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ABSTRACT: 
The intricate physiological vascular tissues exhibit specific responses when exposed to unfavorable stimuli, such 

as various illnesses, Cells that have been harmed or substances known as irritants, which induce an inflammatory 

response. Symptoms of the condition include redness, joint swelling, joint discomfort, joint stiffness, and impaired 

joint function. NSAIDs are now used to treat inflammation. Sadly, these procedures raise the possibility of blood 

clots causing heart attacks and strokes. Strong anti-inflammatory medicines made of natural components are 

already being developed as a consequence. Due to their chemical makeup, natural resources are a crucial source 

for the creation of novel medications. One of the most effective therapies for many diseases linked to inflammation 

is a natural substance derived from medicinal plants. The majority of the traditional anti-inflammatory drugs have 

negative side effects. The present study focuses on the gathering of information on potential phytochemicals 

derived numerous herbal plants have undergone rigorous testing in inflammatory models, demonstrating little 

adverse effects. 

 

INTRODUCTION: 
Inflammation is a commonly seen defensive reaction Inflammatory responses are triggered as a result of tissue 

damage caused by physical trauma, exposure to hazardous substances, or the presence of microbiological 

organisms. The development of new pharmaceuticals depends heavily on medicinal plants. Humans may use 

medicinal plants to cure a variety of illnesses. Finding new, secure photochemical compound therapies is 

something that people all around the globe are interested in. A number of medicinal plants have received 

experimental validation. NSAIDs and other anti-inflammatory medications are used to alleviate pain and swelling 

brought on by inflammation.[1] The liver, gastrointestinal system, and other human biological systems may get 

damaged by NSAID usage over an extended period of time. [2] The ability to reduce inflammation is seen in 

many therapeutic plants. We looked at a few medicinal plants with potent anti-inflammatory qualities in this 
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review.[3] The signs of inflammation include swelling, discomfort, and redness. This enables professionals to 

handle these drugs with care and safety. In order to evaluate the quality of the research, this review lists the 

medicinal plants that may be found in Bangladesh that are said to have anti-inflammatory properties. The body 

reacts to an injury with a sophisticated system known as inflammation to promote healing and the return of normal 

function. Eleven plant species were chosen for this investigation based on their historical use as anti-inflammatory 

drugs in South African medicine [4]. It is related to a rise in capillary infiltration, vascular permeability, and 

leukocyte emigration. The five principal indicators of inflammation include elevated temperature (calor), 

increased blood flow resulting in redness (rubor), accumulation of fluid leading to swelling (tumor), discomfort 

or tenderness (dolor), and impaired functionality (functio laesa). According to how long the process takes to react 

to the detrimental cause, inflammation is distributed into three types: acute, which develops right away following 

an injury, a period of discomfort persists for a duration of many days.; chronic, which lasts for a few weeks; and 

subacute, which lasts for a few days. Inflammation is broadly categorized into two types: 

 

1.1 Acute inflammation 

Acute, or short-term, inflammation may be a symptom of a disease or injury. Numerous factors, such as 

mononuclear immune cells, The cellular constituents implicated in this biological process include macrophages, 

monocytes, and neutrophils, with fibroblast activation and proliferation, specifically in the context of 

angiogenesis, and fibrosis, exhibit interconnections with acute inflammation. 

There are five main indications that are often used to assess the presence of acute inflammation: 

1. Pain: The sensation described may either persist consistently or manifest upon contact with the affected area. 

2. Redness: The increased blood flow to the capillaries in the area is responsible for this phenomenon. 

3. Loss of function: including the inability to move a joint, breathe, smell, and other senses. 

4. Swelling: If fluid accumulates, a condition known as edema may occur. 

5. Heat: The afflicted region may become warm to the touch due to increased blood flow. 

 

1.2 Chronic inflammation 

The observed process is distinguished by the activation and subsequent proliferation of mononuclear immune 

cells, fibroblasts, angiogenesis, and fibrosis, along with macrophages, monocytes, neutrophils, and angiogenesis 

