. al
6 & ’éi: Za 7 Western Journal of Traditional Chinese Medicine,2025 Vol.38 No.2

DOI:10.12174/j. issn.2096-9600.2025. 02. 02

EREETIIEEBITRE AN A% /B
FER N AU F 0

BRECEEF L BKE L EML, X B
| BEEEARSE-—WREBER, FiF 200433: 2 BEEE KXY, Fig 200433

[ E] 86 W EFRLH 0GR HF 09I BMH IS B AT 7 (non-alcoholic fatty liver
disease, NAFLD) AR s RAFLL LR P8 o An G i ¥ = 85 (triglyceride,TG) . % A2 [ B% (total choles-
terol,TC)K-F 69 %5mm. 7 ik 45 40 R A ICR /) RARMAEF Aok o b 2t B4l AEA 40 F 7 25 L5 K
FFLAB ARG MAFLE, A28 8 R, AT RRAR P -Ead 434t BEAL 48 F 45% 5 Iy 4k 58 69 3 I 490 E 1 238 0 3 VKA
FUASA T HFERLFARESEF, P ET L ZIEEAHF A EFFHRLFAL0 gfn S gy R8N T 338 N4
B AA, BT A B IR AR M AF 200 mg, E 45 FHL6 Bl KR FRAM L &k (hematoxy-
lin-eosin staining,HE)MLERMFLAL R I A F T4k b 40 0 3 & s MM BEAS I i AR 4 UL 5 0 2 e 7 TG Ae
TCRANKF, 4R NMELELRI T A I B EREEBARASE, EHLHAH KA E8fdE
ENFAATmIe e N TR, L0 L4 R T AR A N RFAREFAES TARE, mE
MRLHFLZH A AR AEE N AF AT 0 JORE s & K. 5B bR A 20 ) R i TG A= TC K-F- 39
FZH(P<0.01); HAEA 28 1b4x , B H L35 705 KF) Z 48 A2 3F 38 M 4448 TG Ao TC K- ¥ AR (P< 0. 01) ; 5 3F
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Impacts of Diosgenin on Lipid Metabolism in Non-alcoholic Fatty Liver Disease Mice
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Abstract Objective: To survey the influence of diosgenin on the levels of TG and TC, lipid deposition in
liver tissue of the mice with non-alcoholic fatty liver disease (NAFLD) induced by high fat diet. Methods: Forty
male ICR mice were allocated to the control group, the model group, high and low dosage groups of diosgenin, and
fenofibrate group with eight in each group. The control group was fed with common fodder, the model group was
given high-fat feed with 45% fat for energy; diosgenin mixed forage, that is, each kilogram of high-fat feed
contained 10 g and 5 g of diosgenin respectively, was administered to high and low dosage groups of diosgenin
respectively; fenofibrate-mixed fodder, that is, each kilogram of high-fat feed included fenofibrate 200 mg, was
given to fenofibrate group, all the groups accepted 16 consecutive weeks of the treatment. HE staining was applied
to observe the pathomorphology of liver tissue; oil red O (ORO) staining was utilized to observe the fat deposition
in the liver; to detect the expressions of serum TG and TC. Results: HE staining results displayed that the degrees
of adipose degeneration of the model group were severer than these of the control group, intracytoplasmic vacuola-
tion was reduced in high and low dosage groups of diosgenin, and fenofibrate group. ORO staining showed that:
fat contents of the liver tissue of the model group were higher than these of the control group, while fat contents in
hepatic cell were lowered in high and low dosage groups of diosgenin, and fenofibrate group. Compared with the
control group, the levels of TG and TC were elevated in the model group (P<0.01); Compared with the model
group, the levels of TG and TC were lowered in high and low dosage groups of diosgenin, and fenofibrate group
(P<0.01); no statistical difference was found in the levels of TG and TC when high and low dosage groups of
diosgenin were compared with fenofibrate group (P>0.05). Conclusion: Diosgenin could reduce adipose degenera-
tion in hepatic cells and fat contents in NAFLD mice models induced by high-fat food, and the expressions of TG
and TC.
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45%) 5 7 BT o0 AR AL, 299 R N
1%, BI A &5 5 m BE T RE 20 AR I 1035 g E i e
TG JEVE DURR AL 5 T v S IR 1A R R I 200 mg
i DUKF. FHBTH16 .

1.4 SLIGERAE T 70016 5 Bk, A 1% I B
b2 8995 W, 7% 50 mg/kg 7 & FRIE /N fR . HREREX
Mm1.2 ml, EHEFHEL h)G,4 C,Z0F¥EE10 cm,
3000 r/min &0 15 min, W EEME S, &%
50 wL2r35 38 T80 CUKAHAR-ATE : BT & 4H /N
SO E — Mt f5  UIEL 247 0.5 cmX 0.5 cmX
0.3 em RK/NHAEH L, — 3 HAELL 2L 4% 2 F H
TS ] R 1 5, 5 W AR AT, T 3 ARG R A e tai
(hematoxylin-eosin staining,HE)4ff; 5 —1p
JHF JFE 4 4R 00 OTC I UK 4 [ 5 , B 180 C
VKA RAT, T o geth,

1.5 KIMIEFR

1.5.1 MALRREHEFIE K FEEREE R
AR E TV AP A, 8 10 wme U1 7 [ &
30 s, fEJEKE1~2 s; HFAREYME2 min(60 C),
KB 5~10 s, 1% HER LB 1~3 s{Enth, (R IER
RUE 20 s, 7KPE30 s; Azt 1 min, 2818 K
KB 1~2 s KS 7K (80%.90%. 100%) % 2 s, —
2R B, Hp MR Jie s 1 o SR 0 e TR, Bl
BLIEEL 4 NPT 4

1.5.2 MFIERE RRANE L BIKGEFHSNE T
VIR AL &R 10 pm, SR )5 B T FF R A5 v [
10 min, ZE1E K 1~2 s, f8 FH Il 240 0 ey Y
10 min,60% LEEAE /340 K, AR R B Y Kk,
HilE A JeB TWER, BEHLIER A MR HA R
1.5.3 i Hh =85 (triglyceride,TG)#= 8 2
B &% (total cholesterol,TC)#m 28 TG.TC
TR U8 B PO A AR, BT AR S A FEAR
0T BB ZH BB il 2L, R i K i o o R S AR N



8 BB A

Western Journal of Traditional Chinese Medicine,2025 Vol.38 No.2

96 FLAR , M AN TAEH AN 2 ] 50 pL, A 3INE
FL,37 CHlEYE B 60 min, BEAR{X ASTO AbAS I
FPEAE . AR, A TORI TCHRE .
1.6 it AEE RAISPSS 18.0 4 i , it
BRI DLy £ KR, R BRI 2 5 Z 00, 4R P
P HL SR B LSD-t K 56, P<<0. 05 Y2 3 G it 2%
c BE

2.1 NERFBE—/RIER TR/ RATEES
B B AT, R G, B R, o Hh 2 52
B Y 2H /)N BRUFF AR AR K, B e AR S 8, 1T
K3 , JFF D7) T 98 TR s 2 9 22 1 o KR R
FEE VR DURRZH /)N BRUFFIE (38R 38, o AR AR AT
o FEZH 5 R A 20 2 (), DAY AR R %% 2 ) AN B S o

gl A

R N B A

2.2 RFERELREBESFETH HELAER,
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