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[ Abstract] Objective To observe the changes of pancreatic islet cells in experimental macaques diabetes models.
Methods We used streptozotocin (STZ) (30 mg/kg body weight, intravenously, 3 days) to five macaques. The animal
was sacrificed when it was going to die. The changes of A, B, D, PP cells in the pancreatioc islets were observed with
immunohistochemistry staining. Image analysis and statistical analysis of the histological changes were carried out. Results
The quantity of A cells was significantly decreased than that in the control group (P < 0.01). The positive
immunohistochemical reaction of A cells was significantly increased compared with that of the control group (P <0.01).
The positive PP cells were increased than that in the control group (P <0.05). There were no significant differences in D
cells between the model and control groups. Concusion The number of pancreatic islet cells and changes of hormonal
expression in experimental macaques models of diabetes mellitus is similar to that in diabetic human subjects.
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Fig. 1 Percentage composition of the pancreas islet

cells in the control and model groups.

2.2 BEANK

SER0T UL B A o AR o MR rh B IR AR A,
TR S vh g IX . BERLZ vh B 20 0 T A (0 8 3%
(K2A, C), B RFRBL, HEZEC. B
ANMEAC R, 3 A e L. MERYZH A 20 i B A=, 40 i AR
AR A T A 30 R AL AR AR R A 5 X R A
BRI B A WO (2B, D, R 1),
XFIRAL D 20 M 8B B, A fE R B A B AR b
], BERIZL D 40 M08 A4 A KR R 2 (K
3A, C) o XML PP a0 M (R BB/ B i b, o A
TE P 5 A S w0 A o BEHLZH PP AR 1 A, R 2 IR
B Z (B 3B, DWW 2) .
2.3 MREgEpBELEEER

BERIZH B2 M B 240 0 550 K% ot % BE (i 0t B
MR F WA (P <0.01), BEAIZL A 20 it BH 4 40 i 5
B R 00 BE (R LU IR 4L 2 0 @ (P <0.01) . D 4
0 B 1 00 i O A L R A g, (H 25
o EAE ., WAL ) PP AR i 2 0 R BH A A
i B e O B A BN IR 2 2 G (P < 0..05)
(£ 1),



A A BE e 2 2012 4E 12 H 55 22 545 12 ] Chin J Comp Med, December 2012, Vol. 22. No. 12 3

R 1 BN A MR A O I AN ' R (E

Tab.1 The expression of pancreatic islet cells and 10D of the two groups ( x s, n =4)
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Control group Model group

Cell types
21 %) Groups

X 2R

Control group

D £
Model group

X IR 4 AL
Control group Model group

X 2R AL 4
Control group Model group

PR 240 1 %
Number of  21.32 +£5.73 57.46 +3.78*" 73.24 +7.62 31.57 +8.88"" 5.16+2.13 7.87 +1.96 0.87 +0.24  1.57 +0.34°
positive cells
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WP <0.01, *P<0.05
note; P <0.01, * P <0.05,compared with the control group.
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