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ABSTRACT
Dyslipidemia is a major risk factor for cardiovascular diseases
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(CVD). In Ivorian traditional medicine, several preparations
derived from natural product including Garcinia kola are used
against metabolic disorders such as dyslipidemia. Therefore, aim of
present study was to evaluate the ameliorative effect of an aqueous
extract of Garcinia kola nuts (AEGK) on dyslipidemia and
postprandial hypertriglyceridemia induced high fat and sucrose diet
(HFSD) in the rats. In the first step of experiments, to study
antidyslipidemic effects of AEGk twenty - five (25) Wistar rats
randomly assigned five groups: normal control , group fed high-fat
and sucrose diet untreated (HFSD), HFSD treated with Statin at
10 mg/kg (STAT) and HFSD those receiving EAGK at 600 or
1000 mg/kg (EAGK 600 or 1000). Normal control group rats were
fed normal chow diet and the others groups were fed high-fat and
sucrose diet. Next in order to evaluate the effect of AEGK on
postprandial hypertriglyceridemia thirty (30) rats including
dyslipidemics and normal rats are selected, they received per os 5
mL/kg of olive oil. Then blood samples are taken every two hours
for six hours to assess postprandial hypertriglyceridemia. For
biochemical analysis, blood sample was taken from retro-orbital
sinus, every 7 days during 28 days and each two hours during 6
hours focus, respectively in antihyperlipidemic group and
postprandial hypertriglyceridemia tests. After 28 days, AEGk
treatments (600 or 1000 mg/kg) ameliorate dyslipidemia serum
markers on HFSD rats. The effect of AEGk at 1000 mg/kg seems
to be strong versus the dose at 600 mg/kg, and also compare to
STAT (10 mg/kg). For instance, at 28 days, AEGk (1000 mg/kg),
induce a significant reduction of hypertriglyceridemia (0.95 = 0.04
versus 0.73 £ 0.02 g/L), hypercholesterolemia (1.01 £ 0.05 versus
0.66 + 0.02 g/L) and LDL-C (0.58 + 0.04 versus 0.18 + 0.02 g/L),
compared to untreated HFSD rats. Furthermore, AEGk at 1000
mg/kg also increased significantly serum level of HDL-C (0.26 *
0.008 versus 0.33 £ 0.02 g/L) and reduce significantly AUC on
postprandial hypertriglyceridemia on six hours (p < 0.01). AEGk
induces an antihyperlipidemic and reduces postprandial effect in
HFSD rats, which could partially justify its use in traditional
medicine for treatment of metabolic disorder such as dyslipidemia.
These ameliorative effects seems related to the presence of many
microconstituents such as saponins and polyphenols in the
Garcinia kola extract.
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INTRODUCTION

Dietary habits of sub-Saharan Africa populations are undergoing considerable changes due to
socio-economic development and especially to the strong industrialization of the food
industries. lvorian people are facing the nutritional transition and the consequence is the
pathologies linked in part to nutrition including obesity, diabetes and cardiovascular
dysfunction 2% 16, Previews studies have shown, it is the leading cause of death for chronic
diseases and dyslipidemia is a major risk factor % 1634 18 Synthetic lipid-lowering drugs, in
particular statins, fibrates or ezitimibes, are in the first line of defense. Also, several
preparations of herbal medicine are used for the medical care and/or diet and lifestyle in the
management of this pathology, including nuts of Garcinia kola Heckel (Guttiferae). Garcinia
kola is a medium sized evergreen tree, about 15-17m tall and 35m diameters 214 24 |t nuts
are bitter, astringent and are consumed for these medicinals and nutritional properties.
Commonly called « petit cola » in Cote d’Ivoire, they are also eaten as an aphrodisiac. They
are usually used by west and central African people in folkloric medicine to treat many
diseases such as cough, diabetes, high blood pressure and liver diseases 2 2*:. Previews
studies have shown that it contain many phenolic compounds such as biflavanones, GBI,
GB2, GB1a, kolaflavanone and vitamin C. It possesses an important antioxidant property and
can dose-dependently decrease lipid marker dysfunction in Wistar rats” 26361, Moreover, few
work-related Garcinia kola nuts effects on nutritional dyslipidemia and postprandial
hyperlipemia are developed. Even though previous investigations have also reported,
postprandial hyperlipidemia is considered to be a substantial risk factor for atherosclerosis 3.

Accordingly, it is important to assess it in pharmacology and nutritionnal studies.

