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Abstract
Background and Objectives: In India and many other Asian countries, traditional medicinal plants are used for treatment of various
diseases. Under the category, Mimosa pudica  is used as a traditional medicine for the treatment of numerous diseases including diabetes.
In recent time, diabetes has become much common disease perhaps due to changed life style. Therefore, in the present study, antidiabetic
effect of Mimosa pudica seeds ethanolic extract and extract fractions (n-butanol, ethyl acetate and n-hexane) was investigated in vivo
in Wistar rats. Antioxidant study was carried out using in vitro  and in vivo  models. Materials and Methods: The free radical (2,2-Diphenyl-
1-picrylhydrazyl and nitric oxide) scavenging activity and total antioxidant (flavonoid and phenol) contents of the extracts were
determined in vitro by spectrophotometric method. In the in vivo studies, 100, 200 and 400 mg kgG1 Mimosa pudica seeds ethanolic
extract  and  200  mg  kgG1 of each extract fractions were administered to streptozotocin (60 mg kgG1) induced diabetic Wistar rats.
Results: Mimosa pudica  seed  extracts  possess  moderate amount of antioxidants and scavenged 2,2-Diphenyl-1-picrylhydrazyl and nitric
oxide free radicals. Mimosa pudica  seed extracts also decreased fasting blood glucose level and lipid peroxidation (thiobarbituric acid
reactive substances) and increased serum insulin, serum "-amylase and hepatic antioxidants (catalase and reduced glutathione) levels
in 21 days treated diabetic rats. The ethyl acetate extract fraction scavenged 2,2-Diphenyl-1-picrylhydrazyl (65.41%) and nitric oxide
(90.16%) radicals than the other extracts. The ethyl acetate extract fraction also exerted more antidiabetic activity and increased hepatic
antioxidant levels than the other extracts and the untreated group. Conclusion: Mimosa pudica  seeds exerted its antidiabetic effect by
enhancing secretion of pancreatic insulin and "-amylase. Mimosa pudica  seeds also possess antioxidant activity and therefore, can be
employed in preventing hepatic damage associated with diabetes.
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INTRODUCTION

Abnormally high levels of free radicals produced during
normal biological processes have significant effect in the
causation of diabetes as well as diabetes related complications
in humans1. Diabetes mellitus is a metabolic disorder that has
to do with the inability of the pancreas to produce insulin
(type 1 diabetes mellitus) and also due to the resistance of
body cells to insulin (type 2 diabetes)2. In diabetes, oxidative
stress co-exists with a reduction in the anti-oxidant status due
to the presence of high levels of free radicals (reactive oxygen
species and reactive nitrogen species)3-5. High concentrations
of these radicals may lead to diseases including diabetes1,
cardiovascular disease6, Alzheimer’s disease7 and Parkinson’s
disease8. The harmful effect of free radicals is neutralized by
endogenous antioxidants produced in the body and
exogenous antioxidants gotten from the diet. Endogenous
antioxidants include catalase, glutathione reductase,
superoxide dismutase9 and exogenous antioxidants received
from the diet include vitamin C, vitamin E, $-carotene,
lycopene and polyphenols (flavonoids, flavones and
flavonols)10. Medicinal plants are major sources of antioxidants
and some medicinal plants also possess antidiabetic
properties11-13. Mimosa pudica L., belonging to the family
Fabaceae is a plant with numerous common names viz.
Humble Plant, Sensitive Plant, Touch-Me-Not, Sleepy Plant,
Laajvanti and Chui-Mui14. The plant is found Europe, Africa and
Asia14. All parts of Mimosa pudica are used as herbs for the
treatment of various diseases. The roots are used for the
treatment of dysentery, leprosy, fever and insomnia15. The
leaves are used for the treatment of haemorrhoids and urinary
tract infections15.  Research works carried out on the roots of
M. pudica documented  that  it   has   anti-fertility16  and
wound healing effect17. Studies carried out on the leaves of
Mimosa pudica  showed  that  the  leaves possess
antidepressant18 and anticonvulsant activity19. Previous
antidiabetic studies carried out on M. pudica using animal
model showed that the leaves ethanolic extract reduced blood
glucose level in alloxan-induced diabetic Wistar rats20, whereas
the whole plant ethanolic extract reduced blood glucose level
in streptozotocin-induced diabetic Wistar rats21,22.

