T BRI 20194 6 A5 25 %4 6 1 Chin J Osteoporos, June 2019, Vol 25, No. 6
Published online www.wanfangdate.com.cn  dei:10. 3969/§.issn.1006-7108. 2019. 06. 004 747

- == -

R AR %R T 4 MAPK/ERK 38 B4 5 1% N 12
M5 1SS ER

MAAAKT e HeAt A krx smas

LI M B2 R R BE B B R, A T 510405

20 o PE 2 A i R A o [ R 2R p R RS SRR L AR N 510405
3. 0B S ARAY) B 4 B4 48 5 0 I AR 1) B K 252 B2 2 5% A1 BB, T6G 2R3

4N TS — AR IS Bt/ 5 TR 245 MR IS B R, AR M 510006

hE4ES: R247 XERERIRAG: A XEHHS: 1006-7108(2019) 06-0747-06

ME: B WAEIEEBHRIT (Quian Zhuyu Decoction, QZD) & MAPK/ERK 38 B J5 F 1L 4 1 B2 240 a0 15 10 485 45 R OB L ) 1
LA QLD TE-B M S EAE PRV . TiE MRBEST 020 #HE JF REM DB E 25 ME ; i Ff SVEC A1 10TL/2 4
Bt 43 54 — 8 43 A UL DFGE 41 (FHPEXT BRZH) L QZD rh 25 41 (SR 4) , Horh St 40 4 9 4% QZD 55 24 ML %5 i A 4 Jfd 35 52 &5
Ho W TIUR B9 SVEC #EATIDHE SR 30 , 73 4 %S SVEC AT W ALK B, X 10T 1/2 FEAT S 52 9 e (0 WL 2 P 25 L 48 I 0 Rk
S, ] Western blot #ll ERK1/2.p38 %86 [ 3235, 057 QZD 3¢ SVEC WIEAINLE . &R (1) 0ZD S mER = g A2
SVEC # i 593 5 (P<0.05) 5(2) QZD 7 25 MIE ¥ 2 (1 H AT HE SVEC M4 48 JE T2 0, 42 48 487 M T R (P < 0. 05 ) R4S Jie i B
JE(P<0.05) 5 (3) FOLG AT Y 4R, QZD 7 25 M IE 8% (4L 3 10T1/2 40l 2 LR M TR AR JF TR A8 R RIR S 5 (4) Western
blot S2% ##7% , QZD & 25 ML HI AL 3t SVEC H ERK1/2 #1 p38 RIBERE 1L (P<0.05) . £k Q4D & MARK/ERK i B% # 4% F i
S AL PR B AT )T O R UL A O R 4R T I8 TR L B R

REEIA: DB P AEPR T M AR s T 0 MARK/ERK ; J&) 46 i
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Abstract: Objective Qutan Zhuyu Decoction ( QZD) is an important prescription for the treatment of orthopedic diseases. The
purpose of our study is to investigate the role of QZD in inducing vascular endothelial cell migration and vascular lumen formation
via MAPK/ERK pathway, and to clarify the mechanism of QZD in bone vascularization. Methods QZD was administered to
rats, and serum containing QZD was collected and isolated. SVEC and 10T1/2 cells were cultured and divided into blank group,
bFGF group ( positive control group) and QZD group (test group). QZD containing serum was added into the cell culture medium
of the test group. The migration experiment was carried out on the SVEC after intervention; the SVEC was subjected to lumen
formation experiment; the immunofluorescence staining of 10T1/2 was used to observe the effect of QZD on lumen formation; the

expression of ERK1/2, p38 was detected by Western blot for measuring its mechanism. Results (1) QZD containing serum
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promoted the migration of SVEC cells compared with the blank group (P<0.05); (2) QZD-containing serum could promote the

formation of SVEC vascular lumen, including lumen area ( P<0.05) and length of cavity (P<0.05); (3) Fluorescence staining

experiment suggested that QZD-containing serum promotes regular aggregation of 10T1/2 cells and forms a luminal state compared

with the blank group; (4) Western blot test suggested that QZD containing serum promoted phosphorylation of ERK1/2 and p38 in

SVEC (P<0.05). Conclusion QZD regulates and induces vascular endothelial cell migration and lumen formation via MARK/

ERK pathway, indicating that it can be used in bone vascular remodeling.
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Fig.1 QZD-containing serum induces migration of SVEC cells. A Test group (QZD) and positive conirol

group [ +bFGF (50 ng/ml.) ] promoted SVEC migration compared with normal control group; B: Counting

result of cell migration experiment ( " P<0.05).
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Fig.2 (QZD-containing serum induces lumen formation. A: Test group ( QZD) and positive control

Group [ +bFGF (50 ng/ml.) ] promoted the formation of SVEC luminal structure compared with the normal

control group; B: Counting result of tube area (" P<0. 05,

(7 P<0.05).
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Fig.3 QZD containing serum induces lumen formation. Test group ( QZD) and positive control

Group [ +bFGF (50 ng/mL) ] promoted the aggregation and fluorescence expression of 10T1/2 cells

compared with the normal control group. The lumens are arranged in an orderly manner.
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Fig.4 QZD containing serum mediates SVEC differentiation via MAPK/ERK pathway. A. Expression of p-ERK1/2 and p-

p38 in test group ( QZD) and positive control group [ +bFGF (50 ng/mL) ] increased compared with normal control group;
B: p-ERK1/2 and B-actin ratio ( ™ P<0.01); C. p-p38 and B-actin ratio ( * P<0.05, " P<0.01).
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