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ABSTRACT

The Effect of Functional Food on Metabolism of Liver

disease and Metabolic syndrome

Son, jun-gwang
Advisor : Prof. Song, chang-Hoon, Ph.D.
Department of medicine,

Graduate School of Chosun University

Insulin resistance is thought to play a central role in pathogenesis of
NAFLD(nonalcoholic fatty liver disease), which considered a hepatic manifestation
of the metabolic syndrome. Its prevalence is high in patients who have components
of metabolic syndrome such as, central obesity, type 2 diabetes, hypertension and
dyslipidemia. Some proportion of patients with NAFLD can progress to nonalcoholic
steatohepatitis (NASH), characterized by hepatic inflammation and progressive
fibrosis, ultimately leading to cirrhosis and end-stage liver disease. But the
pathophysiological mechanism in this progression are poorly understood.

Metabolic syndrome(MS) is characterized by insulin resistance accompanied by
on or more of the following: obesity, hypertension, impaired glucose tolerance, low
HDL-cholestero levels, and/or hypertriglyceridemia. Because each disease occurred
in the same population and was the risk factor of athersclerosis and cardiovascular
disease, they attract public attention. The important cause of insulin resistance
which 1s a major pathophysiologic condition of MS was considered abdominal
obesity. The purpose of this study was to understand and analyze the effect of
functional food on metabolism of liver disease and metabolic syndrome.

A total of 28 subjects, aged between 30 and 60 years, who visited the Samsung
Hospital at Gwangju between April 2008 and August 2008 were studied.



There were significant positive correlation of functional food with ALT, GGT,
and ALP wvalue. As well as a significant correlation was observed between
functional food and serum total cholesterol and triglyceride level. BMI and glucose
were not a significant correlations of functional food.

In conclusion, functional food has effects on liver disease and may have effect on
improving dyslipidemia. Further investigation about mechanism of and its effect on
metabolic syndrome will be helpful in the management of metabolic syndrome and

liver disease.
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AA 287 o] Fatell A Py vl Fak 2693 o 3o w 8l H &S Hol
slow, Aol A 30, 40tH, 50tH, 60th7F ZH2F 978 (30%), 12 (40%) .= &
217 5} 9]

2. 89 HA A
2-1. AST® W3}

A3 A]7] Alolol ASTel tigh Fozt8&aae} Faao {Fo3 o]zt itk
(Table 1).

Table 1.
Source SS df MS F Sig.
Al 7] 976.43 6 162.73 738 .620
A7 Rk 1937.17 6 322.86 1.464 .194
Error(*]7]) 34408.15 156 220.56
et 1394.69 1 1394.69 1.872 183
Error 19370.30 26 745.01

2-2. ALTY W3}

ALTE e A7l Atele] dazgadst vebgoh e Ul A7 7 13 A7) 9
of zpol7k gxwolME oy APaelA] vERg T APl A 1A A7) ALT
= 33 A7) ol F 62 AZIZAA ) ALT 2 F9¢ Azt de oz veby
t}H(Table 2 & Fig. 1).



Table 2.

Source SS df MS F Sig.
Al 7] 2083.37 6 347.23 499 .809
A7 = R 9077.13 6 1512.85 2.172 .048
Error(A] 7]) 108643.66 156 696.43
A 4445 .96 1 4445 .96 1.127 298
Error 102590.99 26 3945.80
Figure 1.
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2-3. GGT9) A3
GGTE A 2, A7 el 4348

° 2 YEls T (Table 3).

ssh FEA BEAM A Aol Qe A

FO‘I

Table 3.
Source SS df MS F Sig.
Al 7] 6188.19 6 1031.36 619 715
A7 = R 11803.07 6 1967.17 1.181 .319
Error(A] 7]) 259793.18 156 1665.34
KA 247723.52 1 24723.52 2.963 097
Error 216982.57 26 8345.48

2-4. Alkaline phosphatase® W 3}

ALP A= Aay A7) 2+ 4524 a7 59389 tHp=0.043). 287 o) 279
A7 ZolE R Hlad Ay R E F3 ol ¢l Ad Tt
2k A171 ALP ol tisl] 6xF9F 72k Al 7]el fefskAl A E i th(Table 4 & Fig. 2).
Table 4.

Source SS df MS F Sig.
Al 7] 20168.90 6 3361.48 1.112 .359
A7 Rk 40696.44 6 6782.74 2.243 .043
Error(*]7]) 417290.73 156 3023.84
KRR 36557.29 1 36557.29 2911 101
Error 288819.36 26 12557.36
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2-5. Glucose® W3}

AT Al7] 7+ Glucosed Wik Ao 28 g 3o} Fa 3 2o]7F v (Table 5).

Source SS df MS F Sig.
Al 7] 14225.24 6 2370.87 1.878 .088
A7 = Rk 6160.70 6 1026.78 813 .561
Error(A] 7]) 196919.51 156 1262.30
3 e 4783.57 1 4783.57 3.282 082
Error 37897.63 26 1457.60




(

TC= A3t A7) el Azzkg a7t flo] a8 A58 43 A 1 Aol=
VERU A @ okar, Al ZRell Al freldk 7HAE YERW tH(Table 6 & Fig. 3). AFFHF
Aap 25 AZIAA o g Aol 7h AT (p=0.011).

Table 6.
Source SS df MS F Sig.
Al 7] 14585.22 2 7292.61 4.968 .011
A7 = A 3027.50 2 1513.75 1.031 .364
Error(Al 71) 76334.11 52 1467.96
A 455.18 1 455.18 .245 625
Error 48327.80 26 1858.76
Figure 3.
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2-7. Triglyceride? 3}

TGE HG A7) 1] A= S, FaFol A FJot 7k zolk
tH(Table 7 & Fig.d). 1At A7l o] A|717F S71&345 TG o] FYstA 3
223 A H(p=0.053).

Table 7.
Source SS df MS F Sig.
A 7] 152164.30 2 76082.15 3.102 .053
A7 x ek 13242.49 2 6621.24 270 .764
Error(Al 71) 1275244.8 52 24523.93
A 472.433 1 472.43 014 905
Error 848181.12 26 32622.35
Figure 4.
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2-8. HDL-cholesterol® '3}
HDL-Cx getsh A7 thel A28 597 Jehda ehotn, a5 94 Hol7)
N A2 YEEt(Table 8).

Table 8.
Source SS df MS F Sig.
Al 7] 68.85 2 34.42 415 .662
Al 7] R e 1.99 2 .99 012 .988
Error(A] 71) 4308.93 52 82.86
Ak 7.58 1 7.58 A11 742
Error 1778.56 26 68.40
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