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xS IR, e RE A, EEANRIBT ] 1 ~ 6 5 124 [ 24 I A % i i 2 4 I P R A A TR L I AE PN R A
JEURGB 37 CD31 ik (52, LA T M gl 2Um 85 B A 5 0. 4558 AEIaa Bk hl, 1~6 52
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HATRE S B AT AL, M A A
(o AR A A R bR B
e B I A B AR (vascular Ees) sioh
ANHE (pericyte) AT 3 Ak B0 B 40 Y 2R 40 i
(precursor cell) , XEWRFME HIZS 5 T HIE
B, MLERT A AR A T LA R R i
IR, WO B Yrim i 2 A PrE S A RTEE, B
A RS, X EPTBEA . RAVETRYIIR, sk
TR, o R R P A BRI A R
Bio WTLARRTS, (EBPr@a (A2 b A s i
APt EFE T EAHIE . H, AR R R
P AR AT, AT R0 L At
RO AR B E L

R HZA M AT EN, BAR R, 5
ML PR EZ D%, A4, ZmMEZ
PAFCMRE . #ar A9 DR AR B fi Rk
X257, BRSEHERIRSTE ST B RN, JEIHOR
Or T AW A BRI 2 N AT S R AL 2

Wi, AU 5 A= 2K AR HIBL A TR ARG 2
it BURFERARE LT

1 ##
L1 &3

fEREEHTPE = K H R 4 100 H, 10 J#%, 1K
H O (2.0~2.5) kg, MEREAFR, B EE 4 e 5
wshYrh.og— RIS, EIR.

1.2 &% &%

1.2, 3,4, 6 5HANLH =/ H2E R
HE (b 60 ARARIHEE) 5 SCI0HH VEGF g REHiA,
100ug fu¢ (W4iAL), W H 2 Chemicon /3 ],
CD31 fpg BEHTIR, 100ul 1, Wy F 7 E Santa
Cruz 2AW] (W4EAL) , SABC oy 4 A il 7] & i
A 1) TR A PR F ™= o
1.3 E&MEXE
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HRHEBREE . oK, BilmEsE, EnitklE
JETTIASEE, RS Jr ik R, SIRG T,
HoE LR 5 41, R 20 HOFTPE 22K
M, BHREREE, 3% &KE 28 (30mg/
kg) NG L IOk 22 12 41 BRI S A0 MO [, 2
FH 80/ L it Ak Ak YR 56 53 AU i Ji mh B A 4
MREEEAZZ) 3. 0em (WA BE, JCIE A 0F T BUZE 1T L
HEASMUIATYI O, TRENLRIBRSEA, REEbeE,
THERT R £ v AR e v B 20mm, 385 i
BeE TR, S TR SR A S A 1 ~6 5
HZ58 (300mg) 1Y B I 4%, B2 &1
H, AENAMEE, fE RS, R A R 2
IR 5 MmN 1, 2, 3, 4, 6 5,
Ja TAMRIREFARLHE, ok F i AR & H
2Ry Y Al TSR, AR AR R X B2, Wig¢
SN . TR RRE T, N TICE TR FREN,
PRicSE e o2l S i B TARds b, R4 50 T R
S, RGWMAENERR 20 T, BH 1K,
L 3d, WY,

2.2 AFAHE

SHY I TARIEH 2, 4. 8, 12 Ja AT &4b
5 2, BE B TE N AR FHX 1 ~2cm
HAE, SRR PRASE A 4% 22 5 W
[l 24h, REFRMGAS, WSS A AR LW sk, IR
I SOIRTEEIT, SRR GBK . B RS
A, 4um BEEZY A, KRG T RAEdA
LU fa,

2.3 “Fym VEGF & CD31 %, 9% 2a4b45m)

A EHAEGN ) [ W g ) R, B s 43 ) 2e H
PEERCAA K Jt AT VRV I , I I 3 P R e
e, HMEESR -AYWEBEAY (steptavidin
— biotinidase complex, SABC) ¥ #6 & i 41 24
VEGF J CD31 )ikl k4 A SABC 4t
AR &, ARG Sl B T, BT
HRLL PBS FOF—Hi., WUR T W%, BiAEA
i VEGF J CD31 BHMEZR A, fepgdfbdiaqr H A
BIR A G 50 BT 22 5 D0 2 440 L PR A% 8 o R ) - 2
B BEAE AT =T .

