CP was injected as a single
dose (7.5 mg/kg, i.p) at the first day of experiment 60 min
post the first ALC administration. The ALC administration
was performed daily for a week. At the end of 7th day, all
the animals were placed in metabolic cage and urine sam-
ples were collected for 4 hours. Finally, biochemical and
histological parameters were investigated.

A total of 8 animals were expired during the experiment.
The survival time for the groups of ALC, CP and ALC+CP
groups were 7.8 + 0.2, 7.5 + 0.4 and 7.4 £ 0.4 days with
no significant difference between the groups (P=0.98). The
serum level of blood urea nitrogen (BUN), creatinine (Cr)
and kidney tissue damage score (KTDS) increased in group
that received CP compared with ALC group. However, al-
cohol did not provide any protective role against these pa-

rameters (Figure 1). The clearance creatinine (CICr) of kid-
ney was reduced by CP, and alcohol could not return it to
normal level. By examining other parameter, no protective
effect for alcohol can be defined.
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Figure 1: Serum level of BUN, Cr, CICr, Urine Flow (UF), Malondial-
dehyde (MDA), Percentage of Na Excretion (ENa (%)), and Nitrite (sNi-
trite). Kidney level of MDA (kMDA) and Nitrite (kNitrite). KTDS, Body
Weight (BW) and Kidney Weight (KW) changes. The star (*) indicates

significant difference from ALC group (P<0.05).

Alcohol consumption causes kidney injury because of
complex interaction of ethanol induced oxidative stress and
pro-inflammatory alterations [1]. In addition, the results of
a clinical study on women confirmed that alcohol intake,
decline renal function [2]. By consuming alcohol, kidney
cells damage and these changes are related to pathophys-
iology, perhaps, these damages is due to alcohol itself or
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its productions that have been induced by metabolizing al-
cohol like free radicals [1]. Alcohol consumption induced
kidney injury is related to oxidative stress mechanism [3-
5]. Furthermore, the alcohol consumption induced patho-
genesis also is associated with stress oxidative, mitochon-
drial dysfunction, inflammation and cell death by activating
apoptosis pathway [6,7]. On the other hand, CP induced
nephrotoxicity is related to stress oxidative, inflammation
and apoptosis [8,9]. With these explanations alcohol con-
sumption and administration of CP get worse kidney injury,
and unofficial advice from people on alcohol consumption
is not evidence base, and one should not believe. Howev-
er, even if it were evidence based, it would not be wise to
create a contradiction in religious culture, because not all
aspects of an issue may be clear to us.

Acknowledgment

None

Conflicts of Interest

No conflict of interest was declared.
References

1. Z.V. Varga, C. Matyas, J. Paloczi, P. Pacher, Alcohol
misuse and kidney injury: epidemiological evidence
and potential mechanisms, Alcohol Res, 38(2017),
283.

2. E.L. Knight, M.J. Stampfer, E.B. Rimm, Hankinson
SE, Curhan GC, Moderate alcohol intake and re-
nal function decline in women: A prospective study,

Nephrol Dial Transplant, 18(2003), 1549-54.

S.K. Das, D. Vasudevan, Alcohol-induced oxidative
stress, Life Sci, 81(2007), 177-87.

D. Wu, Q. Zhai, X. Shi, Alcohol-induced oxidative
stress and cell responses, JGastroenterol Hepatol,
21(2006),326-S9.

E. Cikler-Dulger, I. Sogut, Investigation of the protec-
tive effects of boric acid on ethanol induced kidney in-
jury, Biotech Histochem, 95(2020),186-93.

A. Havasi, S.C. Borkan, Apoptosis and acute kidney
injury, Kidney Int, 80(2011), 29-40.

K. Dreval, A. de Conti, S. Furuya, F.A. Beland, I.
Rusyn, miR-1247 blocks SOX9-mediated regenera-
tion in alcohol-and fibrosis-associated acute kidney
injury in mice, Toxicology, 384(2017), 40-49.

Y.C. Huang, M.S. Tsai, P.C. Hsich, J.H. Shih, T.S.
Wang, et al. Galangin ameliorates cisplatin-induced
nephrotoxicity by attenuating oxidative stress, inflam-
mation and cell death in mice through inhibition of
ERK and NF-kappaB signaling, Toxicol Appl Pharma-
col, 329(2017), 128-39.

N. Santos, C. Catao, N. Martins, C. Curti, M. Bianchi,
et al. Cisplatin-induced nephrotoxicity is associated
with oxidative stress, redox state unbalance, impair-
ment of energetic metabolism and apoptosis in rat kid-
ney mitochondria, Arch Toxicol, 81(2007), 495-504.


https://www.semanticscholar.org/paper/Alcohol-Misuse-and-Kidney-Injury%3A-Epidemiological-Varga-M%C3%A1ty%C3%A1s/709ad15638ed2c6856199019bdd2794bc45a4341
https://www.semanticscholar.org/paper/Alcohol-Misuse-and-Kidney-Injury%3A-Epidemiological-Varga-M%C3%A1ty%C3%A1s/709ad15638ed2c6856199019bdd2794bc45a4341
https://academic.oup.com/ndt/article/18/8/1549/1851652?login=false
https://academic.oup.com/ndt/article/18/8/1549/1851652?login=false
https://linkinghub.elsevier.com/retrieve/pii/S002432050700358X
https://linkinghub.elsevier.com/retrieve/pii/S002432050700358X
https://onlinelibrary.wiley.com/doi/10.1111/j.1440-1746.2006.04589.x
https://onlinelibrary.wiley.com/doi/10.1111/j.1440-1746.2006.04589.x
https://www.tandfonline.com/doi/abs/10.1080/10520295.2019.1662086?journalCode=ibih20
https://www.tandfonline.com/doi/abs/10.1080/10520295.2019.1662086?journalCode=ibih20
https://www.kidney-international.org/article/S0085-2538(15)54927-2/fulltext
https://linkinghub.elsevier.com/retrieve/pii/S0300483X17300744
https://linkinghub.elsevier.com/retrieve/pii/S0300483X17300744
https://linkinghub.elsevier.com/retrieve/pii/S0041008X17302405
https://linkinghub.elsevier.com/retrieve/pii/S0041008X17302405
https://linkinghub.elsevier.com/retrieve/pii/S0041008X17302405
https://link.springer.com/article/10.1007/s00204-006-0173-2
https://link.springer.com/article/10.1007/s00204-006-0173-2
https://link.springer.com/article/10.1007/s00204-006-0173-2

