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Background: Acute lung injury is respiratory failure due to various causes. 
Increased inflammatory and oxidative processes are recognized to play an 
essential role in the etiology of ARDS. Abelmoschus esculentus is an herbal 
product used to treat various diseases due to its anti-inflammatory and 
antioxidant effects. We aimed to investigate whether Abelmoschus esculentus has 
an effect on acute lung injury. 
Materials and Methods: In this experimental study, we used the ethanol extract 
of Abelmoschus esculentus seed. It divided forty male Wistar rats into five equal 
groups: 1) control, 2) Abelmoschus esculentus, 3) lipopolysaccharide,  
4) lipopolysaccharide+Abelmoschus esculentus, and 5) lipopolysaccharide+ 
Abelmoschus esculentus +dexamethasone groups. 
Results: In the lipopolysaccharide group, native thiol, total thiol, IL-10, and 
IFN-ɣ levels significantly changed. Abelmoschus esculentus was effective when 
used with dexamethasone in increasing native thiol and total thiol values 
(p=0.008 and p=0.004, respectively). On the other hand, when Abelmoschus 
esculentus was used alone, it significantly increased IL-10 levels and decreased 
IFN-ɣ levels in the lipopolysaccharide group (p=0.025 and p<0.001, 
respectively). Additionally, improvements were noted in histological findings 
of alveolar congestion (p=0.006), intra-alveolar hemorrhage (p=0.006), and 
intra-alveolar macrophages (p=0.001). 
Conclusion: Abelmoschus esculentus, with its anti-inflammatory effect, may 
represent a new potential for treating acute lung injury. 
 
Keywords: Abelmoschus esculentus; Acute Lung Injury; IL-10; IFN-ɣ; 
Thiol 
 

1 Department of Pediatrics, Abant Izzet Baysal University 
Medical Faculty, Bolu, Turkey, 2 Department of 
Physiology, Abant Izzet Baysal University Medical 
Faculty, Bolu, Turkey, 3 Department of Pathology, Abant 
Izzet Baysal University Medical Faculty, Bolu, Turkey,     
4 Department of Medical Biochemistry, Abant Izzet 
Baysal University Medical Faculty, Bolu, Turkey   
 
Received: 11 September 2022 

Accepted: 30 May 2023 

 

Correspondence to: Bekdas M 

Address: Department of Pediatrics, Abant Izzet 

Baysal University Medical Faculty, Bolu, Turkey 

Email address: merbek14@yahoo.com 

  

 
 
INTRODUCTION 

Acute respiratory distress syndrome (ARDS) is an acute 

diffuse lung injury causing hypoxemic respiratory failure. 

ARDS occurs due to pulmonary or extrapulmonary causes. 

It is a leading cause of morbidity and mortality in 

childhood. The cytokine storm is the most significant 

characteristic of ARDS. Neutrophils have a crucial role in 

the onset and progression of ARDS. Activated neutrophils 

and macrophages release numerous pro-inflammatory 

cytokines. Pro-inflammatory cytokines damage the 

alveolar epithelium and the vascular endothelium. During 

these inflammatory processes, reactive oxygen species 

(ROS) such as hydroxyl, superoxide, and hydrogen 

peroxide are also increased within the cells. Increased 

ROSs exacerbate the damage to the alveolo-capillary 

membrane. This damage increases the permeability of the 
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capillary membrane. Fluids, proteins, and blood cells can 

leak from the capillary bed into the pulmonary interstitium 

and alveoli due to increased capillary permeability, a 

defining feature of ARDS. ARDS is a significant disease in 

terms of morbidity and mortality. Studies have shown that 

ARDS constitutes 5.8% of patients treated in pediatric 

intensive care units (1). Some of the survivors may have 

various health problems. Although we have a better 

understanding of the pathophysiology of the disease and 

can offer more treatment alternatives, about 1/3 of the 

cases die (2).  

Recently, much research has been conducted to 

understand the pathophysiology of ARDS and improve 

prognosis. The imbalance between pro-inflammatory and 

anti-inflammatory cytokines plays an essential role in the 

development of the disease. Also, the imbalance between 

oxidants and antioxidants increases lung damage (3). 