We hypothesized, Garcinia kola extracts decreasing lipid marker observed by Adejor et al. !
on P407 induce dyslipidemia on Wistar rats might attributable yet to its possible effect on
postprandial hyperlipemia. Furthermore, aim of this study is to assess Garcinia kola nuts

aqueous extract effect on dyslipidemia and postprandial hypertriglyceridemia on Wistar rat.
MATERIAL AND METHODS
Plant material and extraction method

The nuts of Garcinia kola (Guittiferae) was collected from Elibou (Sikensi, Coted’Ivoire).
This plant has been authenticated in July 10 1980 to south of Céte d’Ivoire, by an expert in

Botany (Professor Ake-Assi Laurent). Voucher specimen was recorded under No. 10857 and
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15189 in the Centre National de Floristique (UFR-Biosciences, Félix Houphouét-Boigny
University, Abidjan, Cote d’Ivoire).

The fresh nuts of Garcinia kola Heckel (Guttiferae) are cut into small pieces, dried in
ambient air, away from the sun. They are then milled in a micro mill (IKA
LABORTECHNIK TYPE A 10). One hundred grams (100 g) of ground matter are mixed
with slow magnetic stirring for 24 hours in one liter of distilled water. The solution obtained
was carefully filtered on hydrophilic cotton and "Wattman" filter paper. The filtrate collected
in a flask is then evaporated at 60 ° C., using a rotary evaporator of "Buchi" type and oven-
dried at 50 + 5 ° C 139 A water-soluble fine powder is obtained. An yield of 12.25 %. It

represents an aqueous extract of Garcinia kola Heckel (AEGK).
Animals

Rats (Rattus norvegicus, Muridae, L.1753) of Wistar strain were used to carry out this work.
They are reproduced at the vivarium of the Ecole Normale Supérieur (ENS, Abidjan). The
resulting litters are fed and watered ad libitum to reach a weight between 110 and 120 ¢
under standard environmental conditions, temperature 25°C, with a light-dark cycle of 12

hours.
Assessment of anti-dyslipidemic effects of AEGk
Experimental diet for induction of dyslipidemia

Induction of dyslipidemia is similar to protocols previously described, followed by
modifications 1® 4. Experiments are carried out with ninety (90) rats, weighing between 110-
120 g, without any pretreatment and adapted to metabolism cages. Eighty (80) of them are
fed with high fat and sucrose diet (HFSD) and tap water added with saccharose (300 g of
saccharose for one liter of water served every other day). HFSD content 18 % Proteins, 36 %
Lipids and 40 % carbohydrate). And ten (10) others are subjected to the Standard Diet
(Proteins18 %; Lipids 5 % carbohydrate 65 %) diet with tap water. The animals are
monitored for 12 weeks, after which blood samples are taken for the determination
biochemical markers of lipemia. Dyslipidemic rats only were selected for further work and

the others excluded.

Citation: DJETOUAN Kacou Jules Marius et al. Ijppr.Human, 2019; Vol. 14 (4): 152-165.



www.ijppr.humanjournals.com

Effect of AEGk on dyslipidemia and postprandial hypertriglyceridemia

On the first series rats are randomly assigned into dyslipidemic four groups (six rats per
group) and control for antidyslipidemic study. Dyslipidemics rats are subjected on high-fat
and sucrose diet (HFSD). Whereas control groups fed on normal diet. Control group and
dyslipidemic untreated HFSD rat receive either vehicle (distilled water). Next HFSD rats are
treated respectively with statin (STAT) at 10 mg/kg or with AEGk (600 or 1000 mg/Kkg).

In another series of experiment, Postprandial hypertriglyceridemia test of AEGK is evaluate
according to previous method describes by Toyoda-ono et al. ¥, with slight modification.
Briefly, thirty (30) rats weighing between 250 and 300 g are used, including twenty-four (24)
dyslipidemic HFSD rats and six (6) healthy rats as control group and they receive per os 5
mL/kg of olive oil. Experimental group and different treatment are similar to those of
obtained in antidyslipidemic study describe above. For biochemical analyses, after 12 hours
of fasting the rats of each group are weighed, anesthetized with sodium thiopental blood
sample is taken from rat orbital sinus, every 7 day during 28 days and each two hours during
6 hours focus, respectively in antihyperlipidemic group and postprandial