[6] Several variables that are shown in Figure 1 are associated with acute inflammation. The operational dynamics 

of the inflammatory response are contingent upon the relative abundance of pro-inflammatory and anti-

inflammatory constituents. Different cytokines and hormonal effects are mediated by each of these antagonistic 

channels. TNF-, IL-1, IL-6, and TNF- induce inflammation whereas IL-10 and TGF- inhibit it. Depending on the 

situation, the differences may not always be the same. On the other hand, excessive or protracted inflammation 

develops when the systems that control homeostasis and the equilibrium between the two pathways are thrown 

off. Heat shock protein 70 (HSP70), TNF-, TNF-alpha, IFN-, interferon-gamma, IL-6, interleukin-6, IL-17, 

interleukin-17, CRP (C-reactive protein), and 4,interleukin-4.   

 

 
Fig- 1 Pro-inflammatory agents and Anti-inflammatory 
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Fig 2. Inflammation pathway. COX, cyclooxygenase; LOX, lipoxygenase; PG, prostaglandin; LT, leukotriene; TX, thromboxane; NO, 

nitric oxide; iNOS, inducible NO synthase; IFN, interferon; TNF, tumor necrosis factor; NF-κB, nuclear factor-κB; MAPK, mitogen 

activated protein kinase; JAK, janus kinase; IL, interleukin.[8] 

 

1. AchilleamillefoliumLinn.(Asteraceae)  

 
Fig -3 AchilleamillefoliumLinn.[9] 

 

The perennial herb Achillea millefolium L., which is indigenous to Europe, The anti-inflammatory qualities of 

[subject] Traditional medicine has had a significant level of esteem within the discipline for a considerable 

duration. Historically, use of plant for the management of wounds and burns has been documented, inflammation, 

& dermatological irritation. According to study results, secondary metabolites such as isoprenoids & phenolics 

have shown a key role in manifestation anti-inflammatory characteristics in organisms. The use of extracts from 

A. Millefolium has been historically recognized in traditional medicine for its potential therapeutic effects on 

gastrointestinal and hepato-biliary disorders, as well as for its antiphlogistic properties. [9] 
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2. Aconitum heterophyllum (Valeraneaceae) 

3.  

 
Fig-4 Aconitum heterophyllum (Valeraneaceae) [10] 

 

A. Heterophyllum, often recognised as 'Ativisha' or 'Patis' in Ayurvedic medicine, botanical species. This 

treatment modality is used for the therapy of many pathological disorders impacting the neurological system, 

digestive system, pyrexia, and rheumatism. Ehanolic of A. Heterophyllum root comprises many chemical 

compounds such as alkaloids, glycosides, flavonoids, and sterols. Plants that possess chemical compounds 

belonging to certain chemical families have shown to have potent anti-inflammatory effects blocking 

prostaglandin pathways.10]. 

 

3. Adhatodavasica (Acanthaceae)  

 
Fig-5 Adhatodavasica (Acanthaceae)  [11] 

 

Adhatodavasica L., often known as Adhatoda vasica, is a plant indigenous to the Acanthaceae family. Use of this 

plant as herbal remedy has been documented in several traditional medicinal practices throughout different 

regions. It has been historically employed for treating ailments such as colds, coughs, whooping cough, chronic 

bronchitis, asthma, as well as possessing sedative, expectorant, antispasmodic, anthelmintic, rheumatism, and 

rheumatic painful inflammatory swelling properties. Medicinal substance is administered several preparations, 

including fresh juice, decoction, infusion, and powder. 