Abelmoschus esculentus (AE) is a species of the mallow 

family (Malvaceae). AE is rich in vitamins, minerals, and 

fiber. Studies have shown that AE can be used 

therapeutically in various diseases due to its anti-

inflammatory and antioxidant properties (4). AE has 

significant levels of flavonoids and polyphenols. 

Polyphenols and flavonoids have been shown to have 

potent antioxidant properties (5). AE shows its antioxidant 

activity by changing the secreted cytokines (6). Increased 

inflammatory and oxidative processes are recognized to 

play an essential role in the etiology of ARDS.  

The purpose of this study was to evaluate whether AE, 

which has antioxidant and anti-inflammatory properties, is 

effective in treating ARDS. The study’s findings will enable 

us to provide the herbal supplement AE seed earlier in 

individuals at risk of developing ARDS; thus the morbidity 

and mortality of ARDS will be reduced.   

 

MATERIALS AND METHODS 
AE seed was extracted by maceration method using 

95% ethanol as a solvent (7). Then, 100 g of powdered AE 

seeds were placed in a closed container. 600 ml of ethanol 

was added to a container and incubated at 25°C for two 

days in the dark. The extract mixture was filtered two days 

later, and the liquid portion (ethanol) was transferred into 

a round bottom flask.  After evaporation of solvent at 40°C, 

an oily golden yellow AE extract was obtained in the flask 

and stored in a refrigerator at +4°C until assayed. 

The care of the rats and all surgical procedures were 

planned according to the Universal Declaration of Animal 

Rights. Rats were cared for under standard laboratory 

conditions with fed a standard diet and water ad libitum. 

The temperature was fixed at 19±2°C, humidity at 50%-

70%, and the lighting system at 12h light/12h dark cycle. 

Male Wistar rats weighing 200-250 grams were 

obtained from our college’s Experimental Animals 

Application and Research Center. A total of 40 rats were 

randomly divided into five groups (n=8). The groups were 

formed as follows: 

Control (C) group: a single dose of saline in the same 

volume was administered intraperitoneally (IP) on the day 

of the procedure. 

AE group: a single dose of 600 mg/kg/day AE extract 

was administered by gavage for seven days (5). 

Lipopolysaccharide (L) group: a single dose of 5 mg/kg 

L was administered by IP (3). Gram-negative bacteria's 

outer membrane contains the glycolipid LPS. When LPS 

circulates throughout the body, it binds to a specific 

binding protein. This complex stimulates the CD14/TLR-4 

receptor complex on monocytes, macrophages, and other 

cells, causing the production of inflammatory mediators. 

Based on this, it was decided to use LPS to induce models 

of bacterial sepsis and acute lung injury (8). 

Lipopolysaccharide (Sigma-Aldrich, St. Louis, MO, USA) 

was used for this procedure. 

AE+L group: administration of 600 mg/kg/day AE 

extract by gavage was started seven days before the 

procedure. On the day of the procedure, L was 

administered at a dose of 5 mg/kg by IP, and half an hour 

later, a single dose of 600 mg/kg/day AE extract was 

administered by gavage. 

Dexamethasone (D)+AE+L (AE+L+D) group: a single 

dose of 600 mg/kg/day AE extract was administered by 
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gavage seven days before the procedure. On the day of the 

procedure, L at a dose of 5 mg/kg was administered by IP, 

and half an hour later, a single dose of 600 mg/kg/day of 

AE extract was administered by gavage and 

dexamethasone at a dose of 1.5 mg/kg was administered 

by IP (3)(Figure 1). 

 

 

 

 

 

 

 

 

 

 
Figure 1. Illustration of the experimental timeline design 
(L: Lipopolysaccharide, AE: Abelmoschus esculentus, D: Dexamethasone, 
 IP: Intraperitoneally) 

 

All rats were anesthetized intramuscularly with a 

90/10 mg/kg xylazine/ketamine combination and 

sacrificed 4-hour after the procedure (3). The collected 

blood was centrifuged at 4000 rpm for 10 minutes and 

stored in Eppendorf tubes at -80 C until processing. The 

thorax of the rats was opened, and the right lung was 

removed, fixed in 10% buffered formaldehyde, and 

embedded in kerosene blocks for histopathological 

evaluation. All procedures were performed in a laboratory 

setting and under sterile conditions. 