hypertriglyceridemia tests.
Biochemical analysis

Blood samples taken in dry tubes are centrifuged at 3000 rpm for five minutes. The serum
collected are used for the determination of triglycerides (TG), total cholesterol (CHOL-T),
HDL-C levels using the Spectrophotometer (visible UV) HITACHI® 704R analyzer
(JAPAN) at wavelengths adapted to dosing Kit instructions. Determination of LDL
cholesterol serum level derived concentration of TG, total cholesterol and HDL cholesterol

previously determine 1°,
Statistical analysis

The values are expressed as mean * standard error of mean of six experiment (mean £ SEM).
GraphPad Prism 7 software, (Microsoft, San Diego California, USA) was used for statistical
analysis of data and graphical representations. The significance differences between
treatments was determined using the variance analysis (ANOVA) of the Tukey-Kramer
multiple comparison test. Difference was considered as statistically significant when P <
0.05.
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RESULTS
Effects of EAGk on food intake, water intake and weight gain Feed and water intake

At day 28, there is a significant (P < 0.001) overall reduction in the amount of food consumed
by HFSD untreated rat (11.13 £+ 1.6 g/rat/day; Table 1) compared to those of rat received
control diet (30.59 + 2.37 g/rat/day; Table I). However, treatment with STAT (10 mg/kg) and
AEGkK (600 mg/kg) not affect this (P > 0.05). Furthermore, treatment with AEGK at 1000
mg/kg increase significantly (P < 0.001) feed intake compared to those of HFSD untreated rat
(31.33 £5.08 vs 11.13. + 1.6 g/rat/day; Table I).

Water intake recorded during the experiment showed significant (P < 0.001) difference in the
comparison between HFSD untreated rat and to those receive control diet (38.67 + 5.89 vs
20.28 + 2.69 mL/rat/day; Table I). Treatment with AEGk at 1000 mg/kg not affect
significantly (P > 0.05 ; Table I) water intake compared to those of HFSD untreated rat
(24.54 £ 4.84 vs 20.28 = 2.69 mL/rat/day; Table I). However, treatment with STAT (10
mg/kg) and AEGk at 600 mg/kg increase significantly water intake in comparison to those of
HFSD untreated rat (P < 0.05; Table I). Means recording are 20.28 + 2.69; 33.06 + 7.43;
30.94 £ 7.18 mL/rat/day; respectively for HFSD untreated rat; STAT (10 mg/kg) and AEGkK
at 600 mg/kg (Table I).

Table I: Effects of AEGk on food and water intake in Wistar rats after 28 days

HFSD

Groups STAT AEGk AEGk

Control HFSD (10 mg/kg) (600 mg/kg) (1000 mg/kg)
Food intake
(g/rat/day) 30,59 + 2,37 11,13 + 1,6"# 13,87 + 1,42%# 17,91 +2,16"# 31,33 £ 5,08***
Water
intake 38,67 £ 5,89 20,28 + 2,69% 33,06 + 7,43* 30,94 + 7,18* 24,54 + 4,84
(mL/rat/day)

HFSD: high fat and sucrose diet; STAT: statin; AEGK: Aqueous extract of Garcinia kola;
Results are show as means (m) = SEM of 6 different rats. *p < 0.05; *#P < 0.01; ###P < 0.001
###%p < 0.0001 versus control group and *p < 0.05; **P < 0.01; ***P < 0.001; ****P <
0.0001 versus HFSD group.

Citation: DJETOUAN Kacou Jules Marius et al. Ijppr.Human, 2019; Vol. 14 (4): 152-165.



www.ijppr.humanjournals.com

Evolution of Body Weight

At 16 weeks of dyslipidemia induction, the weight is similar to rat fed with HFSD compare to
those received control diet (P > 0.05; Table I1). After 28 days of treatment, the weight of the
control rats subjected to control diet, increased to about 30.7 = 0.11 g, whereas those of
untreated rat decreased to about 17 £ 0.69 g. This variation represents about 55 % of the loss
weight compared to those of control group rats (P < 0.0001). STAT (10 mg/kg) or AEGk
(1000 mg/kg) treatments reduce significantly the weight loss, respectively to 4.7 + 0.6g and
6.7 £ 0.71 g in HFSD dyslipidemic of untreated rat. This variation represents respectively
about 72.35 % and 60.06 % of inhibition in weight loss in HFSD dyslipidemic of untreated
rat (Table Il). Moreover, AEGkK treatment at 600 mg/k abolish the weight loss and promote
significantly the weight gain to about 12.3 + 0.81 g in comparison with the HFSD group (P <
0.0001; Table I1).