In this study, the antioxidant and antidiabetic effects of
Mimosa pudica  seeds  ethanolic  extract   and  extract
fractions (n-butanol, ethyl acetate and n-hexane) were
investigated due to the traditional use of the plant for the
treatment of various diseases including diabetes. The
antidiabetic mechanism of Mimosa pudica seeds extracts was
also investigated in streptozotocin-induced diabetic Wistar
rats.

MATERIALS AND METHODS

This research work was carried out in 5  months
(September, 2018 to February, 2019) in the School of
Biotechnology, Devi Ahilya University, Indore, India.

Plant material: Mimosa pudica  pulverized seeds was a kind
gift from AMSAR Private Limited, Indore, India.

Extraction  procedure:  The  dried  pulverized seeds of
Mimosa pudica were macerated in 70% ethanol for 72 h and
the suspension was filtered using Whatman No.1 filter paper6.
The filtrate (ethanolic extract) was concentrated to a solid
form at 45EC and stored in a refrigerator at 4-8EC prior to use.

Fractionation of ethanolic extract: A mass of 5 g Mimosa
pudica   seeds ethanolic extract was prepared in 20 mL
distilled water and thereafter was partitioned using various
solvents  of   different   polarities      in   the   following  order:
n-hexane, ethyl acetate and n-butanol (one solvent at a time)
to obtain the respective fraction23. (All the 4 reagents viz.
ethanol, n-hexane, ethyl acetate and n-butanol were
purchased from Merck Specialities Pvt. Ltd., Mumbai, India). A
volume of 50 mL n-hexane was added to the liquid paste of
Mimosa pudica  seeds ethanolic extract (5 g M. pudica seeds
ethanolic extract in 20 mL distilled water) and swirled gently
for 10 min. The mixture was allowed to stand for 30 min in a
separating funnel and the n-hexane fraction was then
collected in a beaker. The same method was used for the
preparation of ethyl acetate and n-butanol extract fractions.
Each of the partitioned fractions was air dried and stored in a
refrigerator at 4-8EC prior to use.

In vitro antioxidant assay
Qualitative antioxidant assays: The ethanolic extract at 62.5,
125, 250, 500 and 1000 µg extract mLG1, each extract fractions
at 62.5 µg mLG1 and standard (acarbose) at 100 µg mLG1

distilled water was used for the free radical scavenging assays.

2,2-Diphenyl-1-picrylhydrazyl (DPPH) radical scavenging
assay: A volume of 1.0 mL of 0.3 mM DPPH in methanol was
added to 1.0 mL of samples in different test tubes. The
contents were mixed and incubated in the dark for 30 min and
thereafter absorbance was read at 517 nm against a reagent
blank24. The percentage radical scavenging activity (RSA) of
the samples was calculated using the equation below Eq. 1:

(1)
Absorbance of reagent blank

(Absorbance of test Absorbance of test blank)RSA (%) = 100
Absorbance of reagent blank
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Nitric oxide (NO) radical scavenging assay: A 3 mL of 10 mM
sodium  nitroprusside  in  0.2  M  phosphate buffered saline
(pH 7.4) was added to 1.0 mL  of  samples in different test
tubes  and then incubated for 60 min at 25EC. After
incubation, 5.0 mL of Griess reagent (1% sulfanilamide, 0.1%
naphthylethylene-diamine-dihydrochloride in 2% H3PO4) was
added and absorbance was measured at 546 nm25,26. The
percentage radical scavenging activity of the samples was
calculated using Eq. 1 written above.

Quantitative antioxidant assay: The concentration of the
ethanolic extract and each of the extract fractions used for the
quantitative antioxidant assay was 1.0 mg mLG1.

Total antioxidant capacity (TAC) assay: A 1.0 mL of reagent
(0.6 M sulfuric acid, 28 mM sodium phosphate and 4 mM
ammonium molybdate) was added to 1.0 mL of the samples
in different test tubes and then incubated in a water bath at
95EC for 30 min. Thereafter, the mixture was cooled to room
temperature and the absorbance was measured at 695 nm
against a  reagent  blank27. The total antioxidant capacity of
the extracts  expressed  as  mg  standard (ascorbic acid)
equivalent/g of the plant extract was calculated using the
following Eq. 2:

(2)vC c.
m



Where:
C = Total antioxidant (mg) standard
c = Concentration of standard established from the

calibration curve (mg mLG1)
v = Volume of the extract (mL)
m = Weight of the extract (g)

Total flavonoid content assay: To 0.5 mL of the samples in
different test tubes, 0.3 mL of 5% sodium nitrite was added.
After 5 min, 0.3 mL of 10 % aluminum chloride was added and
subsequently after 6 min, 2.0 mL of 1 M sodium hydroxide was
added and the volume was made up to 5.0 mL with distilled
water. The absorbance was measured at 510 nm against a
reagent blank27. The total flavonoid contents expressed as mg
standard (quercetin) equivalents/g of the plant extract was
calculated using Eq. 2 written above.