TNF-α and IFN-γ as inflammatory cytokines, IL-10 as 

an anti-inflammatory cytokine, and angiopoietin-2 levels 

as an indicator of endothelial damage were evaluated (9). 

Rat cytokine ELISA kits were purchased from 

SinoGeneClon Biotech Co., Ltd., China. 

To determine oxidant-antioxidant status from the 

collected serum, thiol-disulfide levels were measured. For 

this purpose, the new automated colorimetric 

measurement method developed by Erel et al. was 

used(10). This method was used to measure the levels of 

native thiol, total thiol, and disulfide, as well as the levels 

of disulfide/native thiol. 

For histological examination, 3 µm thick sections were 

taken from kerosene blocks of the right lung and stained 

with hematoxylin-eosin dye. The sections were examined 

by an experienced pathologist using a light microscope 

(LEICA DM 2000 LED). Damage to lung tissue was 

assessed semiquantitatively by scoring alveolar congestion, 

inflammatory infiltration, interalveolar hemorrhage, and 

interalveolar macrophage; 0 points: no change; 1 point: 

mild focal changes; 2 points: moderate multifocal changes; 

3 points: significant multifocal changes; 4 points: 

significant diffuse changes(11,12).  

Statistical Methods 
The SPSS-23 program was used for statistical analysis. 

Data were expressed as mean + standard deviation. The 

SPSS-23 program was used for statistical analysis. Data 

were expressed as mean+standard deviation. The 

Kolmogorov-Smirnov test was used to analyze the fit of 

groups to the normal distribution. The homogeneity of 

variance was checked. For biochemical data between 

experimental groups, comparisons were made with a one-

way analysis of variance (ANOVA) followed by Tukey 

tests. Kruskall-Wallis analysis was used to assess 

differences in histological scores. A Comparison of groups 

with significant changes was performed using the Mann-

Whitney U test. P<0.05 was considered significant. 

Ethics Statement  
The Animal Studies Ethics Committee of Abant İzzet 

Baysal University approved this study (2020/17). This 

research was supported by the scientific research fund 

from Abant Izzet Baysal University (2020.08.23.1466). 

 

RESULTS 
There was a significant difference between groups in 

native thiol levels (p<0.001). The L group had lower native 

thiol levels than the C group (p<0.001). Native thiol levels 

were statistically significantly increased in the L+AE+D 

group compared to the L group (p=0.008). There was no 
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significant difference in native thiol levels between the 

other groups (p>0.05) (Table 1). 

There was a significant difference in total thiol levels 

between groups (p<0.001). The L group had lower total 

thiol levels than the C group (p<0.001). The increase in 

total thiol levels in the L+AE+D group compared to the L 

group was statistically significant (p=0.004). There was no 

significant difference in total thiol levels between the other 

groups (p>0.05) (Table 1). 

There was a significant difference in IFN-ɣ levels 

between groups (p<0.001). Higher IFN-ɣ levels were 

detected in the L group than in the C group (p<0.001). IFN-

ɣ levels in the group receiving AE for prophylactic 

purposes were lower than in the L group (p=0.033). IFN-ɣ 

levels in the L+AE and L+AE+D groups were statistically 

significantly lower than in the L group (p<0.001 and p < 

0.001, respectively) (Table 1). 

There was a significant difference in IL-10 values 

between groups (p<0.001). The L group had lower IL-10 

values than the C group (p=0.041). There was a statistically 

significant increase in IL-10 values in the L+AE and 

L+AE+D groups compared to the L group (p=0.025 and 

p<0.001). There was a significant difference between the 

L+AE and L+AE+D combinations, leading to increased IL-

10 values in rats exposed to L (p=0.03) (Table 1). There was 

no significant difference in disulfide, ANGPT2, TNF-α 

levels, and disulfide-native thiol ratios between groups 

(p>0.05) (Table 1). 

There was a significant difference between groups in 

alveolar congestion values (p<0.001). Higher congestion 

values were found in the L group than in the C group 

(p<0.001) (Figure 2a, 2b, 2c). Congestion levels in the group 

receiving AE for prophylactic purposes were significantly 

lower than in the L group (p=0.005) (Figure 2e, 2f). 