Table I1: Effects of AEGk on weight gain in Wistar rats after 28 days

HFSD
Groups STAT AEGk AEGk

Control HFSR (10mg/kg) (600 mg/kg) (1000 ma/ka)
Weight (g)
Day 0 303 + 4,74 299 + 17,85 302,7+14,83 300 + 6,64
Day 28 302,30 +0,10 286+11,82% 2943+2319 315+15 293,3 + 11,58
Variation (g) 333 + 10,60 17 + 4.7 12,3 + -6,7 +
% of weight loss 30,7+0,11 0,694/ 0,6 0,81 0,71####>
% of weight loss _ 55 15,30 _ 21,67
inhibition 72,35 60,6

HFSD: high fat and sucrose diet; STAT: statin; AEGK: Aqueous extract of Garcinia kola;
Results are show as means (m) = SEM of 6 different rats. *p < 0.05; *#P < 0.01;###P < 0.001
####p < 0.0001 versus control group and *p < 0.05; **P < 0.01; ***P < 0.001; ****P <
0.0001 versus HFSD group.

Ameliorative effect of AEGk on HFSD increase triglyceridemia, total cholesterolemia, LDL-

Cholesterolemia and decrease HDL-cholesterolemia of serum levels in rat.

After 16 weeks, induction of dyslipidemia increases significantly serum level of
triglyceridemia in HFSD to about 61 % (P < 0.0001; Fig. 1 A). Different treatments with
STAT (10 mg/kg) and AEGk (600 or 1000 mg/kg) modulate serum triglyceridemia level
from at day 7 to day 28. But the significant effect was obtained at AEGk with 1000 mg/kg.
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For instance, at day 28 AEGk (1000 mg/kg) decrease triglyceridemia serum level to 38 %
compared to those of untreated dyslipidemic HFSD rat (P < 0.05; Fig. 1 A).

After 16 weeks, HFSD induce dyslipidemia in rat and increasing significantly serum total
cholesterol level (TC) to about 78 % compared to control group fed normal diet (P < 0.0001;
Fig. 1 B).

From days 7 to days 14 different traetments with STAT (10 mg/kg), and AEGk (600 or 1000
mg/kg) seem not affect hypercholesterolemia in dyslipidemic HFSD rats. Futhermore at day
21 only AEGk at 1000 mg/kg decrease significantly TC serum level in HFSD rats (P <
0.0001; Fig. 1 B). This effect was more pronounced at day 28 with a reduction of
hypercholesterolemia in dyslipidemic HFSD rats compared to those of control group (P <
0.0001; Fig. 1 B). Otherwise, at this stage treatment with STAT (10 mg/kg) also reduce
serum TC in HFSD rats to about 48 % (P < 0.05; Fig. 1 B).

Dyslipidemia induction, also increase serum LDL cholesterol (LDL-C) levels in HFSD group
compare to those of control group fed normal diet (P < 0.0001; Fig. 1 C). After 7 days,
different treatments with STAT (10 mg/kg) and AEGKk (600 or 1000 mg/kg) failled to reduce
the increase of LDL-C serum level in HFSD rat (P > 0.05; Fig. 1 C). The LDL-C serum
levels remain unaffected with AEGk treatment (600 or 1000 mg/kg) after 14 days, but at this
stage STAT (10 mg/kg) reduce slightly, but significantly the serum LDL-
hypercholesterolemia in HFSD dyslipidemic rat (P < 0.05; Fig. 1 C). At day 21, STAT at 10
mg/kg and AEGK at 1000 mg/kg reduce significantly serum LDL-hypercholesterolemia
respectively to about 43 % and 46 % (P < 0.05; P < 0.01) compared to untreated HFSD rats
(Fig 1 C). Both treatments with STAT (10 mg/kg) and AEGK (600 or 1000 mg/kg) down-
regulate serum LDL-hypercholesterolemia at day 28 (Fig. 1 C). For instance, at this stage
STAT (10 mg/kg) decrease LDL-C serum level from 0.57 + 0.02 mg/L to 0.32 £ 0.02 mg/L
(P <0.01; Fig. 1 C).

The strong effect AEGK on serum LDL-hypercholesterolemia HFSD dyslipidemic rat was
obtained at the dose of 1000 mg/kg (0.57+ 0.02 mg/Lin HFSD untreated rat versus 0.18 +
0.01 mg/L in rat treated with AEGk at 1000 mg/kg ; Fig. 1 C).