2.4 %itFHiE

K H PEMS3. 1 Gt b 3 g s, 4558 0~
5 RN, GRTRATLECRH] K%, P <0.05 %
INEFA GRS,

3 #R
3.1 &35 s VEGE 6 &k rbdg
ANJG 2 JB, SCEGH K RE AR AE b B A . AT

AEAMM . IRGE PN R AU L R A AR R R
YA PRI 2 VEGF (W FRMEZR IR, Hrh3CE 40 iy
PR S, PRPEAIMIE H 2. ol WAESS 2 FntA
VEGF By53ib g, 4Ll 1 S Ayl ARk
PR R, Hi 1 5H2, 2 SHAARBEMNF
Yt g (OPTDM) 5 Xt B A LA I 2 22 =
(P<0.05), M3, 4, 6 5144 VEGF fy&ik
XA IC 25 (P >0.05), 4 8Ky, &
IR B SOR AR BN, AT UL Z2 0 A /N
BHBCE Sy, FERE B SIX Al WL VEGF 1 B
&%, Hi 1, 2, 6 S HHRINF-EOCEHE
(OPTDM) SxfREZAM LA R 2ZS (P <0.05),
M3, 45 M[254 4 VEGF 13k 5% B4 A G
W25 (P>0.05), KR8 i, £4 VEGF {/
BRI RIS, BEFF R TR, RBLUEAIE.
R AR E i E, 1, 2, 4 5 A4
FIKWFEDEE E (OPTDM) 5% BEZH AH LA B
BER (P<0.05), i3, 6 {44 VEGF [y
TR GXRAMIL LB 2R (P>0.05), K5
12 Ji], £20 VEGF Rikom B W W ek 55, PHIEY 3
T PUAE R A MR A T R AR R A4
[ 220 R, & 254G VEGEF ik 5%}
MM LTI B2 % (P>0.05),
3.2 &Agihin b abmBil VEGF &k 69 -F 34 58 Eh
ST AL & 1
3.3 XZF3hia 5 xR CD31 69 &k ik

RJG 2 Ji, CD31 st e (o B 2 35 I
TN, AP S AHGA A RE N
TR Ao, FAPEAIMZ HiRZ, mIULTESE 2 AT
CD31 [y, Hi 1, 2, 4, 6 SHAHRRL
6% RE (OPTDM) 55 IR ZH AR LA I I 2=
5 (P<0.05), Ifi 3 5 HZ44 CD31 [Fkik 5XF
AL B2 (P>0.05), 4 Iy, &4A]
DT Z2 BT AR /NI B 43, CD31 H e 41 Ak 4 5, fH
PRIk, Hir 1, 2, 4 SHAHRE DR E
(OPTDM) SxfREZAMILAN R 2ZS (P <0.05),
Mi3. 6 512544 VEGF B33k 5% B4 AH 1
25 (P>0.05), AJF8 &, 44 CD31 {i&
FRELHMEZRL, BB TR, Hi 1, 2,358
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L IR H 6B BE (OPTDM) 5 %) RE 4 AH L
AW 2ESR (P <0.05), ii 4,6 5HALE
CD31 RGN AL LW R 257 (P>
0.05), ARJF12 J, B /M) W4 B4
BIEHG, EFEBUIR, 241 CD31 ()28 05 i B i sk
89, FAMEAZNAE, Bk 2 S5 HHRR

P62 (OPTDM) 5% BRZLAH A B b 22
5 (P<0.05) 4b, HHZUA CD3 fFRK SN
MM LT B ZES (P>0.05),

3.4 Z5mabarmamie CD31 Ak Tk
JEAB AT A LA 2,

*1 BFILRWEASWRAMA VEGF RizHFHHEFILBER (x£5)

8 JA

12 &

0.2542 £0. 03464 "

0.1922 +0. 02144

0. 3436 +0. 009833

0.2753 +0. 02005

0.1914 +£0. 023

0. 1949 +0. 02013

0.2789 +0. 04035 "

0. 1882 +0. 0197

0. 19 +£0. 02269

0.163 £0. 04376

0.1657 £0. 03575

0. 1492 +£0. 03271

0. 08271 £0. 009151

0. 07675 £0. 008651

0. 08533 £0. 02152

0. 0515 £0. 01656

0.1795 £0. 01772

0.1152 £0. 01468

0. 1305 +0. 03731

0. 1635 +0. 01565

*2 EBXWHESWRAME CD3 RN FHHXEBLRER (xx5)