Compared to the L group, congestion levels were 

statistically significantly reduced in the L+AE and 

L+AE+D groups (p=0.006 and p<0.001, respectively) 

(Table-2) (Figure 2g, 2h) (Figure 2j, 2k). 

There was a significant difference between groups in 

intraalveolar hemorrhage values (p=0.006). Higher 

bleeding values were observed in the L group than in the C 

group (p=0.001). The bleeding values in the group 

receiving AE for prophylactic purposes were significantly 

lower than in the L group (p=0.037). Compared to the L 

group, bleeding levels were significantly reduced in the 

L+AE and L+AE+D groups (p=0.006 and p=0.011, 

respectively) (Table 2). 

A significant difference between the groups was 

observed in the values for the increased alveolar wall 

thickness (p<0.001). Higher values for the increase in 

alveolar wall thickness were found in the L group than in 

the C group (p<0.001) (Figure 2a, 2b, 2c, 2d). The values for 

the increase in alveolar wall thickness in the group 

receiving AE for prophylactic purposes were statistically 

different from those in the L group (p=0.006). Compared to 

the L group, the value for the increase in alveolar wall 

thickness was significantly reduced only in the L+AE+D 

group (p<0.001) (Table 2). 

 
Table 1. Comparison of the biochemical data between the groups 
 
 C1 L2 AE3 AE+L4 AE+L+D5 P 
NThiol (µmol/l)  206.1±14.9 145.7±21.2 175.7±24.9 159.4±26.5 187.3±25.6 <0.001 
TThiol (mmol/l) 262.9±10.3 199±20 232.6±27.4 211.8±28.6 245.8±28.6 <0.001 
IFN-ɣ (pg/ml) 264.2±17.8 325±5.4 291.6±20.6 254±23.1 250.6±14.7 <0.001 
IL-10 (pg/ml) 95.7±6.3 55.9±15.3 73.2±9.4 100.9±20.3 143.5±41.6 <0.001 
Dis (pg/ml) 28.4±3.4 29.2±3.5 28.4±7.6 26.2±2.4 26.6±5.5 0.68 
Dis/NThiol  13.9±2.5 15.7±2.4 16.4±5.1 16.7±2.8 18.8±5.4 0.17 
ANGPT2 (ng/ml) 11.7±3.7 11.7±1.5 11.2±0.5 9.4±1.1 10.5±1.1 0.18 
TNF-α (pg/ml) 171±47.3 172.4±52 149±15.6 154.9±19.9 153.3±11.7 0.56 
(C: Control, L: Lipopolysaccharide, AE: Abelmoschus esculentus, D: Dexamethasone, NThiol: Native thiol, TThiol: Total thiol, Dis: Disulfide, ANGPT2: Angiopoietin-2) 
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Table 2. Comparison of the histological scores between the groups 
 

 C1 L2 AE3 AE+L4 AE+L+D5 P 
Congestion  0.8±0.3 3.2±0.7 1.7±0.7 2±0.5 1.1±0.3 <0.001 
Intraveolar hemorrhage  0.6±0.5 2.1±0.6 1.1±0.8 0.8±0.6 1.1±0.6 0.006 
Thickening of the alveolar wall 1.2±0.4 2.8±0.3 2±0.5 2.4±0.5 1.2±0.4 <0.001 
Intraalveolar macrophage 0.2±0.4 2.3±0.5 1.5±1.1 0.4±0.5 0.1±0.3 <0.001 
Inflammation 1±0.5 3.1±0.8 2.2±0.7 2.4±0.5 1.2±0.4 <0.001 
Abscess 0±0 1.2±1.7 0.1±0.3 0±0 0±0 0.058 

(C: Control, L: Lipopolysaccharide, AE: Abelmoschus esculentus, D: Dexamethasone) 

 
 
 
 
 
 

 

 
 
 

 