 

4. Bacopamonnieri Linn.(Scrophulariaceae) 

 
Fig-6 Bacopamonnieri Linn.(Scrophulariaceae)[12] 

 

Bacopa monnieri, a glabrous succulent plant with creeping growth habit and distinct nodes, is often found in 

marshes and muddy coastal areas. Previously, it was used as a cognitive enhancer to boost memory, learning & 

attention. In the regions of India and Pakistan. Throughout history, the plant has been used for its potential as a 

cardiac tonic, digestive assistance, and as a means to improve respiratory function in cases of bronchoconstriction. 

The herb has anti-inflammation properties in a rat model of paw edema generated by carrageenan, resulting in a 

significant reduction of edema by 82% when compared to the effects of indomethacin. Furthermore, 

Bacopamonnieri exhibited a reduction in the activities of 5-lipoxygenase (5-LOX), 15-lipoxygenase (15-LOX), 

and cyclo-oxygenase-2 (COX-2). [12] 
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5. Cassia fistula L. (Caesalpiniaceae)  

 
Fig-7 Cassia fistula L. (Caesalpiniaceae) [13] 

 

Cassia fistula tree widely distributed Indian timbers. The whole herb has medicinal properties that have the 

potential to be used in the management of dermatological ailments, inflammatory diseases, rheumatism, anorexia, 

and jaundice. The anti-inflammatory effect of Cassia fistula bark extracts has been shown to be considerable in 

both acute and chronic inflammation models in rats. Involvement of endogenous or exogenous reactive oxygen 

species (ROS) has suggested in the pathophysiology of several diseases, including as atherosclerosis, diabetes, 

cancer, arthritis, and the aging process. 

 

6. Daphne pontica Linn. (Thymelaeaceae) 

 
Fig-8 Daphne pontica Linn. (Thymelaeaceae) [13] 

 

The belief in the anti-cancer effects of Daphne species dates back to the second century AD. The roots of Daphne 

pontica have been identified as a source of flavonoid compounds, including daphnodorins, which has anticancer 

properties. Various kinds of Daphne have been used for the management of inflammatory conditions. Daphne 

pontica used for mitigation of rheumatic pain and inflammatory disorders. Findings indicate that extracts possess 

the ability to inhibit the production of PGE2 and IL-1ß. 

 

7. Emblica officinalis (Euphorbiaceae) 

                                                            
Fig-9 Emblica officinalis (Euphorbiaceae)[14] 

 

Emblica officinalis is geographically distributed over the subtropical and tropical areas of China, India, Indonesia 

& Malay Peninsula. The use of this substance in certain specific regions has been observed due to its anti-

inflammatory and antipyretic properties. Recent research has shown anti-inflammatory properties in the aqueous 

portion of the methanol extract derived from plant leaves. The study was centered on the analysis of the impact 

of fractions on the synthesis of inflammatory mediators, namely leukotriene B4, platelet activating factor (PAF) 

& thromboxane, within a certain duration. [14] 
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8. Garcinia mangostana Linn. (Guttiferae) 

                                                           
Fig-10 Garcinia mangostana Linn. (Guttiferae)[15] 

 

The use of the rinds of Garcinia mangostana fruit in traditional medicine has been seen for the purpose of treating 

injuries and skin infections. The hulls of the mangosteen fruit contain bioactive chemicals, namely alpha-

mangostin and gamma-mangostin, which are notable xanthones. [15] 

 

9. Lantana camara Linn. (Verbenaceae) 

 
Fig- 11 Lantana camara Linn. (Verbenaceae)[16] 

 

Various species of Lantana possess aerial parts that are often used in traditional remedies for cancer and tumors. 

A herbal infusion consisting of leaves and blossoms was used as a remedy for fever, influenza, and gastrointestinal 

discomfort. Additional use of the plant include its antimalarial, antibacterial, and anti-diarrheal properties. 