8 JAl

12 4

205 24 44
1 5254 0. 3856 0. 02673 0. 3498 =0. 05829 "
X B2 0.3154 0. 04453 0. 1941 +0. 02513
251 0.3647 0. 02579 " 0. 3736 +0. 06947 *
xof R 0.2697 =0. 01795 0.2947 0. 005105
35 HAH 0.2735 =0. 03748 0.2097 0. 03164
X HE2H 0.2554 £0. 06513 0. 1833 +0. 02745
4 5144 0.3579 +0. 02583 0.3832 +0. 07024
X HR2H 0. 3409 +0. 05565 0.3137 +0. 007589
6 Sz 0.2482 +0. 04328 0.2868 +0. 01013 "
Xof B 0.278 0. 04213 0. 3589 +0. 04633
Lkt , P<0.05
21 5 2 4 4
15254 0.3601 +0. 02353 " 0.3442 +0. 04876
pagicEe| 0.225 +0. 0226 0. 2846 +0. 03125
255 0. 2686 +0. 03033 * 0.325 +0. 04426 "
if R4l 0. 1843 +0. 01492 0. 2356 +0. 02636
35 HAH 0.3341 +0. 03073 0.2657 +0. 04356
pagiEei| 0.3238 0. 0574 0.2173 £0. 0265
4 SHZH 0.358 £0.04128 0.3517 +0. 03555 *
papilEEa| 0. 137 +0. 0221 0. 2746 +0. 0595
6 S HHAH 0.3427 +0.02135 " 0.3716 +0. 02352
X HR2H 0. 2559 +0. 06227 0. 3359 +0. 02767

0.1689 +0.02211"

0.1172 £0. 02768

0.3527 +0. 03032 "

0. 2582 +0. 08257

0.2992 +0. 02639 *

0. 1969 0. 02584

0.2926 0. 1033

0.2279 £0. 01404

0.286 0. 02856

0.3316 0. 03003

0. 07186 +0. 04903

0. 04104 +£0. 00494

0.1242 +0. 02553 "

0. 09635 +0. 01025

0. 1393 +0. 01343

0. 164 £0. 03058

0. 1195 £0. 03308

0.1616 £0. 02591

0. 1409 +£0. 007892

0. 1152 £0. 01808
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HITEE A, oo iE EEm i B AY
B U 0 WA I B A e N AR e e
P . SN A BIARZS T b o kb X AR 2H 2 N i 4
EEFAMBR BN, R DR
TR Z AR, B DR E M R R A
GRCGAREA FRIEATS, &R B s E &
BWIRL, BITNBEEATTME AR, mig
BAETTRE S IEZ N A G, Hrpb g M g K
K7 (VEGF) w45 PEAEH T s N e gn g, 42
HEHIEFEORNAE AR B, PRE A A TR L & 5
51 S 0 B T 1 e B R 5 by S L -3 1]
BT TR 1 S S R AN R BT A T
1E4N Connolly $5 (Y “ BTG 78 MK M5 1
TG, VRO AT RS R R S KR A P L
U I

B T IS R A AL A 0 P S A Al B i Pk 2 1
fit, SRAtE G TR SR E SR . A, R
PRI R AL, O E AT B A A R K
AR BEIPHEE DO AT 25 [ P FF S VA0
JHL, s SR ] LA i o34k oA s 4 B s A B 4
Mo, [ BF, M4 N K2 40 Mg ( vascular endothelial
cells, VEC) JRAl§ALi 2 AMB G i
AEXHEAT B A R BE s Y X —Fh
A 77 2R RO N T A A S o R A
b, BREERGR R EE, RREMATR T,
P BT R R R B ALY BN HET REYTEK,
2k 2 05 R 1) RSB 240 L s A O AR, el
AN E A . PRI, BT R A R R A
TR E A L S R K 2 A N () 1 S

H TR AR A A/ NTC Y, e 2285 BN K 40
Fe bR e Ak e 05 1k, A4, H
iR Y 2 H0 CD31 B sC TR, CD31 i ifii /s
M N Rz 5> T (platelet endothelial cell adhe-
sion molecule —1, PECAM - 1), CD31 EEELET
A N B 2R M R A I v, PRIk Rl A Sy S 1L A8 P
AR R AR, AR A AT T2 E
SRR S A G AR b B 2 Y 1 A R
.,