 
Figure 2. Histopathological changes of AE in L-induced acute lung injury. 
a) Control group (HEX100), b) Control group (HEX200), c) L group: Active inflammation 
accompanied by neutrophils (arrow), inflammation in the perivascular space (arrowhead), 
alveolar congestion (bidirectional arrow), thickening of the alveolar wall (asterisk) (HEX100), 
d) L group: inflammation (arrow), thickening of the alveolar wall (asterisk) (HEX200), e) AE 
group (HEX100), f) AE group (HEX200), g) L+AE group (HEX100), h) L+AE group (HEX200), 
j) L+D+AE group (HEX100), k) L+D+AE group (HEX200) 
(L:Lipopolisaccaride, AE:Abelmoschus Esculentus, D:Dexamethasone, HEX: Hematoxylin-
eosin stain) 

 

There was a significant difference in intraalveolar 

macrophage scores between groups (p<0.001). 

Intraalveolar macrophage scores were higher in the L 

group than in the C group (p<0.001). Compared to the L 

group, interalveolar macrophage scores were significantly 

reduced in the L+AE and L+AE+D groups (p=0.001 and 

p<0.001, respectively) (Table 2). 

There was a significant difference in inflammation 

scores between groups (p<0.001). Inflammation levels were 

higher in the L group than in the C group (p=0.001) (Figure 

2a, 2b, 2c, 2d). Compared to the L group, inflammation 

scores were significantly reduced only in the L+AE+D 

group (p=0.001). There was no significant difference in 

abscess scores between groups (p=0.058) (Table 2). 

DISCUSSION 
One of the most common conditions treated in the ICU 

is ARDS. Early diagnosis and treatment are the most 

critical factors for the prognosis of ARDS. The longer the 

diagnosis is delayed, the more invasive procedures are 

required, which increases morbidity and mortality. 

Maintenance of normal lung function is possible if the 

balance between oxidants and antioxidants in cells is 

maintained. In inflammatory processes, ROSs such as 

hydroxyl, superoxide, and hydrogen peroxide increase in 

the cell. The amount of antioxidants decreases as 

antioxidants are used to detoxify ROSs. It has been 

demonstrated that the so-called oxidative stress plays an 

essential role in the development of ARDS. In ARDS, 

various cytokines are released by neutrophils, 

macrophages, and lymphocytes that proliferate in the 

alveoli. In addition to these inflammatory cells, capillary 

endothelial cells, alveolar cells, and epithelial cells also 

produce ROSs (13). ROSs increase to protect against the 

harmful agent. In cases where the pathogen cannot be 

eliminated, the increasing ROSs cause cell death by 

destroying proteins, carbohydrates, lipids, and DNA in the 

cells (14,15). Disrupting the balance between inflammation 

and anti-inflammation and between oxidants and 

antioxidants damages the capillary endothelium and 

alveolar epithelium. The damage to the alveolar epithelium 

leads to alveolar edema. Eventually, the surfactant can no 

longer be produced, and alveolar collapse occurs (16).  

Lymphocytes play an essential role in the development 

of ARDS. Tryptophan is necessary for the healthy 

functioning of rapidly proliferating cells such as 
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lymphocytes. On the other hand, IFN-ɣ, a pro-

inflammatory cytokine, increases in response to 

inflammation, regulating the functions of monocytes, 

macrophages, and T lymphocytes, but increased IFN-ɣ 

causes the degradation of tryptophan (17). Studies have 

shown that AE is rich in tryptophan and lysine amino 

acids (18,19). This property may be one reason why AE is 

effective in ARDS. Lysine is known to be an auxiliary 

amino acid in reducing the inflammatory response (20).  

Studies have shown that AE is also rich in antioxidants 

such as ascorbic acid and tocopherol (21, 22). AE shows its 

antioxidant activity by increasing the production of many 

endogenous antioxidants such as superoxide dismutase, 

catalase, and glutathione peroxidase (5). During oxidative 

stress, the thiol content decreases as it is used to neutralize 

ROSs. Our study showed that treatment of AE and 

dexamethasone significantly increased the thiol group 

content, suggesting that AE may contribute to the 

inhibition of oxidative stress. 

