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Table 1 Genes associated with placental development
*1 S5REXBEXHNEER

Cene Embryonic Cene Embryonic
lethality lethality
HGFl e Met EIL 5 ARNT E10.5
FGFR2 E10.5 Dix3 E9. 5~ 10
PDGFB Not lethal Esxl Not lethal
EGFR Variable HSF1 El3.5
VeAM-1 E9. 5~ 11.5 GCMa E9. 5~ 10
SOS1 E10.5 JunB E10.5
VH L E10.5~ 12.5  Eis2 E7.5
UbeM 4 EI1L.5 Mash2 E10
HSP90B E10.5 Hand 1 E7.5
RXRa E10 I-mfa E10.5
PPARY E9.5 Tfeb E9. 5~ 10.5
Gata2/ 3 E9. 5~ 12
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RT-PCR) ZrHrBk e F AL ik, LA AGE X T
S W — 2 P 21440 I T R A O A7 A O 21 40 i R AR 7% T
% HA7 ( colony-forming unit-erythroid, CFU-E)
Az am o Fpk UV T2 AL (burst-forming unit-
erythroid, BFU-E) 4> #r, #— L #i#]: p38a
(= /=) /DEURIGHEL AN OER, HAF TR
HILL A0 o A ™ BB, JIF H p38a (- /-) /b
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R HEE.

ZEEPTIR, TN B R R 2E S T A ) S B
SRR R EEYE, LA AEH] Hep3B 4 MMMk PR AMIT T
(2 B ASE 70 T 45 38 ) SE R 45 R, WTRE SOk B 2
Epo I L 40 @ fO S0 S BOF AR se 4 — 2, i)
SedE . TUSEHLR R p38a MR N T fE, A4 KL T
VR (EUERIE B BE, 7ERTOBovh R ILR B J %
SAATHTER T, BEDEEER BOR B G BB, 4
FE p38a S AL AT S IR N Thig, HEShThRE
FERIWFFCHERE B0 1 B B Al & s, 9l
HI CCellY ¥ [ty — £ J5i L Z5 R A LER:  “The use of

carefully designed and analyzed mutant mice is filtering

the noise from critical signals in signal transduction”.
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From Phenotype to Function: Analysis of Phenotype of p 38 a Knockout Mice'

SR " SN T o 1
WANG Feng-Yang, CHANG ZhtJie” , CUI YuwDong"
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Abstract The widespread use of gene knockout technology promotes the course of the research of gene function

in post-genomic era greatly. Recently, the research of p 38 a knockout mice, which is one member of MAPKs,

is very typical in filtering noise from critical signals in signal transduction and translating phenotype into gene

function. Looking back on the research of p38a knockout mice showed: the reasonable use of gene knockout

technology, based on carefully designed and analyzed mutant mice, is very important for defining the function

in vivo of important signal molecular and pushing forward the research of function gene.

Key words p38a, knockout, phenotype, function

* This work was supported by a grant from The National Natural Sciences Foundation of China { 39970369, 30070703).
- Corresponding author. Tel: 86 10-62773626, E-mail: zhijiec@ tsinghua. edu. en

:‘\('('aplﬂd: Mil)‘ 28, 2002

" Center of Gene Engineering, Heilongjiang August First Agricultural University, Mishan 158308, China
Received: April 25, 2002