Total phenol content assay: To 0.2 mL of the samples in
different test tubes, 8.0 mL of 1 M Folin-Ciocalteu’s phenol
reagent was added. The mixture was vortexed and after 5 min,

1 mL of saturated sodium carbonate solution (8% w/v) was
added and the volume was made up to 3 mL with distilled
water. The reaction was kept in the dark for 30 min and the
absorbance was measured at 765 nm against a reagent25. The
total phenolics contents of the extracts expressed as mg
standard (gallic acid) equivalent/g of extract were calculated
using Eq. 2 written above.

In vivo studies in streptozotocin-induced diabetic Wistar
rats: The experiments using Wistar rats were carried out after
approval (approval No. 779/CPCSEA/IAEC/2018/010) from the
Institutional Animal Ethics Committee, Devi Ahilya University,
Indore, India. The approved guidelines were strictly followed.

Animals: Wistar rats of both sexes (200-220  g) were procured
from the Institutional Animal house of the University. These
rats were kept in well ventilated polypropylene rat cages, fed
with broilers mash and were given water ad libitum. The rats
were allowed to acclimatize with the environment, under
natural day light and night conditions for 2 weeks before
starting the experiments.

Acute toxicity studies: Three Wistar rats/group (6 groups)
were orally  administered  10,  100,  1000,  1600,  2900 and
5000 mg extract/kg body weight (group 1-6, respectively) and
were monitored for signs of toxicity/mortality every hour for
the first 4 h and daily for 3 days after acute administration of
the ethanolic extract28.

Antidiabetic  and  in  vivo  antioxidant studies in
streptozotocin-induced diabetic Wistar rats:  Wistar rats
were fasted overnight (for 12 h) and diabetes was induced by
a single intra-peritoneal injection of 60 mg streptozotocin/kg
body weight (b.wt.). After seventy 2 h, blood was drawn from
the vein of the tail and the fasting blood glucose level (FBGL)
was    measured using   glucometer   and   glucose  strips
(Accu-Check Active Glucometer, model: GC0088, Mannheim
Germany). Animals with FBGL above 11.1 mmol LG1 were
selected for the experiment. The streptozotocin-induced
diabetic rats were randomly divided into 8 groups with 6 rats
each.  Group 1, normoglycemic Wistar rats (5 mL distilled
water only), group 2-4 (100, 200 and 400 mg ethanolic
extract/kg    b.wt.,   respectively),    group    5    (200   mg  kgG1

n-butanol extract fraction), group  6 (200 mg kgG1 ethyl
acetate extract fraction), group 7 (200 mg kgG1 ethyl acetate
extract), group 8 (5 mg glibenclamide/kg b.wt.) and group 9,
control (10 mL distilled water/kg). The extracts and
glibenclamide  were  administered  (p.o.)  daily for 21 days and
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the FBGL  was measured29 on day 0, 4, 7, 14 and 21. On the
21st day, animals were sacrificed and blood samples were
collected by cardiac puncture into plain bottles. The serum
was collected for insulin30 and "-amylase assay31. The rats liver
were also immediately harvested, washed in ice cold normal
saline, then in 0.15 M Tris-HCl (pH 7.4), blotted dry and
weighed. Liver homogenate (10% w/v) prepared in 0.15 M
Tris-HCl, pH 7.4 buffer was used for the estimation of lipid
peroxidation (by measuring thiobarbituric acid reactive
substance)32, reduced glutathione33 and catalase34.

Statistical analysis: The results were analyzed using one-way
analysis of variance (ANOVA) followed by Dunnett post hoc
multiple comparisons tests at 95% (p<0.05) level of
significance using Primer (version 3.01). All results were
expressed as mean±standard error of mean (SEM). The 50%
inhibition (IC50) of the plant extract was calculated from graph
plotted using excel.