It is well known that IFN-ɣ, a pro-inflammatory 

cytokine, plays an essential role in ARDS. This cytokine 

has been shown to increase capillary permeability and 

neutrophil migration (23,24). It has been suggested that the 

efficacy of ARDS treatments can be measured by 

decreasing serum IFN-ɣ levels (25). AE shows its anti-

inflammatory effect by altering the secretion of TNF-α, 

IFN-ɣ, IL-10, and IL-12 (6). Studies have shown that AE 

increases IFN-ɣ secretion (26). On the other hand, 

antagonizing the action of IFN-ɣ in ARDS is thought to 

have a curative effect (24). Mock et al. (27) found that IFN-ɣ 

is increased in ARDS, suggesting that suppression of this 

increase plays a crucial role in controlling inflammation. In 

our study, we found that IFN-ɣ is increased in ARDS. Our 

study showed that the increase of IFN-ɣ in ARDS can be 

reduced with both AE+D and AE alone. On the other hand, 

it has been shown that administration of AE may have a 

prophylactic effect by keeping IFN-ɣ levels of 

lipopolysaccharide low. Consequently, AE may have both 

therapeutic and prophylactic effects in ARDS by reducing 

IFN-ɣ levels.  

It is known that IL-10, an anti-inflammatory cytokine, 

plays an essential role in ARDS. The balance between 

inflammation and inflammatory response, which is 

disturbed in ARDS, increases lung injury. Increasing IL-10 

inhibits the inflammatory response and restores this 

balance. The reason for the decrease in IL-10 level in ARDS 

is the increased IFN-ɣ (28). Effective ARDS treatments 

increase IL-10 levels (25). While there are studies stating 

that AE reduces IL-10 secretion (26), there are also 

publications stating that it significantly increases IL-10 

secretion (6). Our study showed that the decreased IL-10 

secretion in ARDS could be increased with both AE+D and 

AE alone. On the other hand, it has been shown that the 

administration of AE may have a prophylactic effect by 

keeping IL-10 levels of L high. Consequently, AE may 

show therapeutic and prophylactic effects in ARDS by 

increasing IL-10. 

Local measurements of cytokine expression at the 

tissue location are thought to be the most accurate (29). 

This may be one reason why other cytokines did not show 

a statistically significant difference in our study, and 

another reason could be the shortness of the duration. 

Studies have shown that AE reduces the inflammatory 

response levels of rats’ gastric mucosa (30). Our study 

showed that increasing congestion, hemorrhage, and 

intraalveolar macrophages in alveoli in ARDS could be 

reduced by both AE+D and AE alone. AE reduced 

congestion and alveolar wall thickness, alleviated 

inflammation, and decreased intraalveolar macrophages 

that destroy alveolar septa, thus regressing histological 

damage. This indicates that the deteriorated alveolar 

structure may be corrected with AE, which has an anti-

inflammatory effect. In orchestrating inflammation and 

ARDS recovery, alveolar macrophages are essential 

players. The damage in the lung is increased once alveolar 

macrophages are triggered because they attract neutrophils 

and circulating macrophages to the pulmonary sites of 

injury, in this way, the damage in the lung is exacerbated, 

and the decrease in the number of macrophages will allow 

this damage to be reduced (31). On the other hand, 
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administration of AE has been shown to have a 

prophylactic effect in ARDS by reducing 

congestion/hemorrhage in the alveoli and the alveolar 

wall thickness. These results suggest that AE may 

histologically show therapeutic and prophylactic effects in 

ARDS. 

Our study’s limitations are not using quercetin, the 

main active component of Abelmoschus esculentus, and not 

performing immunohistochemical analysis. 

   

CONCLUSION 
It is thought that AE may be a new potential treatment 

to eliminate inflammation in acute lung injury. AE may 

also show a prophylactic effect with the same effect. 

 

Acknowledgments 
The authors would like to thank Assist. Prof. Arzu 

Birinci Yıldırım, who prepared Abelmoschus esculentus 

extract. 

 

Conflict of Interest 
The authors declare that they have no conflict of 

interest. 
 

REFERENCES 
1.  Parvathaneni K, Belani S, Leung D, Newth CJ, Khemani RG. 

Evaluating the performance of the pediatric acute lung injury 

consensus conference definition of acute respiratory distress 

syndrome. Pediatric Critical Care Medicine 2017;18(1):17-25. 

