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SEXRMALI VBT KR 5854 & HFFibronectin5
Laminin BIFYRIARENX

RFV OBRA B BRE EHR
(E KRR} A MR ) L3 S Bt B Mo A2 JLANRL, JL3E R B TRt 7E 20 S0 2 s =,
[ 5% ) L 28 {5 0 i PR 125 2520 7 r e (BB R, LB R 7 3 R [ 5% [ BB bR & VR Sk b, K 400014;
2 URh A EE PR TIT A S0 =, R T T4 AR IE YT LARHRB 70, EE K 400014)

WE  ZCRA SR XY T ERATRAWMZESD K SATT] A W#r AR (n=32), 4% 50 FN 1 (fibronectin
1) 5 LAMBI (laminin 1)/ X SAEAS /G M & F A2 09 R AR E L. * LA 5A8A 2034 F E11.5~E16.5.
E18.5. E20.53| g5, it EkMBRL K. Kae. B¥k. K#hHEA. qRT-PCR. Western blot. #.J%
2047 F A MFNT S LAMB] mRNAR & & 3T B RAER ARG 5 T K B P ey & A, st A
K& FH AGATAE BT ) B R T AR R, £ 7 BA it & SL(P<0.05). FNI5LAMBIIERE S )& M
EBEVPEEGFHA KL, 3B F, QRT-PCR. Western blot. £HELLF LRI T _F LKL G
MeHELSS, EEH G oA THEE LR SR ER R, AR A Y, —FmRNAFE & &k K
P AEE11.5~E16.5¥) R % L, &L St BAR & b BLEEL6.5, 27 BA %it 3 & L (P<0.05),
RPN FERR T, —HERAETEINE SR AR RGO E., SR,
ATRAH G600 11 A e MAR R LA ARG A K X F i Je, 6 MR E P FN15LAMBI & ik ;i) B A4 3E
R, TR G R R A & AR % .

xHa LI E M, fibronectin; laminin B1; MG K B
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induced by ATRA (all-trans retinoic acid). Embryos were collected at E11.5-E16.5, E18.5, and E20.5 in control
group and model group, with the length, weight, tail length, and gross morphology of the fetuses recorded. qRT-
PCR, Western blot and immunohistochemistry were used to detect the expression of FN1 and LAMBI in the
hindgut development of control group and model group. In control group, the data of length, weight, tail length
were superior to the model group at each developmental time point, and the differences were statistically signifi-
cant (P<0.05). FN1 and LAMBI expressed continuously during the hindgut development with regular changing
in both group. In control group, the results of QRT-PCR, Western blot and immunohistochemistry showed that the
expression levels of the two genes reached the peak at E15.5 and most of the two proteins homogeneously distrib-
uted in the epithelial mucosa and basement membrane of the cloaca. In model group, the expression levels of both
genes were significantly up-regulated in E11.5-E16.5, and the peaks appeared at E16.5 compared with control
group, the differences were statistically significant (P<0.05). Immunohistochemistry results showed that both
expressed highly with uneven distribution in the cloaca. Compared with control group, the embryo development
of model group which induced by ATRA was delayed, and the expression of FN/ and LAMBI were up-regulated
with the peaks delayed during the hindgut development, which might be related to the form of anorectal malfor-

mations.
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A,C,E: control group; B,D,F: model group. The anus opening is indicated by the arrow.
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Fig.1 General view of embryos of control group and model group
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Fig.3 mRNAs expression of FNI and LAMBI during hindgut development in control group and model group
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Fig.4 Expressions of FN1 and LAMBI1 during hindgut development in control group and model group
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A: fetal mouse HE staining; B: FN1 immunohistochemical staining; C: LAMBI1 immunohistochemical staining. R: rectum; USR: urorectal septum; A:

anus; F: fistula; U: urethra.
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Fig.5 HE staining of embryos and the localization and expression of FN1 and LAMBI in cloaca in
control group and model group
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