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Effect of Jingyuankang Capsule on Expression of Apoptosis-related Genes
in Bone Barrow Cells of Model Mice of Chemotherapy-induced Myelosuppression
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(1. Nanjing University of Chinese Medicine, Nanjing 210046 China ;2. Henan University of Traditional
Chinese Medicine, Zhengzhou 450008, China; 3. Yangzhou University, Yangzhou 225009, China)

[ Abstract] Objective: To observe the effect of Jingyuankang capsule on the expression of apoptosis-related
genes Caspase-3, Fas and FasL mRNA in bone marrow cells and make a study of the mechanism of the medicine.
Method ; Sixty mice were randomized into 5 groups:control group, model group, positive control group( Leucogen,
32 mg-kg_l ), Zhenqi Fuzheng group(3 g-kg_] ), Jingyuankang group(4 g-kg_' ). The model was induced by ip
cyclophosphamide( 100 mg -+ kg ™' ) for 3 days. Mean while the above treatments were given for 7 days. The
expression of Caspase-3, Fas and FasL mRNA in bone marrow cells of model mice with myelosuppression was
measured by real-time fluorescence quantitative PCR. Result: The Jingyuankang group had the lowest expression of
Caspase-3, Fas and FasL mRNA, compared with that of the model group, the difference was significant; while
compared with the control group, there was no significant differences. Conclusion: These results confirmed
preliminarily that Jingyuankang capsule could decrease the expression of apoptosis-related genes Caspase-3, Fas and
Fasl., through affecting the apoptosis-related pathway to prevent the blood cells from apoptosis caused by
chemotherapy. This might be an important mechanism of Jingyuankang capsule treating the chemotherapy-induced
myelosuppression.
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mRNA Rk AKF 1w, IR ABF T AR 24 1
FABLH
1 ##
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2.1 5% ¥ 60 R C57 RBENLE A S
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FRERCREL A 12 H, i 3 d B H FAE TS A 0
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288 FKil o
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St b B4 TAEY TRARA G R, 5
YIFFI W1,

&1 PCREMEF

Gk EA Sense primer Antisense primer

Fas 5-ACCAATGAATGCCTCAAATCTT-"3 5'-TCTTGCCCTCCTTGATGTTATT-"3
Fasl 5"-GAAACTGGGTTGTACTTCGTGT-"3 5"-AATGCTCAGCATGGTAAGATT-'3
Caspase-3 5"-CAAAGAAACAGATCCCGTGTAT-"3 5"-AGTGCTAGCGTACAAAGACCAG-3
B-actin 5"-GAGAAGATTTGGCACCACAC-'3 5'-GAGGCATACAGGGACAACAC-'3

2.5 Wi BN SRR R W AT
RNA M5 sR R WK 2.
£2 BERREEER

Sl {7 it %?&Jﬁ_
/pL /pmol- L~

5 x PrimeSeript ®  Buffer( for Real Time) 2 1 x

PrimeScript ®  RT Enzyme Mix 1 0.5

Oligo dT Primer( 50 pwmol « L' )1 0.5 25

Random 6 mers( 100 pumol - L - 8.5 50

Total RNA 2.0

RNase Free dH,0 up to 10
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b RT F N B 47 J5 , ¢ Eppendorf PCR {¥ I
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SYBR® Premix Ex Tag™11(2 % ) 10. 0 1%
PCR Forward Primer( 10 pmol - L=") 0.8 0.4
PCR Reverse Primer( 10 gmol + L") 0.8 0.4
DNA #iHR 2.0

dH, O (K8 K) 6.4

Total 20.0
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T 3 B, 20 B 1 i 08, T 9 L 2
AP o

A S 06 53 i S5 P8O 5E i PCR R I T & B 41
il A6 R /N BB B AN ML 4% ik Caspase-3, Fas, FasL
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