Acta Pharmaceutica Sinica 2003 ,38(7) :487 - 491 ° 487 -

B / cdJun N 3 mRNA

1* 2 2
) )
(1. s 430030 ; 2. s )
cJun N 3( ¢ Jun Nterminal kinase 3 , JNK3) / s

B / . Langendorff / s
JNK3 mRNA s B  JNK3 . s

30 min/ 30 min ,JNK3 . 0.1,1 10 pmol* L' B

/ JNK3 mRNA . B JINK3 INK s
s /
ccJun N 3, ; / ; B
: R282.71 ; Q344 .13 CA 1 0513 - 4870(2003)07 - 0487 - 05

Inhibition of magnesium lithospermate B on the ¢ Jun N terminal kinase 3
mRNA expression in cardiomyocytes encountered ischemia/ reperfision injury
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Abstract: Aim To study the function of ¢ Jun Nterminal kinase 3 (JNK3) in the process of ische mic/
reperfused heart injury and the mechanism underlying the protective action of magnesium lithospermate B
( MTB) , a bioactive compound isolated from Danshen. Methods By in situ hybridization , JNK3 mRNA was
detected in the ventricular preparations of the Langendorff ische mic/ reperfused rat heart . The inhibitory effect of
MIB on the expression of JNK3 mRNA was also investigated. Results The purple and blue hybridization
signals were located in the cytoplasm of the cardiomyocytes , which were weaker in the nomr perfused hearts and
stronger in the hearts encountered 30 min of ische mia and 30 min of reperfusion . Image analysis showed that the
expression of JNK3 mRNA in the cardiomyocytes increased after 30 min of ische mia and 30 min of reperfusion,
which showed significant difference compared with that in the cardiomyocytes of the nom perfused heart and the
control heart ( P <0.05) . Treatment with of 0.1, 1 and 10 pmol* L' MTIB abolished the elevation of JNK3
mRNA expression in the ische mic/ reperfused heart ( P <0.05) . Conclwsion JNK3 may be another component
in the signal transduction pathway of ische mia/ reperfusion induced cardiomyocyte apoptosis . MITB may protect
the heart from ische mia/ reperfusion injury by reducing apoptosis through inhibition of the JNK3 activity .
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A Hippocampus in a coronal section of adult rat brain was used as a positive control . Pyramidal cells in CAl and CA3 fields and the granule cells in the

dentate gyrus showed a high hybridization signal . B- E: Sections of heart from the groups of control 1 ( nomr perfused control) , control 2 ( perfused control) ,
IS/ RE ( 30- min ische mia followed by 30- min reperfusion) and IS/ RE + MTB ( the perfusion buffer contained 1 pmol* L™ ' MTB) . JNK3 mRNA was located in
the cardiac muscle fibers . The intensity of staining varies from myocyte to myocyte . Signal intensity was stronger in IS/ RE group than that in the group of IS/

RE + MIB. F: Negative control

Figure 2 In situ hybridization of DIG labeled ¢ Jun Nterminal kinase 3 ( JNK3) oligonucleotide probes to heart
tissue sections . Sheep anti- DIG antibodies with alkaline phosphatase conjugation were used as second antibodies .
BCIP/ NBT was used as the chromogen ( purple and blue) . The heart section was treated with RNase before pre-
hybridization . No specific signal is seen. Magnifications: Ax 30; B- F, x 200
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hybridization signals of JNK3 mRNA in ischemic/ o1
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Group Signal intensity/ % (in control 2) n . MIB
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0.1,1 and 10 pumol* L' MTB respectively. x 5. P <0.05 w
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/ b
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