ERVEI R

Expression of HSP47 in Cleft HSP47 £/ I
Palates and Short Limb fi 2 R A A A
Malformations. Induced by ORIV S
Retinoic Acid During Mouse

Embryogenesis fasit vy

i 200433)

6 QO
i

ZHU Yongfei, ZHU Jiang-bo, ZHOU Hong-yuan,ZHANG Tian-bao "
( Department of Health Toxicology, Second Military Medical
University, Shanghai 200433, China)

Oms) ah HK: TFARR S 47 FEF (Heat shock protein 47, HSP47) 75/ UG I 1B 1E 6 F 7 00 R B i R 3Rk
WL MBS £ GD10 &0 — R B4 T %5 SEER 24 Bl 80 mg/kg 4 I AR IR, X IR 4148 R 4h TSR Rl JE0 3+
GD11~GD18 M AN I HI I, T GD15 ~ GD17 WPIALIG WM, FIH RT-PCR 7738 &4l HSP47 IARIEFE . 4% HSP47
TR P AT RIE, AL GD11 ~ GDI8 IEH « 5% K B I IR 35 52 B VR 388 18 DK 338 n fra e 34, o HEUR RS2 38 I8 43 53l -1 GD 16
GD17 &3 b, LU FEAE 32 ; HoAE GD15 ~ GD17 IEH BB H e Rk R I Ll GD16 ik s 5 R IEFE L GD11 ~ GDIS
B TR, I R S E S MR IEE TR GDIS LE S, H1E GD16 ~ GD17 AW SRS FE LN T IEWI . gie. &
T BT 385 00 4 R B 34, HSP47 (3R IE 2 N M T v

[estm) PIRTCER A 47; BIG: ;B K6

TGRS Q954.48 SCHRAR IS A S G

C[U

: 1004 - 616X (2005) 05 — 0257 - 04

[ ABSTRACT] BACKGROUND & AIM:To study the expression of heat shock protein 47(HSP47) in normal forelimbs and
short forelimb malformations, normal palates and cleft palates during mouse embryogenesis. MATERIAL AND METHODS: At
GD10, gestational mice of the treatment and the control groups were administered with 80 mg/kg all-trans retinoic acid
and the same volume vegetable oil separately. The forelimbs of embryos were harvested in GD11-GD18, and the normal
palates and cleft palates were obtained in GD15-GD17. The relative abundance of HSP47 of all samples was measured
by reverse transcript polymerase chain reaction (RT-PCR) . RESULTS: HSP47 was expressed in all samples. To the
normal forelimbs and short forelimb malformations, with the embryos aging, there was the increasing tendency of the
expressional abundance of HSP47 in GD11-GD18; their peaks of expression were especially at GD16 and GD17, and kept
stable in the following age. The expressional abundance of HSP47 of the normal palates was stable in GD15-GD17,
and the peak of that of the cleft palates was at GD16. The expression of HSP47 of the abnormal limbs was stronger
than that of the normal limbs in GD11-GD18. The expression of HSP47 of the cleft palates has no difference with that
of the normal palates in GD15, but it was stronger than that of the cleft palates in GD16-GD17. CONLUSION: The
expressional abundance of HSP47 in normal limbs and short limb malformations, normal palates and cleft palates induced
by all-trans retinoic acid during mouse embryogenesis was increased by stress action.
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Figure 1 Mouse embryos with normal forelimbs(left)and short forelimb
malformations (right) at GD16
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Figure 2 Palatine processes of normal palates(A) and cleft palates(B) at
GD15

s oir

EEE I e
moe

B -ocoteont

i R R T
-
i

Al _'.L'.I:I'.'E

[N

IS

Wil s LR
by ag
¢

Kl 3 HSP47 1EA RS SEG 0 A IS IR 1K (n = 6) o A: B-actin HLIk
s B: HSP47 MUk 8] 5 C: HSP47 315 F % 1 7 5 Ik H 1) marker [
T RS 14500 200 bp, 55 2424 400 bp, 5 344 600 bp ¢l 2 c3-
t1. 2. t3 73 AR X 2 ¥ GD15. GD16. GD17 FI S5 41 i) GD15. GD16-
GD17

Figure 3 Expression of HSP47 in the treatment and the control groups
palates of different embryo age (n =6).A: Electrophoregram of P-actin;
B: Electrophoregram of HSP47; C: Histogram of HSP47 expressional
abundance;In electrophoregram, line 1, 2, 3 of marker means 200 bp,
400 bp, 600 bp, cl, c2, ¢3 means GD15, GD16, GD17 of the control

group; t1,t2,t3 means GD15, GD16, GD17 of the treatment group
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Figure 4 Expression of HSP47 in the treatment and the control groups’
limbs of different embryo age (7 =6) .A: Electrophoregram of B-actin
of the treatment group, B: Electrophoregram of P-actin of the control
group; C: Electrophoregram of HSP47 of the treatment group; D:
Electrophoregram of HSP47 of the control group; E: Histogram of

HSP47 expressional abundance.In electrophoregram, line 1, 2, 3 of
marker means 200 bp, 400 bp,600 bp
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