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Effect of Marine Collagen Peptides on the Lifespan of
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Abstract To investigate the effect of long—term administration of marine collagen peptides on the life—span of SD rats, 160 SD rats of
four weeks old were divided into the control group and MCP—-treated groups, with 40 rats in each group (male:female=1:1). Control rats
were fed with standard basal diets and the rats in the experimental groups were fed with 2.25%, 4.5% and 9% MCP in the control diet
until their natural death. The bodyweight, food consumption and food efficiency were recorded throughout the experiment. The activity of
serum antioxidant enzymes GSH-PX and SOD and the level of MDA were examined every six months. The results show that the MCP
does not signifiantly influence body weight, food consumption or food efficiency of rats of either sex throughout the life span. The survival
analysis shows that the median lifespan, the lifespan of the last 30% survivals and the maximal life span of MCP treated groups were
notably longer than those in the control group. MCP did significantly inhibit the age-related decrease in the activities of antioxidant
enzymes and the age-related increase in the levels of lipid peroxidation product in both sexes. When treated with MCP for 18 months and
24 months, the activities of serum GSH-PX and SOD enzymes of the 4.5% and 9% MCP treated rats were significantly higher than those
of the control rats, whereas the serum level of MDA in the 4.5% and 9% MCP treated groups were significantly lower as compared with
the control group. Therefore, the long—term administration of MCP could significantly extend the lifespan of SD rats, which might be
attributed to the anti—oxidative property of marine collagen peptides.
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Fig. 1 Effect of long—term administration of MCP on
the bodyweight dynamics of SD rats
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Fig. 2 Effect of long—term administration of MCP on
the food consumption dynamics of SD rats
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Table 1 Effect of long-term administration of MCP on the food efficiency of SD rats

961 T 12 7 FH18 1 TH24 1

PEH - MCPI R EmWRBE L EWAEE L AWANE
it ¥ Hodd ¥ B ¥ B ¥

/(- (100g) ) /(- (100g) ) /(- (100g) ) /(g (100g)")

0 20 3.54£1.41 20 2.04+5.80 16 -0.86+5.82 10 —0.02+0.08

" 2.25 20 2.21+1.50 20 2.74+6.57 19 0.42+3.15 10 0.04+0.06
i 4.5 20 2.74+1.98 20 4.04+2.49 18 —0.35+£2.49 10 0.03+0.05
9 20 3.53+£2.24 20 3.50+5.11 19 0.99+2.22 10 0.01+0.04

0 20 2.13+1.46 20 2.11+3.00 18 0.76+1.46 9 —0.12+0.30

o 2.25 20 3.05£2.40 20 4.48+1.66 19 0.57+1.57 10 —0.09+0.14
4.5 20 2.78+2.86 20 2.79+2.45 19 1.55+2.82 10 0.00+0.02

9 20 3.33£1.75 20 3.02+£2.44 18 —0.50+2.57 10 —0.02+0.07

E MBI B EEZR T, GERE T E MG RLIMCP THRAL s A A LR FWLEF

Notes: Values are represented as ¥+s. No significant difference was indicated when compared with the control group.
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Fig. 3 Effect of long—term administration of MCP on the serum GSH-PX enzyme activity of SD rats
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Fig. 4 Eeffect of long—term administration of MCP on the serum SOD enzyme activity of SD rats
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Fig. 5 Effect of long-term administration of MCP on the serum MDA level of SD rats
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Table 2 Effect of long—term administration of MCP on the survival time of SD rats

51 MCP/% Bt FHATERIED PSRRI /A f)E 30%AF RSN AR /D B AR AR ] /d

0 20 711.8+32.2 731 857.3+26.1 954

fram 2.25 20 783.9+37.7 782 980.5+29.9 1087
A 4.5 20 766.9+37.8 780 964.0+41.5" 1079

9 20 783.1£37.9 738 983.7£33.9" 1092

0 20 709.9+30.9 703 861.7+31.9 967

e 2.25 20 773.4+31.5 799 930.7+25.7 1011
4.5 20 771.1+30.4 770 932.0£25.6 1029

9 20 795.2+32.1 840 927.5+20.9 1000

0 40 710.8+22.0 707 859.5+19.7 967

e+ 2.25 40 778.7+24.3 795 955.6120.3* 1087
4.5 40 769.0+24.0 772 948.0+23.7 1079

9 40 789.2+24.5™ 806 955.6+20.8" 1092

i % ¥ 2% Kaplan—Meier £ A& 2 H7 5 A ¥ BeAn FiR K, Har a0k £ A4 250 ¢ 4 P<0.05,%* % P<0.01,
Notes: Values are represented as x+s, and the data were analyzed by Kaplan—Meier survival analysis, and log—rank test was used to evaluate the difference
between MCP treated groups and control group. The symbol * indicates a significant difference compared with the control group. * (P<0.05) and **

(P<0.01) versus the control group.
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