RESULTS

Radical scavenging activity of Mimosa pudica seeds
extracts: Mimosa pudica  seeds  ethanolic  extract significantly
(p<0.05)   scavenged  2,2-Diphenyl-1-picrylhydrazyl  (DPPH)
and  nitric  oxide  (NO)  radicals  in a concentration dependent

manner  (Table  1).  The  ethyl  acetate   extract   fraction  at
62.5 µg mLG1 distilled water caused a more significant (p<0.05)
increase in scavenging DPPH and NO radicals than the
ethanolic extract and other extract fractions (Table 2). 
Ascorbic acid (standard) at 100  µg mLG1 distilled water
exerted a higher significant (p<0.05) radical scavenging
activity when compared with the ethanolic extract and other
extract fractions (Table 1 and 2).

Flavonoids and phenolic contents of Mimosa pudica seeds
extracts:  Mimosa  pudica  seeds  ethanolic  extract and
extract fractions have moderate amount of antioxidants,
flavonoids and phenols (Table 3). The ethyl acetate extract
fraction possess a significant (p<0.05)  higher  total
antioxidant, flavonoids and phenolic contents when
compared with the ethanolic extract and other extract
fractions (Table 3).

Median lethal dose (LD50) of Mimosa pudica  seeds extracts:
The  ethanolic  extract  and  each   of   the   extract  fractions
(n-butanol, ethyl acetate and n-hexane extract fraction) of
Mimosa pudica seeds caused no mortality in Wistar rats after
acute oral administration of the samples. The median lethal
dose (LD50) of the ethanolic extract and each of the extract
fractions was >5000 mg kgG1 body weight.

Table 1: Radical scavenging activity of Mimosa pudica seeds ethanolic extract
Ethanolic extract (µg mLG1) 2,2-Diphenyl-1-picrylhydrazyl (%) Nitric oxide (%)
62.5 36.33±0.06* 34.18±0.49*
125 48.52±1.81* 56.00±1.65*
250 69.01±0.57* 73.04±0.66*
500 80.74±0.31* 81.27±0.43*
1000 92.88±0.35* 95.40±1.22
Ascorbic acid (100) 97.73±0.37 97.44±0.62
IC50 of ethanolic extract 107.41µg mLG1 78.91µg mLG1

Values are given as Mean±SEM, n = 3, *p<0.05 compared to ascorbic acid

Table 2: Radical scavenging activity of Mimosa pudica seeds ethanolic extract and fractions at 62.5 (µg mLG1)
Samples (µg mLG1) 2,2-Diphenyl-1-picrylhydrazyl (%) Nitric oxide (%)
Ethanolic extract 36.33±0.06*# 34.18±0.49*#

n-butanol fraction 46.91±0.41*# 81.17±0.07*#

Ethyl acetate fraction 65.41±0.33* 90.16±0.11*
n-hexane fraction 34.84±0.44*# 33.78±0.38*#

Ascorbic acid  97.73±0.37  97.44±0.62
Values are given as Mean±SEM, n = 3, *p<0.05 compared to ascorbic acid, #p<0.05 compared to ethyl acetate fraction

Table 3: Total antioxidant, flavonoids and phenolics contents of Mimosa pudica seeds ethanolic extract and fractions
Total antioxidant capacity Total flavonoids Total phenol

Samples (µg mLG1) (mg ascorbic acid equivalent/g) (mg quercetin equivalent/g) (mg gallic acid equivalent/g)
Ethanolic extract 55.73±0.50* 49.99±0.14* 32.21±0.15*
n-butanol fraction 47.62±0.07* 44.20±0.62* 31.29±0.06*
Ethyl acetate fraction 61.96±0.27 61.11±0.20 46.37±0.17
n-hexane fraction 35.90±0.37* 35.03±0.53* 20.55±0.26*
Values are given as Mean±SEM, n = 3, *p<0.05 compared to ethyl acetate fraction
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Fig. 1: Antidiabetic  effect of Mimosa pudica seeds ethanolic extract and extract fractions on fasting blood glucose levels (FBGL)
of streptozotocin-induced diabetic Wistar rats
Values are given as Mean±SEM, n = 5, NR: Normoglycemic rats, MPE: Mimosa pudica seeds ethanolic extract, BEF: n-butanol extract fraction, EAF: Ethyl acetae
extract fraction, HEF: n-Hexane extract fraction, Gliben.: Glibenclamide,* p<0.05: Significant decrease in FBGL of treated streptozotocin-induced diabetic Wistar
rats compared to the untreated diabetic rats (control), #p<0.05: Compared to ethyl acetate extract fraction, 2p<0.05compared to day 21