10. Lycopodium clavatum Linn. (Lycopodiaceae) 

 
Fig- 12 Lantana camara Linn. (Verbenaceae)[17] 

 

Lycopodium clavatum, also known as club moss, has promising attributes that may contribute to its efficacy in 

wound healing. In a study conducted by Orhan et al., the authors investigated the potential anti-inflammatory 

effects of various extracts derived from the aerial parts of Lycopodium clavatum. The study employed a murine 

model in which capillary permeability was induced using acetic acid. Four distinct extracts were generated with 

petroleum ether, chloroform, ethyl acetate, methanol, and an alkaloidal fraction. The findings of the study revealed 

that just the chloroform extract and the alkaloidal fraction had a noteworthy anti-inflammatory impact, exceeding 

the effectiveness of Indomethacin. 

 

 

 

 

 

 

11. Mangiferaindica Linn. ( Anacardiaceae) 
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Fig- 13 Mangiferaindica Linn. ( Anacardiaceae) [18] 

 

Mangifera indica, often referred to as mango, is a tropical and subtropical fruit-bearing tree from the 

Anacardiaceae family. The many constituents of this entity have been widely used in traditional medicine 

throughout various societies, including a wide range of medicinal uses. Mangifera indica has been recorded in 

traditional medicine as being used for several therapeutic applications. One of the methods used involves the 

application of a fluid extract or infusion derived from the bark to treat medical disorders such as monorrhagia, 

leucorrhoea, bleeding piles, and pulmonary haemorrhage. Calcined leaves of the idibs plant are used for the 

purpose of eliminating warts on the eyelids. The treatment of diabetes involves the use of dried powdered leaves. 

 

12. Phyllanthuspolyphyllus Linn. (Euphorbiaceae) 

 

 
Fig-14 Phyllanthuspolyphyllus Linn. (Euphorbiaceae)[19] 

 

The aforementioned botanical specimen is a little shrub that is used in indigenous therapeutic customs due to its 

anti-inflammatory attributes throughout the tropical and subtropical territories of India and Sri Lanka. Four 

compounds that were extracted from the whole plant, comprising of one benzenoid and three arylnaphthalide 

lignans, have shown inhibitory properties on the generation of nitric oxide (NO) and cytokines, namely tumor 

necrosis factor (TNF-) and interleukin-12 (IL-12). The pro-inflammatory cytokines TNF-α and IL-12 Cytokines 

are generally recognized as crucial mediators that are generated during the first stages of acute and chronic 

inflammatory conditions, including allergies, rheumatoid arthritis, and septic shock. Chemical substances 

accountable using Phyllanthuspolyphyllus as an anti-inflammatory remedy in conventional medication. [19] 

 

13. Ricinuscommunis Linn. (Euphorbiaceae) 

                                                               
Fig-15 Phyllanthuspolyphyllus Linn. (Euphorbiaceae)[20] 

Ricinus communis Linn. Species is found in a broad range of tropical and subtropical areas around the globe. The 

primary objective of this study was to investigate the anti-inflammatory and free radical scavenging properties of 
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the methanolic extract derived from the root of Ricinus communis in Wistar albino rats, as conducted by llavarasan 

et al. The observed pharmacological effect in this investigation might potentially be ascribed to the existence of 

phytochemicals, including flavonoids, alkaloids, and tannins, present in the plant extract.[20] 

 

14. Sesbaniasesban Linn. (Leguminosae) 

 
                                     Fig- 16 Phyllanthuspolyphyllus Linn. (Euphorbiaceae)[21] 

 

The genus Sesbania esban has around 50 species, with the majority of them being annual plants. Africa has the 

highest level of spice variety, with a total of 33 distinct species. While there has been some attention given to 

annual species, modern studies have mostly concentrated on perennial species. Among the several perennial 

species, Sesbania sesban has shown considerable promise.The plant in question is a little, long-lasting tree 

characterized by its sturdy stems, vibrant yellow blossoms, and elongated seed pods.[21] 

 

15. Sidacordifolia Linn. (Malvaceae) 

 
Fig-17 Sidacordifolia Linn. (Malvaceae) [22] 

 

Sidacordifolia is classified as a perennial subshrub of the Malvaceae family, also known as the mallow family. 

