TERRRAS T 2000451 AB 2055 48 . 269 -

- KB BT R

FF& A R AL B P f A2 B o
e[ Tk 2 im

EHE HiTR £ T KAE & X

NEEE BN EEALAHPE(RSMIDMENEGLHEPIHBRR . BILAEAK BT BL(TGFRL) £
B k4t X 49 ¥ ok, 54 RSO403 IR B B4R a 0 Fhuaz, Hik, o A&+ Wistar X & 24 2, fhaim
BEEAED, Mg % RS0 A MR BREZ AT HA(Z )T aBa(F agim), 5 W
RSO403. Z R F R A 2L AHEFR2AH KEIXNEA2ARLBELAELXSRYE, £ARHEH LR
T B A AR T RARL, ARF OO FHERF TGF B, KB e h ik, SSR. T 58 3 X,
RSO403 #2155 Z 38 89 B 473 TGF B, mRNA AR HES TE o, AC kAN R RER B Ak, F
FI1AX Atttampfot R mpHmpd 8RR ANAZ 25, RO 4523061 ¥iTRER
ETGFl 2B W ARR TG WEAFHELY, FHE2 ALK, I VTR E mRNA R 2% 23w,
RO afe b PREABFap ARSI T o4, ¥R A mRNAMRZEZARFGELTLAY, B
HiEXEAAAPARALGAL AURAZ M E=Z AU AWE, FHELAX HTFoiinFa
FHR, RSO3 e = i XE T, GL IRV RE mRNA fik TR bk &y B B fa b A 2 K 4R
Foap, HEHR RS9403 5MMAM RO BT R TEFT TN TSI EPH EATNRBLAR & &L, T3
TS, R THRE L TGF g, X B RZXGWEA X,

x#hiEl AR AHFE RIS REEX OWER

Effect of Effective Fraction of Radix Salviae Miltiorrhizae on Procollagen Gene Expression in Fracture Healing
SHI Weibin, FU Shicong, DU Ning, et al Department of Traumatology, Ruijin Hospital, Shanghai Second
Medical University, Shanghai ( 200025) |

Objective: To investigate effect of effective fraction of Radix Salviae Miltiorrhizae {RS9403) on procolla-
gens and transfroming growth factor 8, (TGF B;) gene expression in fracture callus, and to explore the mecha-
nism of R59403 in enhancing fracture healing. Methods; Standardized radial fractures were performed in 24
Wistar rats, which were randomized into three groups; the R59403 group, the Sanhua Jiegu powder (SHJGP)
group and the blank control model group. They were fed orally with RS89403, SHJGP and normal saline respec-
tively, and were sacrificed on the 3rd day, 1st week, 2nd week and 4th week after fracture in batches. In situ
localization of pmmllagens. and TGF B; gene expression were examined on the cryosection of rat fracture callus.
~ Results: On the 3rd day after fracture, the TGF B, gene expression at the site of fracture in the RS9403 group
and the SHJGP group was significantly higher than that in the blank contrel group, and type-II procollagen
gene expression was cbserved in the"two groups. At the end of 1st week after fracture, the proe;{ [l ) expression
in fibroblast and chondrocyte-like cells was dominant. The local type II and 1 procollagen gene expressions in
the R59403 and the SHJGP group were enhanced simultaneously with TGF 83, gene expression compared with
those in the blank control group. At the end of 2nd week the R59403 and the SHJGP group were characterized
by a marked increase in the mRNA levels of type | procollagen, the numbers of hypertrophic chondrocytes was
larger than that in the control group, and the type II procollagen expression declined markedly. The shared
phenotype expression was confirmed at this stage, especially in the RS9403 and the SHJGP group. At the end of
4th week, the cartilagi nous callus was almost all replaced by the bone tissue. In the R59403 and the SHJGP
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group, the replacement was nearly complete, few type I procollagen mRNA positive ostechlasts and hypertrophic

chondrocytes were found scattering in the woven bone and remnants of cartilaginous callus. Conclusion: R59403

could affect the procollagens expression to enhance the healing of bone fracture as SHIGP do, maybe, by modu-

lating the TGF B, expression.
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