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Study on Improvement Effects of Danshi VI Granules on Non- alc c\Fa av; ease in Model Mice

TAN Danfeng'*, TAO Yueying"?, JIANG Yuan’, TIAN Y H N"Zehui' (1. The Affiliated Hospital of
Zunyi Medical University, Guizhou Zunyi 563003, @ 001 of Pharmacy, Zunyi Medical University,

Guizhou Zunyi 563000, China) .

ABSTRACT OBIJECTIVE: To ?ﬁ provement effects of Danshi VI granules on the non-alcoholic fatty liver disease in
model mice. METH! tall ‘male Kunming mice were randomly divided into normal control group (constant volume of
0.9% Sodiu i lu n’ model group (constant volume of 0.9% Sodium chloride solunon) simvastatin group (3 mg/kg)
group and administration groups received high-fat diet for consecutive 8 weeks to establish non-alcoholic fatty liver disease model.
After modeling, they were given relevant medicine intragastrically, once a day, for consecutive 4 weeks. After the last
administration the contents of TC, TG, HDL, LDL, and the contents of AST, ALT were determined. Body weight and liver wet
weight of mice were weighed, and liver indexes were calculated. Gross morphology and pathological changes of liver tissue in mice
were observed, and pathological morphology grading was also performed. SOD activity and MDA content were determined in liver
tissue of mice. RESULTS: Compared with normal control group, liver indexes of model group were increased significantly (P<<
0.01) ; serum contents of TC, TG, LDL, AST and ALT were significantly increased while HDL content was decreased
significantly (P<<0.01). The gross morphology of liver tissue was swollen, gray-white, hard, pinched with granules and greasy
feeling, the edge of the round blunt. Pathomorphology showed that the boundary of hepatic lobules was not clear, hepatocytes were
swollen, and a large number of spherical lipid droplets appeared in the cytoplasm, which had progressed to the stage of
non-alcoholic fatty liver disease. Pathomorphologic score was increased significantly (P<<0.01). In liver tissue, SOD activity

decreased significantly, while HDL content decreased significantly
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(P<<0.01). Compared with model group, serum contents of
TC were decreased significantly in simvastatin group, Danshi
VI granules low-dose, medium-dose and high-dose groups,
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significantly, while HDL content was increased significantly; liver indexes of simvastatin group and Danshi VI granules
medium-dose and high-dose groups were decreased significantly (P<<0.05); liver color, texture and morphology tended to normal;
pathomorphology improved significantly; the number of steatosis cells was decreased significantly; pathomorphology score was
decreased significantly; SOD activity of liver tissue was enhanced significantly while MDA content was decreased significantly (P<<
0.01). CONCLUSIONS: Danshi VI granules can reduce the degree of non-alcoholic fatty liver disease in high-fat diet-induced
model mice, the mechanism of which may be associated with improving lipid metabolism disorder, anti-oxidative stress and lipid
peroxidation.

KEYWORDS Non-alcoholic fatty liver; Danshi VI granules; TC; TG; HDL; LDL; AST; ALT; MDA; SOD; Mice
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Fig 1 B-ultrasonograms of liver in mice of each gro))
32 BHNMNBFHEER

B qeﬁzﬂﬁmmﬂa ﬁ% Jiéﬂﬁﬁ
1 BUNRRAETS, IBAT /S B ok & 57 2 H/NRAET .

3.3 KANMR \m\HDL\LDLﬁiHﬁS&
IO LU A, BB 4 /N BRIV H TC L TG
LDL &Na- 25 i 2548, HDL &+ B F b, 2 R E 4
HHE L (P<0.01) . 5RIRIL L ,  HoftTT 21 FE
AN SRR R R AL/ RS 1 TG . LDL &% 53 i
98/  HDL % 2 35 i 25 38 0 s S ARy T 4L R iR 755
WAL HP | AR LN UL 3 R TC B e g s
2SI G E L (P<<0.058% P<<0.01),3¥RE 1,
34 FHH/NRIMFH AST ALT iF L

5 IR 0 BR A e, A /N BRI AST ALT §if
P35 2 R 22 I G A B L (P<0.01) ; SR
H AL, AR TT AL AARAT N SR R 2
UL A AST (ALT V& PR35 &8 50 55 , 22 9 H el ¢
X (P<0.01),EWF2,
35 FHANREKRE FRFREMTFIEHLE

SR H 6 B Ho g, RS /N B8 850 2 T
ZERA G FE X (P<0.01) ; SR LI, =R yT
2 AR 75 0k b R R0 A0S U £ 2

- 3108 - China Pharmacy 2018 Vol. 29 No. 22

®1 HAMRMFEHTC.TG.HDL . LDL & £ L&
(xts)
Tab 1 Comparison of serum contents of TC, TG,
HDL and LDL in mice of each group(x £s)

A5 i 0 TC,mmol/L  TG,mmol/L HDL,mmol/L LDL,mmol/L
AL 10 2534007 0661004 051+0.01  029£025
A 9 6881067 280£020°  0.09+050°  047£037°
T4 Imgkg 9 339%017°  087+011% 0530167 031+030%
IEASHEMARE 55gkg 9 5532050 2674019 0.17£067 0441048
IANSBEFARA 11ghkg 10 34330167  093£002% 04540157 0320137
IREASBHERRA 2gkg 8 34130007 0921047 04740487  031£037°