The plant species in question has successfully established itself in several regions around the globe and Currently, 

it has been acknowledged that this particular plant species is regarded as an invasive weed in several regions, 

including Africa, Australia, the Hawaiian islands, New Guinea, and French Polynesia. Sidacordifolia is often used 

in traditional medicine for the management of oral mucosa infection, blenorrhea, asthmatic bronchitis, and nasal 

congestion. The compound in question has been the subject of scientific inquiry for its potential anti-inflammatory 

properties, its ability to inhibit cellular proliferation, and its potential to promote liver regeneration. [22] 

 

16. Thespesiapopulnea (Malvaceae) 

 
Fig- 18 Thespesiapopulnea (Malvaceae) [23] 

The oil derived from the leaves and bark of Thespesiapopulnea is used as a therapeutic intervention in the 

geographical areas of southern India and Sri Lanka. This substance is used in the medical field to address fracture 

wounds and is also utilised as an anti-inflammatory poultice for the purpose of managing ulcers and boils. The 

ethanolic extract obtained from Thespesia populnea has shown promising anti-inflammatory properties in both 
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acute and chronic conditions. The results of the phytochemical analysis revealed that the ethanolic extract derived 

from the bark of the plant had a diverse range of constituents, including alkaloids, carbohydrates, proteins, tannins, 

phenols, flavonoids, gums and mucilage, saponins, and terpenes.[ 23] 

 

17. Curcuma longa 

 
Fig-19 Curcuma longa (Zingiberaceae)  [24] 

 

Curcuma longa, often identified as Turmeric, is a plant native to India. [22]. Curcumin, the primary secondary 

metabolite of C. longa, plant's anti-inflammatory qualities are significantly influenced by its participation in 

biological processes.[24]. 

 

18. Zingiber officinale 

 
Fig-20 Zingiber officinale  [23] 

 

The effects of orally administering Zingiber officinale extract have shown variability and inconsistency, 

contingent upon the dosage administered.[25] The single or double dose of ginger extract to mice has been shown 

to enhance the levels of tumor necrosis factor-α (TNF-α) in peritoneal cells. However, prolonged intake of the 

extract has seen to rise blood corticosterone levels and decrease pro-inflammatory indicators.[26]. 

 

19. Rosmarinus officinalis 

 
Fig- 21 Rosmarinus officinalis 

 

Reports suggest that Rosmarinus officinalis shows wound healing activity in mice [27]. The plant's anti-

inflammatory action was shown to be linked to molecular disruption in the complementary system, particularly 

in the attachment of C3b [28]. 

 

20.  Borago officinalis 
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Fig 22 Borago officinalis 

 

The plant under consideration serves as a significant reservoir of gamma linoleic acid (GLA), with a GLA content 

of 25%. This compound functions by increasing the amount of prostaglandin-E (PGE), so resulting in the 

augmentation of cyclic adenosine monophosphate (cAMP). Consequently, GLA may be regarded as a potent 

suppressor of TNF-α. The aforementioned mechanism elucidates the anti-inflammatory impact of borage oil in 

the context of rheumatoid arthritis (RA) [29]. 

 

21. Urticadioica 

                                                                       
Fig. 23 Urticadioica 

 

The inhibitory ability of leaf extract from U. dioica has been shown in scientific investigations, specifically 

targeting the proinflammatory transcription factor NF-κB. It is noteworthy to mention that there has been seen an 

elevation in NF-κB levels within the synovial fluid of persons diagnosed with rheumatoid arthritis [30]. The 

present excerpt has shown potential anti-inflammatory effects in the context of allergic rhinitis via many 

mechanisms. These include the antagonism of the H1-receptor, reduction of PGD2 synthesis (a prostaglandin 

unique to allergies), and an inhibitory impact on mast cell tryptase. [31]. 