2. Schouten LR, Veltkamp F, Bos AP, Van Woensel JB, Neto AS, 

Schultz MJ, et al. Incidence and mortality of acute respiratory 

distress syndrome in children: a systematic review and meta-

analysis. Critical care medicine 2016;44(4):819-29. 

3. Baradaran Rahimi V, Rakhshandeh H, Raucci F, Buono B, 

Shirazinia R, Samzadeh Kermani A, et al. Anti-inflammatory 

and anti-oxidant activity of Portulaca oleracea extract on LPS-

induced rat lung injury. Molecules 2019;24(1):139. 

4. Islam MT. Phytochemical information and pharmacological 

activities of Okra (Abelmoschus esculentus): A literature‐

based review. Phytotherapy research 2019;33(1):72-80. 

5. Xia F, Zhong Y, Li M, Chang Q, Liao Y, Liu X, et al. 

Antioxidant and anti-fatigue constituents of okra. Nutrients 

2015;7(10):8846-58. 

6. Chen H, Jiao H, Cheng Y, Xu K, Jia X, Shi Q, et al. In vitro and 

in vivo immunomodulatory activity of okra (Abelmoschus 

esculentus L.) polysaccharides. Journal of medicinal food 

2016;19(3):253-65. 

7. Kordali S, Cakir A, Akcin TA, Mete E, Akcin A, Aydin T, et al. 

Antifungal and herbicidal properties of essential oils and n-

hexane extracts of Achillea gypsicola Hub-Mor. and Achillea 

biebersteinii Afan.(Asteraceae). Industrial crops and products 

2009;29(2-3):562-70. 

8. Ma L, Wu XY, Zhang LH, Chen WM, Uchiyama A, Mashimo 

T, et al. Propofol exerts anti-inflammatory effects in rats with 

lipopolysaccharide-induced acute lung injury by inhibition of 

CD14 and TLR4 expression. Brazilian Journal of Medical and 

Biological Research 2013;46:299-305. 

9. Brown RM, Semler MW, Zhao Z, Koyama T, Janz DR, May 

AK, et al. Plasma angiopoietin-2 (Ang2) and receptor for 

advanced glycation end products (RAGE) improve diagnosis 

of ARDS compared to provider clinical assessment in adult 

trauma patients. In: A42. ARDS: Risk, Treatment, and 

Outcomes 2015; A1617-A1617.  

10. Erel O, Neselioglu S. A novel and automated assay for 

thiol/disulphide homeostasis. Clinical biochemistry 

2014;47(18):326-32. 

11. Akkoyun H, Uyar A, Bengu A, Bayramoglu A, Arihan O, 

Keleş Ö. Protective effect of astaxanthin in the lung injury 

caused by ischemia reperfusion of the lower extremities. J 

Anim Plant Sci 2019;29(1):82–90. 

12. Tassiopoulos AK, Carlin RE, Gao Y, Pedoto A, Finck CM, 

Landas SK, et al. Role of nitric oxide and tumor necrosis factor 

on lung injury caused by ischemia/reperfusion of the lower 

extremities. Journal of vascular surgery 1997;26(4):647-56. 

13. Erol N, Saglam L, Saglam YS, Erol HS, Altun S, Aktas MS, et 

al. The protection potential of antioxidant vitamins against 

acute respiratory distress syndrome: a rat trial. Inflammation 

2019;42:1585-94. 

14. Becatti M, Taddei N, Fiorillo C. Oxidative stress management 

during non-invasive ventilation in acute respiratory failure. 

Internal and Emergency Medicine 2018;13:141-2. 



Tirink OF, et al.   425 

Tanaffos 2023; 22(4): 418-425 

15. Özcan O, Erdal H, Çakırca G, Yönden Z. Oxidative stress and 

its impacts on intracellular lipids, proteins and DNA. J Clin 

Exp Invest 2015;6(3):331-6. 

16. Kellner M, Noonepalle S, Lu Q, Srivastava A, Zemskov E, 

Black SM. ROS Signaling in the Pathogenesis of Acute Lung 

Injury (ALI) and Acute Respiratory Distress Syndrome 

(ARDS). Adv Exp Med Biol 2017;967:105-137.  

