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Comparison of spontaneous type 2 diabetes mice with
induced diabetes mice

NI Cheng-pei, WANG Jing-yi, SHEN Yan-hua, ZHOU Hui-ying, ZHOU Zheng-yu "
(Laboratory Animal Center of Soochow University, Suzhou 215123, China)

[ Abstract] Objective To investigate biological parameters and morphology in spontaneous type 2 diabetes C57BL
/KsJ-db / db mice and mice with type 2 diabetes mellitus which induced by high-fat diet and streptozotocin injections.
Methods C57BL/6] mice were divided randomly into normal control group, Induced Group, and Spontaneous Group with
10 mice in each group; Induced Group : The 11 weeks old C57BL/6] mice were fed on a high-fat diet before intraperitoneal
injections of STZ; Spontaneous Group: 8 weeks old C57BL /KsJ- db/db mice (db/db) ; The body weight, Fasting blood
glucose (FBG), oral glucose tolerance test (OGTT) was detected every week for 28 days. FINS, AUC, IR index and pro-
inflammation factors ( TNF-a, IL-18, IL-1B8, INF-y) were evaluated in the beginning and 8" week. At the end of
experiment, the mice were sacrificed for organ and morphological study. Results The weight of Spontaneous Group were

higher than Induced Group, both of them are higher than normal group significantly; Non-fasting blood glucose
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concentrations of Spontaneous Group mice were higher over Induced Group; In 8" week the abnormal glucose levels of
Spontaneous Group extraordinary stability, however, in Induced Group drops obviously; the FINS was increased in
Spontaneous Group, but have no significantly change in Induced Group,both AUC and HOMA-IR index Show a significant
downtrend in Induced Group, However, in Spontaneous Group, the rising trend of AUC and HOMA-IR are stabe; The
IL-1B,

group. In 8th week the content of pro-inflammatory factor was decreased in Induced Group, but increased in Spontaneous

content of the pro-inflammatory factor ( TNF-a, IL-18, INF-y) in both diabetes animal are more than normal

Group significantly; Pathologic results showed that pancreas, kidney, liver, muscle, and testis, appeared serious

inflammatory pathological deterioration in two kinds of diabetes models mice. Conclusions During 8weeks the
Spontaneous diabetes animal showed abnormal glucose metabolism, and high concentration of pro-inflammatory cytokines

which Symptoms of type 2 diabetes become more and more serious. ; glucose metabolism and inflammation showed improved

in induced animal model.
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Fig.1 Comparison of weigh in mouse of 3 group

2.2 HBHTIMETL

55X R A L, 5 & B AU A il fE B R (P
< 0.05), 7655 — i ik ) £ = 1H (25. 83 +£3.028)
mmol/ L, [ &AL RIZH 1655 = J& T 4f A 2 = T
BRI (P < 0.05) , LU B2 i Th e, 2 v T
HABFH (P < 0.05), HAFIL, B ABEAIH
EBKETRE, (K2)
2.3 BHENYTEREETK

5 IE R R AR L, 55 25 i B 4 R g A A
2H 73 M I3 B 5 R 1= (FINS) #0515 % X B4 A
BEER(P < 0.05), HIEWXRAMLL, 5 /\H

401
: & & % *
~ £ 30 1 T
T E
£ 2
— 2
gizo-
= —— NORMAL
83
g_?" & HF+5TZ
#2104 = db/db
£ —x — — g
0 T T T T T T T T T
o 1 2 3 4 5 6 1 8
Fa ¥
weeks

TP < 0.05, 5L EMAMLE,
B2 A4/ A2 IR R A2 AL (mmol /L)
Note. "P <0.05,compared with the STZ + HF group.

Fig.2 Comparison of fasting blood glucose in mouse of 3 group
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Fig.3 Comparison of FINS in mouse of 3 group
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Fig.4 Comparison of AUC in mouse of 3 group
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Fig.5 Comparison of HOMA-IR in mouse of 3 group
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Fig.6 The concentration of four Pro-inflammatory cytokine in mouse of 3 group.
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