Table 4: Effect of Mimosa pudica seeds ethanolic extract and extract fractions on serum insulin and serum "-amylase levels
Samples (mg kgG1) Serum insulin (µIU mLG1) Serum "-amylase (U LG1)
Normoglycemic rats 3.99±0.21* 52.90±0.25*#

100 Ethanolic extract 2.22±0.26*# 25.27±0.20*#

200 Ethanolic extract 2.30±0.24*# 29.01±0.22*#

400 Ethanolic extract 2.59±0.20* 36.00±0.29*#

200 n-Butanol fraction 2.61±0.19* 38.11±0.19*#

200 Ethyl acetate fraction 3.32±0.27* 45.01±0.23*
200 n-Hexane fraction 2.31±0.19*# 32.09±0.27*#

5 Glibenclamide 3.61±0.24* 56.07±0.18*#

Control (untreated diabetic rats) 1.00±0.16 19.21±0.31
Values are given as Mean±SEM, n = 5, *p<0.05 compared to untreated diabetic rats (control), #p<0.05 compared to ethyl acetate fraction

Effect of Mimosa pudica seeds extracts on fasting blood
glucose levels of streptozotocin-induced diabetic Wistar
rats: The ethanolic extract, extract fractions and glibenclamide
caused a significant (p<0.05) reduction in fasting blood
glucose level (FBGL) in streptozotocin-induced diabetic Wistar
rats on day 7, 14 and 21 (Fig. 1)  when compared to the control
(untreated diabetic rats). The ethyl acetate extract fraction
caused a more significant (p<0.05) decrease in FBGL from day
7 onwards when compared with the ethanolic extract and
other extract fractions (Fig. 1). There was also a significant
decrease  in  FBGL  on day 0, 4, 7 and 14 when compared to
day 21 (Fig. 1).

Effect of Mimosa  pudica seeds extracts on serum insulin
and "-amylase  level  of  streptozotocin-induced diabetic
Wistar rats: Mimosa pudica seeds ethanolic extract and
extract fractions significantly (p<0.05) increased the level of
serum insulin and "-amylase when compared to the control
(Table 4). The ethyl acetate extract fraction caused a more
significant increase in serum insulin and "-amylase level when
compared to the ethanolic extract and other extract fractions
(Table 4).

Antioxidant  effect  of  Mimosa  pudica  seeds  in
streptozotocin-induced diabetic Wistar rats: The ethanolic
extract and extract fractions of Mimosa pudica seeds
significantly (p<0.05) decreased the level of thiobarbituric acid
reactive substance (TBARS) and increased hepatic glutathione
GSH) and  catalase  levels  when  compared  to  the control
(Fig. 2). The ethyl acetate extract fraction caused a more
significant decrease in the level of TBARS and increase in
hepatic GSH and catalase levels when compared to the
ethanolic extract and other extract fractions (Fig. 2).

DISCUSSION

The results of this study showed that the ethanolic extract
and extract fractions of Mimosa pudica seeds possess
moderate amount of antioxidants (flavonoids and phenols)
and scavenged  2,2-Diphenyl-1-picrylhydrazyl and nitric oxide
free radicals. The results also showed that M. pudica seeds
increased endogenous antioxidants (catalase and reduced
glutathione levels) and decreased lipid peroxidation in
streptozotocin-induced diabetic Wistar rats. M. pudica seeds
also reduced fasting blood glucose level and increased insulin
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Fig. 2: Effect of Mimosa pudica seeds ethanolic extract and extract fractions on thiobarbituric acid reactive substances,
glutathione and catalase of streptozotocin-induced diabetic Wistar rats
Values are given as Mean±SEM, n = 5, NR: Normoglycemic rats, MPE: Mimosa pudica seeds ethanolic extract, BEF: n-butanol extract fraction, EAF: Ethyl acetate
extract fraction, HEF: n-Hexane extract fraction, Gliben.: Glibenclamide,*p<0.05: Significant decrease in FBGL of treated streptozotocin-induced diabetic Wistar
rats compared to the untreated diabetic rats (control), #p<0.05: Compared to ethyl acetate extract fraction

and "-amylase levels in streptozotocin-induced diabetic
Wistar rats. The ethyl acetate extract fraction exerted a more
antioxidant and antidiabetic activity than other extract
fractions.
Reduced glutathione and catalase are endogenous

