PaEEAEEE2012 411 A% 40 55 6

XEHES 2095 -1116(2012)06 - 0613 - 03

613

- BRI -

Nrf2 5 PRl g ok 7D B 11 1 3 B0 B ik DR PR 55 o

NER,BZEE.H

¥,718,1

A, B/E OB

(IHEFELFHRARAEEG 2T EDFERE LA %X 210028)

W OE: BR LRI N ARHRIDA,

FiE Kol se AT RBATR RO, F AR

HFRAIHLERRDNR FHAR LE&FTUARLEST DR, AEB RS REC FRIILE 4 DNA, A PCR

FEETIPROARE, R
R, it
KHEWR: Nif2;

FESHES.Q78

7%]21 g&ﬁ%; 'J‘i\{ﬁ‘;
SCHERFRIRAD ;A

Nif2 Z¢&F s R B A4 IR KRR, TRIRAT T 42 % 09 IR A Sk 2o -7
A 894 I B A B R Ty R AN AT P RAT Nef2 R B AR ST R A AR
R4k B

Breeding , Reproducing , and Identifying Nrf2 Knockout Mice
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Abstract: Objective

To breed and identify Nrf2 knockout mice.

Methods Nrf2 knockout mice were bred and repro-

duced according to Mendel law. Genomic DNA was extracted from the mice tails and subjected to PCR for genotype identification.

Results The experimental model for Nrf2 knockout mice was successfully established and more Nrf2 knockout mice were repro-

duced. Conclusion

The polymerase chain reaction experiment can succeed in distinguishing different genetic Nrf2 gene of

phenotype. Furthermore it can lay out a solid foundation to further study of Nrf2 knockout mice related model.
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Fig.1 The reproduction of Nrf2 knockout mice
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