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[ Abstract] Objective To obtain more physiological data of Leptin knockout SD rats available for the user, the
long-term observation of fasting blood glucose and pathological phenotypes were performed. Methods  The protein
expression levels in liver tissues were determined by western blot. Body weight of Leptin knockout rats (Leptin —/ — ) and
littermate lean rats (Leptin +/ + ) were weighed up at 1,3,6,8 months of age. Fasting blood glucose of Leptin +/ + rats
and Leptin —/ — rats at 1,3,6,8 months of age were measured using One Touch® brand blood glucose monitoring
systems. Pathological changes of pancreas and livers of Leptin —/ — rats were observed by the method of HE staining and
Immunohistochemistry (THC). Results Short null Lepin proteins were expressed in liver tissues from Leptin —/ — rals.

Leptin — / — rats become heavier than Leptin +/ + rats since they were one month old. The body weight of Leptin —/ —
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rats at 8 months of age was twice as heavy as Leptin +/ + rats, female Leptin —/ — rats weighing 884¢g, and male Leptin

-/ — rats weighing 1200g. Overt hyperglycemia was observed during the first month after birth. Compared with Leptin + /

+ female rats, the fasting blood glucose of Leptin —/ — female rats was increased by 40% -26% from 1 to 6 months old.

After that, blood glucose values decreased and eventually become nearly normal at 8 months of age. Pathological

examination indicated that Leptin —/ — rats at 8 months of age had a fatty liver, more pancreas islets with lager volume and

more beta cells with increased insulin secretion. Conclusion

islet cell hyperplasia and early hyperglycemia.
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Fig.1 Leptin —/ — rats are obese



48 P AR 2075 2014 4E 3 A %524 #4553 1 Chin J Comp Med, March 2014, Vol. 24. No. 3

HRR A BRIz i, 1 8 H #% Leptin -/ —
R BRI 5 A5 WY Wb 3 22 A RR S T W TR R N
RGN AR, 55 T A i TR sk I AN
B, RS R R Ak R, 4.8 H % Leptin
-/ = KR B A 2 | 95 243 M R R hn (R4
7HE 4),
~ —— BfAE(Leptint/+)

—— i BR(Leptin-/-)

S

1 3 6 8
H#&(months)

[~}

(=2}
T

25 L (RE AR OR /T
Fasting blood glucose (mmol/L)
[} =

[l

TE:1,3,6,8 JTHBIMEME Leptin -/ - KB (n=5) K&
Leptin +/ + K (n =5) M= WAL, * ,P < 0.05,
2 Leptin —/ — FHE PRI RSR K B2 I IBE 32 461
Note ; Fasting blood glucose of female Leptin +/ + (n=5)
and Leptin —/ — rats(n=5)at 1,3,6,8 months of age.
*, P < 0.05 vs. controls.

Fig.2 Leptin deficiency-induced impaired

fasting blood glucose
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