17. Pellegrin K, Neurauter G, Wirleitner B, Fleming AW, Peterson 

VM, Fuchs D. Enhanced enzymatic degradation of tryptophan 

by indoleamine 2,3-dioxygenase contributes to the 

tryptophan-deficient state seen after major trauma. Shock 

2005;23(3):209-15. 

18. Sanjeet K, Sokona D, Adamou H, Alain R, Dov P, Christophe 

K. Okra (Abelmoschus spp.) in West and Central Africa: 

Potential and progress on its improvement. Afr J Agric Res 

2010;5(25):3590–8. 

19. Esmaeilzadeh D, Razavi BM, Hosseinzadeh H. Effect of 

Abelmoschus esculentus (okra) on metabolic syndrome: A 

review. Phytotherapy Research 2020;34(9):2192-202. 

20. Seon GM, Lee MH, Koo MA, Hong SH, Park YJ, Jeong HK, et 

al. Asiaticoside and polylysine-releasing collagen complex for 

effectively reducing initial inflammatory response using 

inflamed induced in vitro model. Materials Science and 

Engineering: C 2021;121:111837. 

21. Petropoulos S, Fernandes Â, Barros L, Ciric A, Sokovic M, 

Ferreira IC. The chemical composition, nutritional value and 

antimicrobial properties of Abelmoschus esculentus seeds. 

Food & function 2017;8(12):4733-43. 

22. Pendre NK, Nema PK, Sharma HP, Rathore SS, Kushwah SS. 

Effect of drying temperature and slice size on quality of dried 

okra (Abelmoschus esculentus (L.) Moench). Journal of food 

science and technology 2012;49:378-81. 

23. Yamada M, Kubo H, Kobayashi S, Ishizawa K, Sasaki H. 

Interferon-γ: a key contributor to hyperoxia-induced lung 

injury in mice. American Journal of Physiology-Lung Cellular 

and Molecular Physiology 2004;287(5):L1042-7. 

24. Liu B, Bao L, Wang L, Li F, Wen M, Li H, et al. Anti-IFN-γ 

therapy alleviates acute lung injury induced by severe 

influenza A (H1N1) pdm09 infection in mice. Journal of 

Microbiology, Immunology and Infection 2021;54(3):396-403. 

25. Mohammed A, Alghetaa H, Sultan M, Singh NP, Nagarkatti P, 

Nagarkatti M. Administration of Δ9‐tetrahydrocannabinol 

(THC) post‐staphylococcal enterotoxin B exposure protects 

mice from acute respiratory distress syndrome and toxicity. 

Frontiers in Pharmacology 2020;11:528564. 

26. Sheu SC, Lai MH. Composition analysis and immuno-

modulatory effect of okra (Abelmoschus esculentus L.) extract. 

Food chemistry 2012;134(4):1906-11. 

27. Mock JR, Tune MK, Dial CF, Torres‐Castillo J, Hagan RS, 

Doerschuk CM. Effects of IFN‐γ on immune cell kinetics 

during the resolution of acute lung injury. Physiological 

reports 2020;8(3):e14368. 

28. Hu X, Paik PK, Chen J, Yarilina A, Kockeritz L, Lu TT, 

Woodgett JR, Ivashkiv LB IFN-γ suppresses IL-10 production 

and synergizes with TLR2 by regulating GSK3 and CREB/AP-

1 proteins. Immunity 2006;24(5):563-74. 

29. Zwickey H, Thompson B. Immune Function Assessment. In: 

Pizzorno J, Murray M, editors. Textbook of Natural Medicine. 

5th ed. Churchill Livingstone Inc.; 2020. p. 157–64. 

30. Ortaç D, Cemek M, Karaca T, Büyükokuroğlu ME, Özdemir 

ZÖ, Kocaman AT, et al. In vivo anti-ulcerogenic effect of okra 

(Abelmoschus esculentus) on ethanol-induced acute gastric 

mucosal lesions. Pharmaceutical biology 2018;56(1):165-75. 

31. Aggarwal NR, King LS, D'Alessio FR. Diverse macrophage 

populations mediate acute lung inflammation and resolution. 

American Journal of Physiology-Lung Cellular and Molecular 

Physiology 2014;306(8):L709-25. 

 


