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[ Abstract] Objective To make a reproducible diabetes mellitus model in macaques intravenous injection with low
dose streptozotocin( STZ). Methods we used STZ (30 mg/kg of body weight, intravenously, 3 days) to five macaques.
The dynamic changes of the kidney related biochemistry index and routine urinalysis were measured for 13 months after the
glucose is stable. Results Animal’ s average glucose is table at 10 week (8.31 +2.31 mmol/L). Compared with the
contents before injection, TP, GLOB, TG increased significantly at 10 and 9 months (P < 0.05) while A/G reduced in
plasma in macaques 11 months after streptozotocin injection(P < 0.01). GSP have significant difference at 6 months (P
< 0.05) and great significant difference at 9 months (P < 0.01). Significantly positive correlations were observed
between Glu and TP, GLOB, UREA, CR, Mg“ , GSP. Significantly negative correlations were observed between Glu and

A/G. Concusion The present Diabetes Mellitus model in nonhuman primate mimics human early stage of DN and may be
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useful in assessing safety and efficacy of protective agents.
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Tab.1 Change of serum index of the macaques(n =35)
6 D0 4 Glu TP GLOB G UREA CR Mg?* GSP
Index (mmol/L) (g/L) (g/L) (mmol/L) (' wmol/L) (mmol/L) (mg/dL)
BT
B.1 3.62+£1.97 67.68 +2.11 20.78 0. 96 2.26 0. 10 5.10 £1.38 49.40 +14.01 0.69 +0.04 146.4 £19.7
3 A .
AmsA T 8.31 £2.31 69.11 £21.96  23.50 +8.73 1.95 +0. 60 5.65 +1.87 51.4 +£5.95 0.72 £0.23 168.7 +19.7
msA.
6 A H - .
6msA. 1 9.87 +1.49 70.86 +£2.44 24.76 £2.42 1. 88 +0.21 5.82=+1.18 50.00 +7.58 0.79 £0. 13 186.00 +27. 54
MSA.
by WS .
TmsA. T 10.34 £2.02™  73.18 +2.13 25.72 +1.64 1.85+0. 11 5.80+1.16 53.80 +6. 64 0.85 +0.09 179.59 +24.13 "
msA.
A8 A H - . .
3msA. 1 10.97 +1.31 72.32 +£0.79 25.3 £1.66 1.86 £0.21 6.05+1.94 52.8 £5.23 0.98 £0.55 197.33 +19. 88
msA.
TERE9 A .
OmsA. 1 11.25 +1.21 75.26 +2.61 28.32 +1.90 1.66 +0. 11 6.35+1.22 58.6 +26.70 1.06 £0. 15 210.20 +£31.25
msA.
110 A~ H . . . . -
10msA. T 11.36 +1.02 84.24 £4.90 31.28 +£3.34 1.68 +0. 18 6.83 +1.70 55.4 +20.70 0.95 £0.03 245.4 +25.30
msA.
1A H . . . . . N
[msA. T 1271 £1.55™  83.16 £3.36" 33.42+3.95" 1.41 £0.19 6.85 +0.75 61.00 +17. 65 1.02+0.05" 229.80 +£23.88 "
msA.
A2 4] " . . .
12msA. T 13.40 +1.23 86.5 +1.10 30. 82 +0. 86 1.48 +0.07 6.98 +1.63 60.4 +21.5 1.07 £0.02 273.2 +21.37
msA.
TR 13 M H - . . . . "
BmsA. T 14.01 £2.31™ 84.9+1.29 32.99 £0. 87 1.42 +0. 11 6.91 +1.23 62.6 +13.48 1.04 £0.08 " 321.6 +£33.42
msA.
Wt P<0.05, " P<0.01;BI, ST AL WSS
Note ; BI, before injection; Al, after iniection
R2 RN MR A N B
Tab.2 Correlation analysis between Glu and other index
I H Variable TP GLOB A/G UREA CR Mg”* GSp
r {H r-value 0. 816599 0. 880327 -0.94707 0.917548 0. 829292 0. 872011 0. 838191
R3OEBHE B MR IR LIS R
Tab.3 Change of routine urine index
o 5 7 Index GLU KET PRO (& k) PRO(mg/L)
EMLET B. 1 - - - 2.12+0.3
TR 3 AN H 3msA. 1 “e72H 1 -3 1 - - 12.5 +8.31
TR 6 4~ H 6msA. 1 “H+"2H “+73 H - “+71H, -4 ) 47.5 £7.58™
LT AN H TmsAL T “++73H 42 H “271H,“-"4 H “+72H, =73 H 121.82 £10.31 ™
L8 4~ H 8msA. 1 “++73 R 42 H “271H, =74 H “+73H -T2 H 175.10 £19.88 ™
JERL9 AN 9msAL T “H++7T R+ 42 R+ 2 | “x272H“-"3 1 B e i = 201.77 £35.426 ™
AR 10 4~ H 10msA. 1 “H++2H++73 R “E"3H -T2 H T3 T Y =T H 254,33 £31.32F
BRI AH MmsA T+ +72 %+ + + "3 H %+ + + +71 A e A T3 LT T HL =TT H 301,71 £29.69 ™
WAL 12~ H 12msA. 1 “+H++74 R+ + 471 A ST RT3 H YT H w3 Y+ Y -7 H 396,77 +33.56
1ERE 13 4~ H 13msA. T B B e 5 ST HDC T3 H YT H w3 Y+ +L HY -TL H 432,77 +46.58
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