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[ Abstract] Objective To establish animal models of functional dyspepsia with spleen deficiency and to compare
the efficacy of different methods. Methods Rat models were established by iodoacetamide (TA) - treatment or combined
with swimming. Appearance ,body weight,food intake of the rats were observed,and serum motilin, cholecystokinin, lactate ,
gastrin content and urinary D-xylose excretion rates were detected to confirm whether the model of functional dyspepsia with
spleen deficiency was established. Results The IA-treated rats had less food intake and a slower body weight gain. The
[A-treated combined with swimming rats presented spleen-hypofunction symptoms, such as emaciation, hair dry and loose
stools, their urinary D-xylose excretion rate, serum motilin, gastrin content were decreased, and serum cholecystokinin and
lactate contents were increased significantly ( P <0. 05 for all). Conclusions All the three methods used in this study can
result in symptoms of functional dyspepsia with spleen deficiency. However, [A-treatment combined with swimming models
appear more close to spleen deficiency-like presentation, and the best model is the [A-treated combined with platform stand-
ing.
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Fig.1 Changes of body weight of the rats

2.3 KERBREETWHER

M2 iR, BaER 14 d, B 3 e
U RALTIE R XTI BRI 1(P <0.05) ;4G
A28 d, BIAUZ 2 3 B E i I A T OE R X
WEZH A2 1 (P <0.05 3¢ P <0.01)
2.4 KEBHHZEREXIERTHER

WK 3 Fs, EATER 14 d B 3 KEUR D
— ACHEHE T 2 B A 1 X R RIS AL 1 (P <
0.05), Il 7% CCK & & Bl & T IEH X A (P <
0.05), HAER28 d, BAI4] 2 KEUR D - AHiHE
MR AR T IE % X B4 (P <0.05) , 1L MTL &
i I AT H X R AL 1(P <0.05 3 P <
0.01) ;BRI 3 KRR D - AREHEM R (i MTL
R RAL TR X A AL 1 (P <0.05
ot P <0.01), 134 GAS 7 & B AR T 15 & X i 41
(P <0.05),If %% CCK LA & ¥ i & F 1% %
M4 (P <0.05) .

25
e
- mm EFEXERA
Normal control group
20 kg
*y [— R 1
S Model group 1
wE 1549
= g B4
&3 10 Model group 2
g _
Al o HED3
5 Model group 3
0- T T T
A EHET HAEHI4d EEEH8d
Before compound Compound Compound
modeling modeling 14 d modeling 28 d

0 HIEEXIRAMLEL, " P<0.05, " P <0.01; 58820 1 M ,*P <0.05,%P <0.01,
B2 KEHEEEELRHL

Note. * P <0.05, ** P <0.01, compared with the normal group;*P <0.05,*P <0.01, compared with the model group 1.

Fig.2 Changes of food intake of the rats

3 it

DIREVETH A RS — P E R B 05 A 18 PR
T, FLHA U1 X5 T B v AN Tl , — A o 22l
PR 3R S5 P M ey P 50 5 M a8 ) B e A 1
Horh SR B R DA G SRR 2IAh,
FD [ A4 5 E 3h 5w e R R A 20 B
SENER TR AT 3 A R R
R BeA g T A 5, NG - Bl A B R G
BB R AL T ae s EEENY ., B
RO POERERGR B R HWRE Bl

MRS WEFL S REMETE LA R DA G,
WS, IR D — A 3 e R MR R 19 i
RFIZ — WD REVETH A R A Z WG b, 9
HEREIRFR BE BT, IR D - AWEHEHE R AR AT, 5
G, LR A AR FURRMERR S A Qs S 5 ek
THACAS RRE R AR 2 AR 5G| MR Ik S8 3 1 L PR
BRI, HARYG T R B R IR ) e T
RO

ABIRFELERE [ PR 22 DA (0 B 2 P e T R A S 2
REMETE AL RBERLT Xk )y 4R K B AT 30,
PR GRAEE PN FE R 3 g R AR B



314 T ESZI B2 R 2017 4F 6 A4 25 %5 3 ] Acta Lab Anim Sci Sin, June 2017, Vol. 25. No. 3

6+
L
IS
=E
n ©
T2
g o —
X% s
[aYa —
=g =
k= —
=} —-—
HEEKI4d HAWH28d
Compound Compound
modeling 14 d modeling 28 d
5001
4001 wRf wEy
2
& 30041 P/
= ?
S 2001 %
104 é
0_ é |—§
HEE#4d HAHEH28 d
Compound Compound
modeling 14 d modeling 28 d
3-
*
—~ 21
= —
g L —
~ — —
< —] —
— 14 E E
— ]
-_— -_—
= =
] =
0 —] ]

IEH X RA

Normal control group

KR |
Model group 1

BRI
Model group 2

MRS
Model group 3

2501

2 =
= —
£ =
M —
O H
© -
HAEkE4d HAHEH28d
Compound Compound
modeling 14 d modeling 28 d
100+
80

604

40

GAS (ng/L)

204

HAER14d HAHEB28d HAER14d HAEH28d
Compound Compound Compound Compound
modeling 14 d modeling 28 d modeling 14 d modeling 28 d
TE HIER G IRAIMIIL, * P <0.05, ™ P <0.01; 504 | #1L,*P <0.05,

3 KRB BHER KA AR B

Note. * P <0.05,* P <0.01, compared with the normal group;*P <0.05, compared with the model group 1.

Fig.3 Changes of gastrointestinal hormone and related indicators in the rats
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