 

22. Oenotherabiennis 

 
Fig. 24 Oenotherabiennis 

 

Oenotherabiennis is a plant species belonging to the Onagraceae family, which is indigenous to Central America 

[32].Gamma-linolenic acid (GLA), linear aliphatic alcohols (such as Tetracosanol), and the phenolic compound 

ferulic acid are active constituents found in evening primrose oil. Previous study has shown evidence of the 

preventive benefits of these components against proinflammatory markers[33]. The presence of sterols, including 

𝛽-Sitosterol and Campesterol, in this oil has been shown to have a modulating effect on nitric oxide (NO), TNF-

𝛼, IL-1𝛽, and thromboxane B2 (TXB2). As a result, the expression of the COX-2 gene is suppressed. As a result, 

it can be seen that primrose oil has a more notable anti-inflammatory impact in comparison to borage oil. [34]. 

23. Harpagophytumprocumbens 
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Fig. 24 Harpagophytumprocumbens 

 

Previous research have provided confirmation on the anti-inflammatory benefits of harpagoside [35]. The 

suppressive effects of Devil's claw root extract on nitric oxide (NO) have been reported, inflammatory cytokines 

such as interleukin-6 (IL-6), interleukin-1 beta (IL-1𝛽), and tumor necrosis factor-alpha (TNF-𝛼), Furthermore, it 

has been shown that this compound hinders the metabolic process of arachidonic acid and the subsequent synthesis 

of eicosanoids. These effects eventually lead to the suppression of cyclooxygenase-2 (COX-2) and the consequent 

decrease in inflammation. [36-38]. 

 

24. Boswelliaserrata. 

 
Fig. 25 Boswelliaserrata 

 

The material under consideration is an oleo gum resin obtained from the Boswellia tree, which is native to India 

[39].The modulation of inflammatory mediators, including TNF-𝛼, IL-1𝛽, IL-6, IFN-𝛾, and PGE2, by the use of 

B. serrata extract has been shown in both in vivo and in vitro experiments [40, 41]. The primary constituent of 

this gum is boswellic acid, which has the ability to block C3 convertase and decrease the traditional route of the 

complement system [42 43]. Similarly, it has shown local anti-inflammatory properties as well as systemic 

benefits. 
 

Table of Medicinal used in Arthritis 

S.N. Phytochemicals Plant source Biological activities References 

1 Boswellic acid Boswellia serrata Roxb. ex 

Coleb. Burseraceae 

Showed anti-inflammatory and 

complement inhibitor activities in rats; 
down 

regulation of TNF-a and IL-1 

Kapil, 1994; Manjula 

et al., 2006 

2 Curcumin (diferuloyl 

methane) 

Curcuma longa L. 

Zingiberaceae 

Anti-rheumatoid activity in human clinical 

trials;Reduced inflammation in 
carrageenan 

induced edema, cotton pellet -granuloma 

and adjuvant- 
induced arthritis 

Deoder et al., 1980; 

Shah Biren et al. 2006 

3 Emblica officinalis Emblica officinalis 

Phyllanthus emblica L. 

Antiadjuvant induced arthritis in rats. Tripathyer al. 2010 

4 Bacopa monnieri Bacopa monnieri (BM), a 

perennial creeping plant 

belonging to the family 
Scrophulariaceae 

Inhibition of protein 

denaturation. etc 

Volluri eral., 2011 

5 Athatoda vasica Adhatoda vasica or 

Malabar nut. It belongs to 

the Acanthaceae family. 

The use of a botanical specimen with 

medicinal properties has been documented 

throughout Asia, particularly in China, for 
the purpose of treating various ailments 

such as injuries, arthritis, and rheumatism. 

Tahmida Shamsuddin et 

al. Mini Rev Med Chem. 

2021. 

