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Abstract

Effects of raw soy fleur(RSY) and black(RSB) feeding on protein concentration of liver and serum,
and GOT, GPT and alkaline phosphatase activities of serum in diabetic and nondiabetic rats. were
studied. Male rats(Sprague-Dawley), mean weight of (338.4%19.2g) were assigned to six dietary
groups and fed with the assigned diet for 28 days. For each experimental, some rats were injected
with streptozotocin intraperitoneally (I.P.) to induce diabets, and other rats were injected with buffer
L.P. as a control group. The liver, kidney and spleen weights relative to body weigth were higher in
raw yellow soy flour diet diabetes(D-RSY) and black soy flour diet diabetes{D-RSB) groups than
control, but the body weights were lower than control. The protein and albumin concentrations of
liver and serum were lower in D-RSY and D-RSB groups than control. The albumin concentration
of serum in D-RSB group was lower than control. The GOT activities of serum in RSY and RSB
groups were increased compared with conrtol, but the GPT activities were lower in diabeitc control,
D-RSY and D-RSB groups than control. The alkaline phosphatase activities of serum in RSY and
RSB groups were higher than control, but those in D-RSY and D-RSB groups were lower than
diabetic control.
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Table 1. Composition of experimental diets (g)
Ingredients Control Yellow Black
soybean  soybean
Milled rice 69.0 43.0 43.0
Raw soy flour 50.0 50.0
Casein 15.0
Soybean oil” 10.0 1.0 10
DL-methionine 0.3 0.3 03
Cholin chloride 0.2 0.2 0.2
Cellulose? 2.5 25 25
Mineral mix.> 2.0 2.0 2.0
Vitamin® 10 10 1.0
Metabolic energy
(kcal/100g) 3735 360.3 360.3
Protein(g/100g) 19.8 23.6 239

YBaeksul Food Co., Korea
“Cellulose: Sigma Co., LTD. US.A.
$AIN-76 mineral and vitamin mixture(18)



726 53] - Holo) - A&

o} BFaFef AF, & A% 9w FEF st
Table 2 2 3ol A3t ule} 2t} 45F719] AFH 3=
G olA 22 581g0] F }%&rl ] 3ho] Ay
T AT TS A7 34g 2 5.0g8 F7HE fr9
A 2 F7he-& Bk AF ol F3AFel pro-
tease inhibitortt &3 k42 A7} EolglolA] gzl
Ago] i, AAe] A Ak M (325-27)9 o
AF At 223 FrF M e dudEd, Fhnd
HET Y G BT TS 77t 67.3g, 50.5g E 51.1
g? A=t F 2 rs LTS v)4st
AFz e Fiel o8 A bS] 2 P H 3 o)
oleby A7 4= 9l eh(28-30). STZ FALE ] 4-2] p-
AZE g3 3te] st A ol E LA oAty
08 E 2T = A4S AFe] fA 35
A edevta st Th).
7He) F gL 2T BT T-Eol
= Zef| Bl3te] A
T, B2 d Y FaATEE] F23HA(p<0.01)
3 —8— AR (17) 2 Koh(31)9] 7
=7} nﬂzﬁ%ﬂ HM@] *gi?-

o) 3led 7ol nl sl vhr] Bels it Bl3le] &
570 AF 4R A o2 AF 100ge] 3 2HF
o] F7H Ao E A4EA, B AY] A= A
H1(2829,32,33)%F w53t ed, 2] Struthers 5
(34)2 AZF9 trypsin inhibitor(TDH7} &l vlx =

od soll 38k Aol 717 F(TI 55 4~5U/mg
protein)®} A (TIgHek: 115~ 130U/mg protein)< 38.4
%% E3gh o] 2 28Ut 3 F & A vl ZHEEH(g/
AF 100g)E 7133 FFo T2 3.41gol| B3] AF
FJTE 3.30g 22 o] E Holx| ekgpriw 3 Th
o]z gk A oiio}}\giz 7} =
ol = 43k

[} ©

trypsin inhibitior=
& 77 248 4 <+ gk
Ao & Fe-e d 21l v|ste] AFTFES st
7} o Fradl 2 duAAdNTES Fo3
Al(p<0.05) Frstdel. 28] A ATl v sfiA
BrAAATTE FAsA(p <001 Fhstsl e Al
Z 100gF A4 Fee dzol vlsly] dadzxd,
AZF Y B ATTEE 257 fH 0 2(p<0.05)
7 R, AFEEN v8 FRAZTFEININE F
28} A (p<0.05) Z7}8tsic).
Do iy 276l AlAEA o wkgo] Frle) g
A Fge] =79} S-4e] Frlste Wy AL &

