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[Abstract] Objective To investigate the underlying mechanism for the therapeutic effect of a
traditional Chinese medicinal recipe, Antidotal and Myogenic Ointment (f#¥4 L%, AMO), on the foot
ulcer in diabetic rat using cDNA microarray technology. Methods 45 rats were made diabetic by i. p.
injection of streptozocin. The treated animals were then fed for 6 months,and subjected to the dissection of
distal popliteal artery after ligation of the vessels. Another month later, grade I burn injury was produced on
the bottom of their foot as a model of diabetic foot ulcer. The rats were then randomly divided into three
groups (15 each) to receive AMO, epidermal growth factor (EGF) and saline for 30 days, with dressing
change in every 2 days. The area of ulcer wound and their healing rate were recorded before and after the
treatment. Total RNA was extracted from the tissue samples collected near the wound, and the expression
profile of cytokine genes demonstrated using the microarry for rats. Results In comparison with the saline
group, difference in the level of expression was found in 25 genes (23 of them were up-regulated and 2 down-
regulated) in EGF group, and 30 genes in AMO groups (29 of them up-regulated and 1 down-regulated).
In comparison with EGF group, difference in level of expression was found in 16 genes in AMO group, with
11 up-regulated and 5 down-regulated. Neurotrophic factors and chemotactic factors, etc were among the
genes involved. Conclusion In comparison with EGF, AMO is more effective in the treatment of foot ulcer
in diabetic rats. It is possible that AMO produces such effects through the regulation of balance in cytokine
expression.
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1.1 BRFREBGS YRS R . M Wistar X
Ras RUWERBRBILPEHREZRIYH, Y
4 #1IES . SCXK (#8)2008009) , R HE (180+20) g.
2 R 8 R E X (STZ) 55 mg/kg (X H
SigmaZA 8] , A 0.1 mol /L # B BR SN ZE v 45 %, pH
{8 4.2),48 h J5 BB # Bk o B i OB 40 0 i B,
2 MBE=>16.7 mmol /L B KFENBRFER,
ERBE KRB KK AR —E KA Nat K*,
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1 FEEKETYH/EAMBUAFEE AN 23 M ERBERFETAMN 2 2B
SME  BEAK i BHE EEAK # M5 EEAK i
LR NM _ 024375 Gdflo #KA4HEETF 10 NM _ 001001513 Tnfsf12 MEHRERETF @HE)
NM _012827 Bmps HEEREEH4 NM _013129 115 A4l K 15 BEBRRA 12
NM _ 013166 Cntf HRHEERETF NM _031512 1ib A4k K 1P NM _ 001009623 Tnfsf13 MEHRFERTF (@)
XM _ 340799 Csf2 REMMEET 208 NM _ 012590 Inha MK e BEBERRA 13
£ - E A0 D ) NM _ 080769 Lta HEBEA NM _053552 Tofsfé MEREET @K
NM _017104 Csf3 REMMEET 30k NM _ 212507 Ltb HEHEB BEERR 4
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NM _031511 Igf2 G EREKEA NM _ 053595 Pgf BHERKET W3
F2 NM _ 012629 Prl AR IR E ]
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2410080P20 NM _031131 Tgh2 HEEKBETR 91
®3 ABENEFHA/BEREKBTFHRE LAN L AERMNBETHAN 5 2R
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EEA B E . Csf3 ARSI IR LB A P MR 40 By
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Csf3 B4 7 37 B 3 W B B 40 Jiw 26 %, 3R 33 T 4
3R, S B bR 40 R B £ MR LT AR
. IL-10 XA HREFARAREF, A 2R
W FEF R 7E mRNA Kb 3 5 80 78 i BB 40
ER4E. T KEARERESHKIIE, IL-10 BT A
T AL B SR 4 R B e 4 R % % 4 3 TL-18,1L-6,
IL-8, TNF-a fl G-CSF,IL-18 X & TR ¥-y FEHE
F.EEHEWAMBEENR>E, RARSKE IL-1 M
B-EW4REFERBE T (GM-CSP) £,
Thl G4 7v-FWE AFN-7),.5EF TNF« AiL
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Bmp2¥% 5 B G 8] 76 8 T 40 RC3H10T1/2 5% IR By
4346 . Bmpd BBEEFRLE I8 36 B B R AE B, B i Y
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TR B S T4 M L, S A WS TE
% 3 0B 40 s B 434k S B B i PR M 2 T, 38 R B
R RE R L E FRE F;Bmpd 7 WL F
AL WHESL, ERERE . BE. ERENPE
HE/ M., Cnd FERWEEREF, B HEHM
M RA B ER  AENLERGE, XHET
WEERMENBEEBRTZHMEEREF. &
ERPFRER, RRHWBF ERE T Cotf BBRIB
ZHRPMRER, IHERGHEEREEEE/EA.
Ctfl BT Cntf/IL-6 filBE FHR¥K. CHl FETZE
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e —FEZREARE T, CHl EHNERERER
PFHMHBEREFREDEER; BERFES
METT, ZEERSTARERMETKE RERE, B
SERXBHETTERRBNEE;H Cod NEBR
PREM T, HFARESTENE O ENEE
% B0 A M, B I Cefl 8 TL-6 % % Ho At iR R
REFROMSRSEMEADY, BBAHRR S
BKWT R, PHRBENNE T BEL X EHREF

R 2P HEE SR AN FE . BE, REXR
BEKETF 2(IGF2):@ 53 B 43 135 23 AL il 3
FHRAR YA, LR AT ER, IxTEFARR
IE B A R AR WL 40 B B 434K | BE Sk 4 R Y TE B
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