T S IEH X IR IR, " P<<0.01; SRR AL, "P<<0.05, "P<
0.01

Note: vs. normal control group, * P<<0.01; vs. model group, ‘P<<
0.05,"P<<0.01

®2 BEAMNRMFEHRAST ALTEELLE (X+5)
Tab 2 Comparison of serum activities of AST and
ALT in mice of each group(x +s)

i ills n AST,UL ALT,U/L
R 10 41.36+4280 1546£5.10
Al 9 235.0248.93 17166+ 746"
FHRATA 3 mg/kg 9 7892+9.78" 38301153
BOASHERAES  SSgke 9 146.11£15.00° 12045£2737%
bavRer Tt ie] 11 g/kg 10 82.97+825" 64.65+19.86”
HEE%\%'? e Ng/kg 8 81.10£5.657

G IE R IR A, * P<0.01; ﬁffﬁ”ﬁ

Note: vs. normal control group ,eP<§0.01 €l group, "P<
0.01
fiK, % i’J 5) 5 M 4% 4 25 2/ N AA

BRI FUA , A A 755 UKL AR 2 2
& SRR LR, 2R B Rgi e (P>
0.05), FEIL# 3.
®3 BENRMERE FHREREMAERLE (x+s)

Tab 3 Comparison of weight, liver wet weight and

liver indexes in mice of each group(x *s)

413 it n (R, g TR, g iR

ERM A 10 36.12£0.93 134+053 037£0.02
A 9 38574055 241£015 0623004
FHAITA Smgky 9 37.01+068 1824002 049£001°
BHASHRAEL  SSgke 9 38401062 232£055 060+0.15
EASERFAEL  1gkg 10 3731£0.79 184009 0.49£0.00°
BaASEREAES D gkg 8 38741052 1834020 0.48+0.05°

T HIEF XA A, *P<<0.01; 54T AL, "P<<0.05
Note: vs. normal control group, “P<<0.01; vs. model group, “P<<0.05
3.6 BH/NFRIFAERERSLE
TE B X B2 /)N U IE S £ 0, Joi e 22 T e 553
JFF i S ARG, A (B8 B TV, 7 S 2 T 96 5 AR 2 /N U
U=V = RDie: 10k 3 I i S R T TS &) [ VR I TR
BB 5 - e fl 7T AL BT 755 R b e 70 2/ B
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Fig 2 Pathological micrographs of liver tissue in mice

of each group (HE , x200)
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Tab 4 Compaki thmorphological score of li-

ice of each group

15 Wi, R TG s),
0% 14 2 3 i
EFA RS 10 6 4 0 0 040052
f 9 0 0 4 5 256+0.53"
FHAiT4 9 0 8 | 0 1.11£033*
AR SR 9 0 | 6 2 2112060
EASERAAEL 10 0 1 4 5 1504053
TS 5 Bk A 8 0 6 2 0 1.254046*
TE - SFIEH X IR UL, “P<<0.01; SHIRIL LA, "P<<0.01

Note: vs. normal control group, “P<<0.01; vs. model group, “P<<0.01
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I BRZ LU AR, AR R /N U2 2 SOD 1 44
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x5 FHNRIFHEL G SOD FEEF MDA &2 LLE
(x+s)
Tab 5 Comparison of SOD activity and MDA content
in liver tissue in mice of each group(xts)

Eik] i n SOD,U/mL MDA/mmol/mL
ERRIRYL 10 5745299 1444032
fAg] 9 44531416° 3574045
FRMTA 3 mg/kg 9 52.90+5.16° 143£028%
BEASERIRZA  SSgke 9 46014517 3032049
[[1Pavases i nkead et 11 g/kg 10 551744477 1.56£022%
BAASHEEAEL  Dgke 8 5467+2.66% 154£0.17%

s IR E W IRZE UL, " P<<0.01; SR TIZA L 4%, *P<<0.01
Note: vs. normal control group, “P<<0.01; vs. model group,”P<<0.01
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W E R oWNEHELFTREIAAGFIERE, 7k RN G E ik, €44 Agilent Extend Cis, 31484 0.4%
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Preliminary Analysis of Characteristic Chromatograms of Mongolian Medicine Compound Shudage-4
DU Yinfei, JI Zengyun, XIN Shasha, DONG Yu (College of Pharmacy, Inner Mongolia Medical University,
Hohhot 010110, China)

ABSTRACT OBIJECTIVE: To analyse characteristic chromatograms of Mongolian Compound Shudage-4. METHODS: HPLC
method was adopted. The determination was performed on Agilent Extend C;s with mobile phase consisted of 0.4% acetic acid
solution-methanol (gradient elution) at the flow rate of 0.6 mL/min. The detection wavelength was set at 286 nm, and column
temperature was 30 “C. The sample size was 20 uL. The in vivo and in vitro characteristic chromatograms of allsquare of’ ound
Shudage-4 and single ingredients were analysed and compared respectively. RESULTS: Totally 47 peaks wepewi frfem “in
vitro characteristic chromatograms of allsquare of Compound Shudage-4. There were 24 common s ffrom i w aracteristic
chromatograms, among which 18 ingredients corresponding to common peaks 1, 4, 7-9, 1 1820, 22, 25, 38-41, 44, 46
were direct blood components in vitro; peaks 1, 4, 7, 8, 12, 14, 18-22, 25, 4 test’ sample were from Alpinia
officinarum; peaks 14, 18, 19, 22, 44 were from Aucklandia lapga; p 49 79, 12, 14, 18, 19, 22 were from Acorus
tatarinowii. CONCLUSIONS: Blood components and some m 1tes square of Compound Shudage-4. The method can
be used for the analysis of characteristic chromatogragys of i
KEYWORDS Mongolian medicine; Corﬂ\o“@

e-4; Characteristic chromatogram; Chemical component; in vivo; in vitro
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