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Abstract: This study was performed to find out the persimmon vinegar as a functional drink on reducing blood
lipids and enhancing exercise performance. For these, thirty two Sprague-Dawley male rats were divided into 4
groups; control (CONT), water placebo with high fat diet control (ACON), high fat diet with 2.5 times diluted
persimmon vinegar ingestion (PV2.5), and high fat diet with 5.0 times diluted persimmon vinegar ingestion
(PV5.0). Body weight was not different. Abdominal fat pads were statistically reduced in PV2.5 and PV5.0
compared to CONT and ACON. Blood glucose was not significant but TC, LDL-C and TG were lower in
PV2.5 and PV5.0 than other groups, and HDL-C in PV2.5 was the highest among groups. Glycogen contents
in the muscle and liver were higher in PV2.5 and PV5.0 compared to CONT and ACON. These results
suggested that persimmon vinegar ingestion may inhibit the blood lipids increase and increase glycogen storage
which possibly enhancing exercise performance. Therefore, persimmon vinegar has the possibility as the
functional drink.
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Table 1. Composition of experimental diets. (g/kg)
Ingredients High fat diet
Casein 200
Starch 200
Sucrose 150
Lard 350
Vit. Mix (AIN-76) 10
Mineral mix (AIN-76) 35
Cellulose 50
D.L-methionine 3
Choline barbiturate 2
D.L-a-tocopherol 1.2
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Figure 1. Changes of body weight during experimental
periods. Data are mean=SD (n=32). CONT: control group;
ACON: administration control group; PV2.5: 2.5 times
diluted persimmon vinegar administration group; PV5.0: 5.0
times diluted persimmon vinegar administration group.
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Table 2. Differences of the weight related factors.
Items CONT ACON PV25 PV5.0 F p
FER (%) 0.36 £+ 0.03* 0.34 £ 0.06 0.31+0.04* 0.30 £ 0.04* 2.780 .060
Body weight gain (g) 100.84 £10.32* 106.95 £ 11.33" 99.69 £9.79° 93.14 +11.02* 3.140 .054
Abdominal fat tissue (g) 5.36 £ 0.46" 5.58 +£0.79° 423+0.50° 420+0.35° 14.149 .000
Epididymal fat tissue (g) 5.59+£0.51° 531+0.57 446 +0.51° 449 +0.42° 10.275 .000

Data are meantSD (n=32). FER: food efficiency ratio; CONT: control group; ACON: administration control group; PV2.5: 2.5

times diluted persimmon vinegar administration group; PV5.0:
ferent superscript means significant within row at p<.05, respectively.
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Figure 2. Changes of blood component in each group. Data are mean£SD (n=32). Glucose (A); triglyceride (B); total cholesterol
(C); high-density cholesterol (D); low-density cholesterol (E); CONT: control group; ACON: administration control group;
PV2.5: 2.5 times diluted persimmon vinegar administration group; PVS5.0: 5.0 times diluted persimmon vinegar

administration group; *p<.05.
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Figure 3. Changes of muscle glycogen in each. group. Data are mean+SD (n=32). Liver glycogen (A); muscle glycogen (B);
CONT: control group; ACON: administration control group; PV2.5: 2.5 times diluted persimmon vinegar
administration group; PV5.0: 5.0 times diluted persimmon vinegar administration group; *p<.05.
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