Table 2. Changes in body and liver weight of rats fed with experimental diet for 28 days

b Body weight(g) Liver(g)
Groups Initial Final Changes Weight L/BW(%)?
Control 346.3£20.6™° 40141225 58.1+21.2°7 10413 257+0.22°
D-control 361.0+19.3 269.3+21.7° -67.31£30.7 109+17 413+0.33°
RSY 3417182 345.0+18.1° 34%15.0° 11.2£1.2 3.28+0.38
RSB 341.7+129 34671197 50*t15.3° 11.3£1.1 3311018
D-RSY 333.7£20.3 285.0+25.2° -50.5+28.0° 10812 3.70+0.38%
D-RSB 337.0+205 285.7+21.2° -51.1+29.4° 11.1*15 3.91+0.18%

DControl: control diet group, D-control: diabetic control diet group, RSY: 50% raw soybean yellow diet group, RSB:
50% raw soyban black diet group, D-RSY: diabetic 50% raw soybean yellow diet group, D-RSB: diabetic 50% raw

soyban black diet group.

?Liver weight/body weight %. Mean® SD(n=8). NS: Not significant.
*4Values with different superscripts within the same column are significantly different at p<0.05.

Table 3. Kidney and spleen weight of rats fed with experimental diet for 28 days

. Kidney(g) Spleen(mg)
Groups - > - 2)
Weight K/BW Weight S/BW
Control 2.50£0.30° 0.62%0.056 51790 129+ 26
D-control 2.83+0.29° 1.16£0.056° 424+80 161+19°
RSY 2.59+0.26% 0.75+0.065° 477144 138+15°
RSB 2.51+0.24% 0.72£0.051° 486150 140+ 12°
D-RSY 262+0.32% 0.93+0.055° 458168 161+19°
D-RSB 2.84+0.31° 0.98+0.053° 44870 15727

DSee the legend of Table 2. 2)Kidney and spleen weight/ body weight %.

Mean £ SD(n=8). NS: Not significant.

*dValues with different superscripts within the same column are significantly different at p<0.05.
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Table 4. Liver and serum total protein, albumin and albumin/globulin(A/G) ratio of rats fed with experimental

diets for 28 days

b Liver(mg/g) Serum(mg/dl)
Groups - ; - - 5
Protein Albumin Protein Albumin A/G ratio

Control 263+39° 764%9.1° 6.78+0.39" 3.96+0.22° 1.430.20°
D-control 227+27° 60.1+6.3° 6.351:0.38° 3.82£034° 153+0.23"
RSY 230+10° 66.2:7.4° 660049 3.96+0.11° 153020
RSB 228::14° 68.3£9.4" 6.550.19" 3.84£014° 1.42+0.14°
D-RSY 200£89% 65.6%+4.1° 621059 391£047% 1.73£0.33°
D-RSB 18119 64.919.2° 6.23+0.36° 426+0.21" 2.21+042°

YSee the legend of Table 2. Mean®SD(n=8).

IValues with different supetscripts within the same column are significantly different at p<0.05.
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Table 5. Glutamic oxaloacetic transaminase(GOT), and glutamic pyruvic transaminase(GPT), and alkaline phosphatase
(ALP) activities, hemoglobin(Hb) and hematocrit(Hct) contents of rats fed with experimental diets for 28 days

Groups” GOT(K-unit) GPT(K-unit) ALP(IU/ml) Hb g/dl Het %

Control 53.55+5.84° 20.33+2.36° 151.2+ 12.0° 15.2+0.8%° 476+2.71%
D-control 68.97+9.87° 29.84£5.99° 985.2+211.5° 151+ 1.19° 46513.66™
RSY 4550%5.05% 2461+1.14° 606.3180.2° 147+0.62° M2+184°
RSB 41.16+548° 21.80+1.29° 620.5+185.3° 14.6+1.39° 438+420°
D-RSY 55.45+9.58° 27.79+3.63 4139% 68.7° 155%0.88° 482£228°
D-RSB 5145884 24.78+3.98™ 3280+ 73.1° 15.1+0.64° 486+1.83

USee the legend of Table 2. Mean®SD(n=8).

“dyalues with different superscripts within the same column are significantly different at p<0.05.
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