AT N TIRRERE, FEREX T
Pty P A HOMRR Y7L, Htr B e RE A H
AERPTEE, TEBOUS TARGFAIT R, AR RIS

TEBAVETE X EOREST I —Fh 2 TBe . By
PR STUE Y, 2 B R MR L ik
46 Bk . fett B BOEGR OMBAEIT, W RAE S R Y

BRI, BAINE BB | 454 HIUE A5
PSR IMHRIER, R L TR a A
PR @8

EARSE A, 1,2, 3, 4, 6 5S4 5X |
HAE TR A BT RE T, VEGE KN Fz 40 fo g S vk
bRy CD31 76 & i Jrmy 38 19 26 18 B A — & 1 AH AL
e, BIFRRESBIhSethm, MR8 RaE,
5EIraa LB Ao, A EE g9
WA ARA, HArWrE R, a3 S adr
JadB e T, HZVMIRAE, R N G R
T W, SR VEGF K& CD31 Fik &3 55,
BT R LV I AR S U P R A S )
HFmaEEIRH ", e, WA
BYTMEE, AZE UG bR 75 il A AH X s
b, EOMERAR, AR S VECF k™,
B R EVEAR A VR AR i TR T T 4R
JH3E A 55 43 WA 5 ) A3 0 O = Az Al i R, fiE
VEGF 5 HoAh il A8 A 1l PR 3 [R] 41 28 1148 P9 Bz 40 i
WagH . AR A . FrLL, RAEFIE 3 ~
4 Ji] VEGF ¢ CD31 ik wik 3] &g, EHBE
A, BE RIS g, RAERESS L4
1E, (BS54 A % s 2 BfL B 8 o3 i VEGF I 2,
M RCE A AE e 2 35 VEGE Wi Fha . biE a4
Ja AR R, L AR L, A
A BT BB, i VEGF J CD31 B3Rk B i
s

AR SN, OB EIrim VEGE K&
CD31 RXRHRFTHITAANELRE, Fh@aan
AE By B, A A1 2L BRR B R W] VEGF K&
CD31 ik, @1 ~6 5 245 Ko A e dE 5 i 41 4L
N VEGF ik, YEFHER T XA, O Efhi 7k
N R B A SRR A ) CD31 (1 3 36 46 T 45 4R i
N, 1 ~6 5 oA B AL CD31 Rk mfE
A, H Rk B S a8 N Al e A KT
(VEGF) Ry3Rik 2 IEACRE, X 5HFMA. ®
K I ZE S A aE M R

XA S g 25 ARt — 2408, KRB L, 2, 3,
4. 6 SHGET YA WL AR T L A B YR
M) HA H B BN R A RE A B BOR B X — AP
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Clinical Observation on Moxibustion - Warmed Needling
for the Non Effusion Osteoarthritis in the Knees

ZUQO Zheng, JIANG Yun —wu
(Yunnan University of TCM, Kunming Yunnan, 650021)

[ ABSTRACT ] Objective: To investigate the clinical efficacy on moxibustion — warmed needling for the non
effusion osteoarthritis in the knees. Methods: 50 patients of non effusion knee osteoarthritis were randomly divided
in two groups. The treatment group ( moxibustion — warmed needling ) 25 cases, using moxibustion — warmed nee-
dling therapy ( choose acupuncture point: xuehai, heding, dubi, liangqiu, lixiyan, yinlingquan, xiyangguan,
yaoyangguan, shenshu) ; The control group in 25 patients received Celebrex ( Celecoxib) Capsules by oral. Re-
sults; treatment group and control group could relivies painess of non effusion osteoarthritis in the knees. The re-
sponse rate was 96% in the treatment group and 72% in the control group. There was asignificant defference in
clinical efficacy between the two group (P <0.01). Conclusion: The curative effecctwas better in the treatment
group than in the contral group, and moxibustion — warmed needling is a efficacy method to non effusion osteoar-
thritis in the knees.

[ KEY WORDS ] knee osteoarthritis; non effusion; acupuncture; moxibustion — warmed needling
(XL 44 TT)

Effects of Major Components in Yunnan Baiyao on Angiogenesis
during the Process of Fracture Healing
YANG Qing — qiu', HU Zhen —ming’, PU Bo’, LAO Han — chang’
(1. The 3rd Hospital of Yunnan Province, KunmingYunnan, 650011 ;
2. The 1st Affiliated Hospital of Chongging Medical University, Chongging 400016 ;
3. The 2nd Affiliated Hospital of Kunming Medical University, Kunming Yunnan 650101, China)

[ ABSTRACT ] Objective: To observe the effects of major components in Yunnan Baiyao on the Angiogene-
sis during the process of experimental rabbit fracture healing. Methods: 100 New Zealand rabbits were employed
and randomly divided into 5 groups in this experiment. After the fracture model of both radius was established by
operation , every medical gelatin sponge which contains numberl, 2, 3, 4, 6 Yunnan Baiyao component be put
into all left bone defect of radius separately as 1, 2, 3, 4, 6 Yunnan Baiyao group, and put an medical gelatin
sponge which contains nothing into all the right defect as matching control group. To observe the effect of Yunnan
Baiyao on the expression of VEGF and CD,, at different intervals was observed in the course of bone healing. Re-
sults; The expression levels of VEGF and CD;; in numberl —6 Yunnan Baiyao group was surpassed to that of con-
trol group at the early and middle stage of fracture healing and the highest levels of expression was the 2 weeks after
operation, and the lowest was 12 weeks after operation. Conclusion; Yunnan Baiyao can enhance the expression
of VEGF and CD;; in the callus tissue, accelerate the vascularization at the broken ends of fractured bone, im-
prove the blood circulation of the fractured extremity, thus it promote the healing of fractured bone.

[ KEY WORDS | fracture healing; Yunnan Baiyao; components; angiogenesis
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