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Effects of Salidroside on Hematopoietic Recovery in Cyclophosphamide—induced Marrow Injury Mice

WU Jianliang, WANG Peihuan, WANG Xiang, YANG Shuixin( Huzhou Central Hospital, Huzhou 313000 Zhejiang,
China)

Abstract: Objective To investigate the effect of salidroside on marrow hematopoiesis and peripheral blood hemotology
in mice with marrow injury induced by cyclophosphamide(CTX ). Methods Eighty—four Kunming mice were randomly
divided into 6 groups, normal group, model group, rubidate(100 mg-kg™) eroup, and low—, middle—, and high—
salidroside groups (in the dosage of 20, 40, 80 mg-kg™, respectively). Mice model of marrow injury was established
by intraperitoneal injection with CTX 50 mg-kg™ once a day for five continuous days. After first medication of CTX,
the mice were given gastric infusion of salidroside once a day for 10 continuous days. On day O, 1, 3, 7, 9, 11,
and 14, the peripheral blood hematology was investigated. On day 10, hematopoietic progenitor colony—forming cells
were assayed and serum hematopoietic factors were detected. Results Salidroside could increase the number of
erythroid burst forming unit(BFU-E), erythroid colony forming unit(CFU-E), neutrophils and colony—forming unit—
granulocyte macrophage (CFU-GM ), and elevate granulocyte colony—stimulating factor (G=CSF) and erythropoietin
(Epo) levels in CTX~induced marrow injury mice(P < 0.05). Salidroside could also increase the number of white blood
cells(WBC) and blood platelets(PLT) in marrow injury mice(P < 0.05). Conclusion Salidroside has protective effect
on CTX-induced marrow injury mice, and the mechanism may be related with the recovery of marrow hematopoiesis
through increasing hemopoiesis factors.
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5~7 KWL, KT 8 AN i 40 i A g — 4
CFU-E #7%; 21 R0 (BFU-E)7ER R A5 14 K
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Table 1 The effect of salidroside on WBC of bone marrow injuried mice induced by CTX
A5 Whe
0d 1d 3d 54d 74d 94d 11d 14 d

TEH X HRAL 8.62+1.35 923201 8.98 +1.35 8.81+2.12 9.65+1.29 8.35+2.01 7.89+0.76  8.65+1.35
BRI 8.89+126 623+1.56" 3.91+0.52%  305+098" 456+1.12° 459+1.16°  531x059° 6.65+1.65
PERIX 2 839+126 7.32+1.61 424 +0.65 5.62 +0.56* 6.21 £0.99* 6.51+058  7.14+0.56" 7.23+0.89
FAB =N ¥ (iviilh e | 8.69+1.251 6.71+0.86 4.14+0.87 4.15+0.65" 422 +0.65 5.09 = 0.89 565+0.77  6.68+0.78
FAB- SN R abiilbsie:| 798+136 6.89+0.89"  432x087 4.52+0.78" 5.89 +0.54" 5.26+0.77 545+0.57 687124
LI RATRAIEA 836+198  7.35+0.57 5.74+0.78*  6.82%0.54" 634+0.69°  651+054°  724+077" 7.59+0.54
T SIEWXAILE, P<0.05; SHEMA L, 'P<0.05; 'SP L, “P<0.05,
F2 g=XEHEX CTX HEHEHRG/NRINE MMM (n=10, x+s, x102-L7)
Table 2 The effect of salidroside on PLT of bone marrow injuried mice induced by CTX
A5 fihHe

0d 1d 3d 5d 7d 9d 11d 14d
T R 879.23+89.25  898.12+9856  901.25+89.56  95632x99.56  987.02x121.23  887.12£89.56  975.02%99.24 87523 +99.23
] 859.81+85.56  775.56+89.26 721268836 71856+7721°  65632+102.32° 35678 +34.24" 456364956 536.80 +99.56
B AL 879.65+7721 789329865 756.32x87.65  789.65+77.69  687.54+96.45 52421277.85 554.01£78.56" 654.01 +77.87
AERTFMGRIEAL 87921+87.16  77896+89.65  723.19+98.65  795.36+98.56  656.81 99.86 457.08£56.21*  498.39+77.45 55898+ 112.23
R RHPRIEA] 87932£99.02  789.56+99.87  787.69+89.23  71523+87.12  659.84+75.21 497.32£94.12"  512.36+75.23" 563.8787.25
SRR ARA 887.01£99.63  801.23+87.12  798.12+9524  77593+7728 71598 +5446°  675.61 £4523" 67645 +4521" 621.23 +87.45

VB GIEEWA A LA, P<0.05; SR I, *P<0.05; SEERIUERLA LR, P <0.05,
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Table 3 The effect of salidroside on hematopoietic progenitor cells

injuried by CTX

A5 AR fmgkg!  CFU-E BFU-E CFU-GM
TEH R 15.16+3.89 4021536  89.65+15.26
AL _ 365+123°  365:203 1526:241°
PEEL R ERAH 100 8.89%0.65° 2563265 35.26+9.86"
FR PN ivilke| 20 456+1.02 1596+226" 2823 +3.65
LU KA 40 756245 2022+854" 3226 +4.56"
LU RAT R 80 12.79 £ 0.58* 32.26+2.56"> 41.25 236"
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Figure 1
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The effect of salidroside on G—CSF in serum of mice
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Figure 2 The effect of salidroside on Epo in serum of mice

injuried by CTX
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