FRES 2016 F 12 A% 45 5% 36 5069

BE . IGEKRFR doi:10. 3969/j. issn. 1671-8348. 2016. 36. 009
HF MEBT/MEBO g ERK1/2 #1 p38 5 5B K S
ERFEERBRRIEXLZNHAR

EARR L EEA  FRFA S AL IR MRAL.E R
Q. ALRAEFEWBER A >, B8 & 53300032, ZLRAEFKEWEERIIA,. S ®E & 5330003
SAELRKEEFRMBERERESA, )BT E 533000:4. BHRFF —BAREFR
W4 skA, M 510632;5. T B P EHRKFH—MEERSHA, & T 530023)

[(WE] B UERGEARBAFLEEFERDREREE ST H(MEBD) /R E RS F (MEBO) % 48 & 7% 2 3 ¢ & 20 2% 20 it 5t
155 B ¥ B (ERK)1/2 #= p38 15 5 il B 4 T & % & &3 69 A A4E A & % % 4Kt MEBT/MEBO ¢+ 4 & 9% & 5 % 6916 2 AU .
Fik AR EF 40 4] T MEBT/MEBO F 8% 77 . 8§ B 7 a1 /6 ) @ 4 2847 Sk e A ) ERK1L/2 A= p38 3 5 @ % K 4t 4
T ERK1/2.p38 #2452 R E L& & i B (MAPKKG) . & & A B (c-myc) . Akt, &4 4 % B F 2 4k (ATF2) & % 2 B F IgA.
IgM.IgG.C3c.Cdc R AW, FMBE—_H £ 4, R % MEBT/MEBO % 57 5,39 # % % 234 @ @ BRA F B A2 E % )12
14 %4 AR B4, B2k 14 4] (35.00%) , A 2k 25 41 (62.50%), £z 141 (2.50%), BHRMEEF@% S, F oMk, R
MR R GE (E— 25 A4F) B R M R R (BRIEARD R Z R A AT FEN(P<0.05), . £l @ F@ % FRAMERI;, G
Blot, B R FrEEEAREFRIG, SANGUBARTRLARTHRY FH5H .87 54 EALR%LER T IgA IgM, IgG,C3c,
Cle 272 RE 0., BAWNBARTRET S TR 245,657 B4 BALRIE T E% S T ERKL/2,p38, MAPKKG,
cmyc Akt ATF2 272 . Ri% 5% . &t MEBT/MEBO T#42# T 4 ks 2 4] @ ERK1/2 #= p38 12 5 @ % 4 F A & &
ik ,ERK1/2 #o p38 12 5 1@ % & 3t X ZAF B 7T 4 18 14 5§ An ) 0 40 22 S 98 Ak M AT 3 T 48 Rom R4 @ e) & 4,

[REIE] BABEI RGEAKRFEETER; @ILIME 5 AT 5 1/2;p38; 2%

[hESZEE] R587.1 [XEkFRIZEE] A [xEEHS] 1671-8348(2016)36-5069-03

The relationship between ERK1/2 and p38 signaling pathway with the immune expression of diabetic based on MEBT/MEBO"
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[Abstract] Objective To investigate the regulation on extracellular signal regulated kinase (ERK) 1/2 and p38 signaling
pathways and immune expression by moist exposed burn therapy/moist exposed burn ointment(MEBT/MEBQO)in diabetic foot and
their relationship,to explore the repair mechanism of MEBT/MEBO on diabetic foot ulcers. Methods Totally 40 diabetic foot pa-
tients were treated by MEBT/MEBO, to take wound tissue before and after treatment and detect the expression of ERK1/2,p38,
MAPKKG6, c-myc, Akt, ATF2,IgA,IgM,IgG,C3c and C4c by immunohistochemistry,to investigate their relationship. Results Af-
ter treatment with MEBT/MEBO, the area of foot wounds in 39 patients was reduced in different degree. Only one patient had no
obvious change. 14 patients(35. 00% ) were markedly effective,25 patients(62.50% ) and 1 patient(2.50% ) were ineffective. Before
and after treatment, all positive expression, positive immunoreactivity(any index) and positive expression(specific index) of signal
pathway molecules were statistically significant(P<Z0. 05). While the positive rate of molecular expression in wound pathway in-
creased, the positive expression rate of immune factor increased. Before treatment,a small amount of immune factors were found in
the wound tissue. After treatment, the immune factors IgA,IgM,IgG,C3c,Cdc were distributed widely and diffusely. Before treat-
ment,the wound tissue showed a very small number of signal molecules. After treatment, the signal pathway molecules MEBT/
MEBO and p38,MAPKK6,c-myc, Akt, ATF2 showed broad and diffuse distribution. Conclusion MEBT/MEBQO may promote the
expression of ERK1/2 and p38 signaling molecules and immune in diabetic foot, p38 and ERK1/2 signaling pathway may promote
the healing of diabetic foot wound by increasing the expression of immune.
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