At day O after dyslipidemia induction during 16 weeks, serum HDL cholesterol (HDL-C)
level decreased significantly about to 34 % in rats subjected to HFSD diet, compared to those
of control group, fed normal diet (P < 0.001; Fig. 1 D). AEGk at 1000 mg/kg increased
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significantly HDL-C serum level compared to those of HFSD group (0.27 £ 0.02 untreated
rat versus 0.37. £ 0. 01. mg/L in rat treated with AEGk at 1000 mg/kg) at day 7 (P <.05; Fig.
1 D). At day 14 AEGk treatment (600 or 1000 mg/kg) seem not affect HDL-C serum level,
whereas STAT (10 mg/kg) increase significantly HDL-C serum level in rats to about 102 %
compared to those of HFSD group rats (P < 0.01; Fig. 1 D). At day 21, serum HDL-C level
significantly increased to 34 % in rats subjected to HFSD after STAT (10 mg/kg) treatment
(P < 0.05; Fig. 1 D). AEGKk (1000 mg/kg), also up regulate serum HDL-C level to about 59 %
in comparison to those of HFSD group of (P < 0.05; Fig. 1 D). Similar effects are obtained at
28 days after STAT (10 mg/kg) or AEGk (1000 mg/kg) treatment (P < 0.05; Fig. 1 D).
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Figure 1: Effects of aqueous extract of Garcinia kola and the Statin on the triglyceridemia
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(A), total cholesterolemia (B), HDL-cholesterolemia (C) and LDL- cholesterolemia in rats
after 28 days. Results are show as means (m) + SEM of 6 different experiments. *P < 0.05; #
*P <0.01; ###P < 0.001 and ####P < 0.0001 versus control group and *p < 0.05; **P < 0.01;
***pP < 0.001 and ****P < 0.0001 versus HFSD group.
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Ameliorative effect of AEGk on the olive oil overload-induced postprandial
hypertriglyceridemia in HFSD rats Kinetics and areas under the curve (AUC) of

postprandial triglycerides.

Basal serum triglyceride level in post-absorptive stage (0O hour) remain unaffected after
different treatments (P > 0.05; Fig 2 A). Two hours, after olive oil administration, serum
postprandial triglyceridemia increased significantly in HFSD untreated rat, compared to those
of control group (0.82 + 0.02 mg/L in control versus 2.07 £ 0.08 mg/L in HFSD rat ;Fig 2 A).
At this stage, only AEGK treatment at 1000 mg/kg promote slightly, but significant reduction
of postprandial triglyceride concentration in HFSD rat which amount to about 82 % (P <
0.05; Fig 2 A). After 4 hours, the effect of AEGkK (1000 mg/kg) on postprandial triglyceride
serum level will sustained, without statistical difference compared to HFSD untreated rat
(1.33 £ 0.04 mg/L in rat treated with AEGk at 1000 mg/kg, versus HFSD untreated rat; Fig 2
A).

After 6 hours, differents treatments with STAT (10mg/kg) or AEGK (600 or 1000 mg/kg)
decreased postprandial triglyceride serum level near to their respective basal value obtained
in post-absorptive stage, but not significant difference are observed compared to HFSD
dyslipidemic rat (P < 0.05; Fig 2 A).

After six hours, postprandial triglyceridemia AUC increased significantly to about 20 % in
untreated rats subjected to HFSD, compared to those of control group fed normal diet (P <
0.05; Fig. 2B). No significant changes are observed in postprandial triglyceridemia AUC in
rats treated with STAT (10 mg/kg) or AEGk at 600 mg/kg (P > 0.05; Fig. 2 A). However,
significant reduction of the postprandial triglyceridemia AUC to about 161 % was obtained
after AEGK treatment at 1000 mg/kg, compared to those of untreated rats subjected to HFSD
diet (P <0.01; Fig. 2 B).
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Figure 2: Effects of aqueous extract of Garcinia kola and the Statin on postprandial
triglyceridemia (A) and its area under the curve (B) in the rat after 28 days following an
administration of 5 ml / kg of P.C. olive oil in rats. Results are show as means (m) + SEM of
6 different experiments. *P < 0.05; * P < 0.01; *#*P < 0.001 and ****P < 0.0001 versus
control group and *p < 0.05; **P < 0.01; ***P < 0.001 and ****P < 0.0001 versus HFSD

group.
DISCUSSION

Pharmacological effects of an aqueous extract of Garcinia kola (AEGK) on dyslipidemia and

postprandial hypertriglyceridemia induced by HFSD diet was performed in the Wistar rat.