antioxidants found in liver that functions in the scavenging of
free radicals and prevention of lipid peroxidation35,36. In this
study, the increase in thiobarbituric acid reactive substances
level in untreated streptozotocin-induced diabetic Wistar rats
suggested enhanced lipid peroxidation32. Mimosa pudica
seeds ethanolic extract and extract fractions reduced lipid
peroxidation and increased the levels of catalase and reduced
glutathione in streptozotocin-induced diabetic Wistar rats.
Previous studies on free radical scavenging activities of plants
due to the presence of antioxidants in different parts of plants
reported that plants with antioxidants (mostly phenolics and
flavonoids) have a correlation with therapeutic agent for the
treatment of diabetes24,37. In this study, Mimosa pudica seeds
possess moderate amount of antioxidants (flavonoids and
phenols) and this might be correlated with its antidiabetic
activity in streptozotocin-induced diabetic Wistar rats.
Under normal physiological conditions, the islet of

Langerhans beta cells found in the pancreas produce the
hormone, insulin  which  functions  in  the uptake of glucose
by body  cells38.  The   pancreas   also   secretes   the  enzyme
"-amylase which catalyzes digestion of starchy carbohydrate
to glucose39. Streptozotocin exerts its diabetogenic action in
experimental animals by selectively destroying the insulin
secreting beta cells of the pancreas thereby leading to a
decrease in endogenous insulin resulting to insulin dependent
diabetes (type 1 diabetes) or non-insulin dependent diabetes
(type 2 diabetes) depending on the degree of damage to beta
cells in Wistar rats40-41. In this study, the fasting blood glucose
level  of  streptozocin-induced  diabetic  rats  used range from

11-12 mmol LG1 which is similar to type 2 diabetes mellitus
with partially functional pancreas42. The defect in the secretion
of insulin by the pancreas in type 2 diabetes mellitus also
affects the synthesis of "-amylase43. Madole et al.44 also
reported that low serum "-amylase was observed when there
is high blood glucose level in type 2 diabetes mellitus and this
signifies a defect in the cells of the pancreas. Previous studies
carried out on leaves ethanolic extract and petroleum ether
extract of Mimosa  pudica reported that the extracts
decreased blood glucose level in alloxan-induced diabetic
Wistar rats20. Antidiabetic studies carried out on the whole
plant ethanolic extract of Mimosa pudica showed that the
plant extract exerted hypoglycemic effect in normal and
streptozotocin-induced diabetic rats21,22. In this study, the
seeds of Mimosa pudica reduced the fasting blood glucose
level from the 4th day onwards in treated streptozotocin-
induced diabetic Wistar rats. The serum insulin and "-amylase
levels were also increased in treated streptozotocin-induced
diabetic Wistar rats at the end of the study. The ethyl acetate
extract fractions exerted more antidiabetic activity compared
to other extract fractions.
Numerous studies have reported that the antidiabetic

mechanism of conventional pharmacological drugs includes
inhibition of "-glucosidase (acarbose), stimulation of the
pancreas  to  produce  more insulin (sulfonylureas) and
increase in the sensitivity of the body cells to insulin
(thiazolidinediones)45. The results of this study suggested that
the antidiabetic mechanism of Mimosa pudica seeds is by
stimulation of pancreatic cells to produce more insulin.

CONCLUSION

Mimosa   pudica    seeds    possess    moderate   amount of
flavonoids     and      phenolic    compounds   and   scavenged
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2,2-Diphenyl-1-picrylhydrazyl and nitric oxide free radicals.
Mimosa pudica seeds also reduced lipid peroxidation and
increased endogenous antioxidant (catalase and reduced
glutathione) levels in streptozotocin-induced diabetic Wistar
rats. The results of this study also showed that Mimosa pudica
seeds exerted antidiabetic effect by enhancing secretion of
pancreatic insulin.

SIGNIFICANCE STATEMENT

This study discovered that Mimosa pudica seeds exerted
antidiabetic effect by enhancing secretion of pancreatic
insulin and "-amylase and also due to the presence of
flavonoids and phenols. M. pudica seeds also reduced lipid
peroxidation and increased the level of endogenous
antioxidants (reduced glutathione and catalase). This study
will help researchers to uncover the critical areas in the use of
the plants for the treatment of free radical induced diseases
including diabetes that many researchers were not able to
explore. Thus a new theory in the treatment of diabetes will be
uncovered.
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