6 Cimicifuga racemosa 
L. 

(Ranunculaceae) 

Cimiracemate A In vitro inhibition of TNF-a production by 
downregulation of ERK and NF-KB 

activities 

Yang et al. 
(2009) 

7 Mangifera indica 

Wall. 

Mangiferin In vivo inhibition of 

IgE production 

Rivera et al. (2006) 
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(Anacardiaceae) 

 

8 Vitis vinifera L. 

(Vitaceae) 

Resveratrol In vitro/in vivo anti 

inflammatory effects 

orallo 2006 

9 Withania somnitera sitoindosides and 
withaferin A 

A significant proportion of individuals, 
namely 76%, had amelioration in the signs 

and symptoms associated with rheumatoid 

arthritis (RA). 

Kikshapathi and 
Kumari, 1999 

10 Alstonia scholarisa Echitamine, tubotaiwine, 
echitamidine and picrinine 

Reduction of total leucocyte migration 
along with COX, LOX and NO 

98Ahmad M et al Herb 
Med 2018 

11 Andrographis 

paniculata 

Andrographolide and its 

derivatives. 

Reduces PGE2 production. Yan J et.  al Cell Biol 

Toxicol 2012 

12 Black pepper Piperene, sabinene, pinene, 
terpene, limonene, 

mercene, camphene. 

Anti-inflammatory, carminative, anti-
flatulent, pyridoxine, riboflavin, thiamin 

and niacin 

Kumkum Agarwal drug 
and reserch 2014 

13 Lanata camara L. camara oil The aim of this research was to assess the 
anti-inflammatory and anti-hyperalgesic 

properties of the hydroethanolic extract 

derived from the aerial portions of L. 
canescens. 

G.N. Silva et al.2005 

14 Achillea millefolium 

 

 

The chemical composition 

of the substance consists of 

a volatile oil including 
azulene, caryophyllene, 

thujone, eucalyptol, α- and 
β-pinene, and borneol. 

The medicinal applications of A. 

millefolium L. have been known for Anti, 

inflammation. 

B.Gopalkrishnan 15 june 

2017 

15 Zingiber officinale Shogaols, paradols, and 

gingerols 

Reduce the activity of several chemical 

substances that promote joint inflammation 

Rownak jahan 2014 may 

27 

 

CONCLUSION: 
Inflammatory conditions have a significant influence on a vast proportion of the global population. Throughout 

history, flowers have had a substantial influence within the realm of human healing. Throughout history, a diverse 

array of plant species has been used as traditional treatments for the purpose of treating inflammatory disorders. 

A significant amount of these medications undergone scientific testing and verification, confirming their efficacy 

as anti-inflammatory agents. Numerous chemical families, including polyphenols, flavonoids, terpenoids, 

alkaloids, anthraquinones, lignans, polysaccharides, saponins, and peptides, are present, have been shown as 

exhibiting significant activity in the context of anti-inflammatory pharmaceuticals produced from natural origins. 

Certain compounds have been identified as inhibitors of phospholipase, while others have been said to have 

inhibitory effects on tumor necrosis factor (TNF) in various inflammatory circumstances. Moreover, biochemical 

studies have shown that flavonoids have the capacity to block both the cyclooxygenase and lipoxygenase 

pathways of arachidonic acid metabolism, depending on their unique chemical structures. It has been shown that 

alkaloids with a pyridine ring structure have significant anti-inflammatory effects. For instance, Berberine derived 

from Berberis recognized as a standard therapeutic agent for arthritis. Terpenoids have been shown to significantly 

impede the development of chronic joint inflammation. Terpenoids have potential to influence many pathways 

related to inflammation, which might arise from diverse etiological factors. Consequently, Conducting 

comprehensive research on the pharmacological mechanisms of these natural medications is of utmost importance, 

the objective is to ascertain the precise active ingredient accountable for the anti-inflammatory qualities shown 

by the subject, and thereafter devise suitable formulations that have the potential to successfully mitigate 

inflammatory disorders. 
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