Previous studies have reported deleterious effects of HFSD on lipemia and CVD in humans
and rodents such as mice or rat ** 1® 25 HFSD causes obesity, dysfunctions of lipid

metabolism and cardiovascular pathologies, therefore it is good model to study dyslipidemia

38, 35,19

The mechanism causing these dysfunctions observed involve a mechanistic and genetic
transformation of the intestine, an increasing of the absorption surface of the anterocytes and
an increase amount of lipid absorbed 23 8, It therefore causes disorders of HDL metabolism
by excess exogenous LDL which inhibits the activity of Lecithin cholesterol acyltransferase
(LCAT). In addition, an increase in hepatic production of VLDL lipoproteins resulting in

hypertriglyceridemia is observed 2.
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During this study, the 16-week HFSD diet induced hypertriglyceridemia,
hypercholesterolemia (total), hyper-LDL-cholesterolemia, hypo-HDL-cholesterolemia, and
postprandial hypertriglyceridemia in HFSD rats compared to those of normal control group.
These results are similar to those obtained by Mandukhail et al.?® in Wistar rat with high-
protein diet by adding cholesterol (2 %), cholic acid (0.5 %) and 2 % butter for seven weeks.
Such diet led to a gain in weight in contrast to the present finding which weight losses are
recorded. This difference could be explained by the type of fat used for diet and the duration

of induction °.

Moreover, hyperlipidemia and hepatic steatosis has been observed in rats after, 12 weeks of
dyslipidemia induction with non-significant weight loss *°. The weight loss observed in the
present study could also be explained by fatty liver disease which would induce a decrease in
hepatic protein synthesis caused by a decrease in intake or absorption and abnormal

metabolism or an increase in protein requirements 22,

AEGKk corrects weight loss, dyslipidemia and postprandial hypertriglyceridemia induced by
HFSD diet. In addition, it causes a decrease at 1000 mg/kg of hypertriglyceridemia, total
hypercholesterolemia and LDL, and induces an increase in HDL hypocholesterolemia on the
21st and 28th day. At the same dose, postprandial hypertriglyceridemia observed in HFSD
diet animals was significantly reduced, thereby decreasing the area under the curve obtained

and thereby reducing the cardiometabolic risk in the animals in this group.

These effect are similar to those of obtain with several plant extract from pharmacopoeias and

deemed antidyslipidemic effects 3729331,

For instance, Mandukhail et al. ?° showed that hydroethanolic extracts of leaves, fruits and
roots of Morinda citrifolia at 1000 mg/kg significantly reduce dyslipidemia induced in
Sprague-Dawley rats, with a hyperlipidemic diet. It causes a decrease in this dose of
hypertriglyceridemia, total hypercholesterolemia and LDL, and induces an increase in HDL
hypocholesterolemia. Moreover, biflavonoid fractions of nuts and bark, trunk and Garcinia
kola roots also decrease in lipid marker dysfunction in Wistar rats on dyslipidemia induced

with poloxamer 407 1.

Moreover, commercial preparation of citrus fruit and olive leaves in Wistar rats induces a
significant reduction in postprandial triglyceride levels and pancreatic lipases following the

administration of an emulsion, olive oil, saline serum and lecithin respectively to about 20 %,
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50 % and 3 %) 2. AEGk(1000 mg/kg) provides a significant reduction in AUC to about 160
% of postprandial hypertriglyceridemia induced in Wistar rats. These results are similar to
those obtained in normal mice and rat by Toyoda-ono et al. and Kurihara et al. 17 %,
According to these authors, AUC of the plasma triglycerides of mice treated with the
polymerized polyphenol extract of Camellia sinensis L., (oolong tea) significantly decreased
by 53 % and 76 %, after five hours respectively for doses of 500 and 1000 mg/kg compared
to those of the control. Preview studies have showed many phytoconstituents of Garcinia
kola in aqueous extract 26 36 1 Phytoconstituents such as saponins and polyphenols
contained in this extract could be responsible of these ameliorative effects 7.

CONCLUSION

Aqueous extract of Garcinia kola nuts induces an antihyperlipidemic and reduces
postprandial hypertriglyceridemia induced in rats, which could partially justify its use in
traditional medicine for treatment of metabolic disorder. These ameliorative effects seem

related to the presence of many microconstituents in the Garcinia kola extract.
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