CN 434262/R H [Ezh k{2 & 2011 4F55 19 &5 7 ] 547

CrEgms] 10073949 (2011) 1907054705 s SLEOHIL ¢

MKR %% R 2 B8 bR 7N BRUTE 7 2H 23 p38 22 L JE V& A B
T  cHun 23 oK v Wb B A 3R A N A B R T AR TTE A

REBE, W, g 2ete R R
Gl PR 2R %, P 4 K17 410208)

Destil] /eSh: 2 WBERA MKRONEG  BRRMG JUEBI T p38 ARETLEAME:  cjun K
ST

D ] H W% MKR SR 2 SRR R ALREROIL p38 22 B8 16 28 11 s c-jum BB AL
R 1 B OB M T2 ST (D2 AU LR REALY) RORAP AL ik 40 FLMKR MR %525 B o
MKR HUR AL A2 527 AL R AL SO AL, 4110 FL. CSTBL/6J (CST) BFAE R 10 FUff o (R IRAL. 426
L B DA BLALRIE S 25 30 Ko TAAZGM 30 15 B8 30 Ko S MM ARG . AR KSZJR 0.5 by s
PSR 05 S 00 5 6 G 2 W A 05 3520 0 Y7 L 25 40 BB Y 3 Western
blotting A1 67 LA 3 UL L p38 £ 55015 1 3 1 08  c-jun 2026 K U008 36 1 4 PRI L0 O R S 46
R ORI TR IR, 2 AT 5 MR MKR /N B0 MU 8 e 5 % L5 O 16 1 (P <0. 05, P
<0.01) ;@MKR FUAA & FHRTHI SO Tk 2 182 07 T Bt 7 5 LA WA 15 0 IR S % Y 0 1 B
WA 1 AL AR 4T 1 KT R (P <0.01) s @MKR /) BRI 4L5UT p38 £ BUEUE AL 3 AR cun
AR R (1K 1, 1155 57 BEE R MO% R ESEH 38 X (P >0.05) 1 IS5 F-HUA 75 MKR A
B ALAUH 38 £ 5T L 25 T AT c-junm S WCS 38 11 235 19 235 9 (P <0.05, P <0.01) , 342y
T p38 LB OB EI AT c-jun SUERIRWNE BRI ST MR 25 SOR TR (R R . %10 B
S MKR BB SRS SUHLB 9 IR ARD AL50H B AL p38 ARG (L 28 (BT cun 28
SRR 5 12 s 889 0 AL 0 85 26 R PR S ) e P

[hEA%E] R363 Cowtfring] A

Research on p38 Mitogen-activated Protein Kinase and cjun Amino-terminal Kinase
Expression in Adipose Tissue of Transgenic Type 2 Diabetic MKR Mice and Protec—

tive Action of Zuogui Recipe

WU YongJun, YU Rong, CHENG Xi-Hua, XIA Jin-Hua, and WU Hui

(Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

[KEY WORDS] Zuogui Recipe; Type 2 Diabetes Mellitus; MKR Mice; Sugar Metabolism; Inflammatory Fac—
tor; p38 Mitogen-activated Protein Kinase; c¢—5un Amino-terminal Kinase

[ABSTRACT] Aim  To observe the effect of of Zuogui recipe (ZR) on glucose metabolism and p38 mitogen-activa—
ted protein kinase (p38MAPK) and c—jun amino-terminal kinase (JNK) expression in the adipose tissue of MKR mice.
Methods Forty qualified MKR mice were equally randomized into 4 groups: model group (MG) , low-dose ZP group
(LZP) , high-dose ZP group (HZP) and positive control group (PCG). LZP,HZP and PCG were treated by correspond-
ing drugs for 30 days.  Using C57 mice as the controls; the fasting blood glucose (FBG) , the serum insulin; and the serum
intercellular cell adhesion molecule (ICAM-) and vascular cell adhesion molecule-d (VCAM) level were determined ;

the expression of p38MAPK and JNK protein in the adipose tissue were determined by Western blotting and the SABC im-
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Results Hyperglycemia in HZP was significantly ameliorated and fasting blood glucose was de—

Compared with C57 mice, the serum ICAM- and VCAMH level were

munohistochemistry.
creased after treatment (P <0.05 or P <0.01).
significantly increased, and the expression of p38MAPK and JNK protein in the adipose tissue of model group were in—
creased weakly.  After treatment, the serum ICAM- and VCAMH level were significantly decreased, and the expression of
p38MAPK and JNK protein in the adipose tissue of HZP and LZP groups were also significantly decreased (P <0.01) ,
compared with the model group. Conclusion Zuogui recipe has obvious effect on improving glucose metabolism and
inflammatory reaction in MKR mice, and its mechanism may be related to the decrease of p38MAPK and JNK protein ex—

pression in adipose tissue, the increase of sensitivity of peripheral tissue to insulin, and the improvement of insulin resistance
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in the mice.
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Table 1. The level of fasting plasma glucose,insulin, ICAM- and VCAMH in MKR mice

A | 2215 1f1 ¥ (mmol /L) A E (mU/L) ICAMA (mg/L) VCAMA (mg/L)
C57 B7 A4 W41 3.35+0.28" 9.23 +2.54" 0.098 + 0.006" 0.208 + 0.313"
MKR R 4H 9.57 £1.73 32.58 +6.74 0.983 + 0.216 1.187 + 0.224
Ay EL ik} 8.72+1.23 29.23 £6.32 0.423 + 0.079" 0.806 + 0.091"
JE VA E A 7.07 0. 89" 17.06 £4. 72" 0.379 = 0.069" 0.730 = 0.135"
paikiiFiEl 8.25 +1. 62" 21.33 5. 48" 0.456 = 0.070" 0.832 = 0.068"

a k) P<0.05,b K P<0.01,%5 MKR EE20 L4 .
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Table 2. The expression of p38MAPK and JNK in adipose
tissue of the MKR mice treated by Zuogui recipe

9 @ n p38MAPK/B-Actin  JNK/B-Actin
C57 BFAE A 5 1.17 £0. 11 1.13 £0.12
MKR #8424 5 1.32+0. 14 1.43 +0.14
FIAMEAESA 5 1.29 £0.07 1.25+0.15
EEAmfEH 5 0.61 £0.02* 0.55 +0. 03"
S AfE2H 5 0.55£0.01" 0.47 £0. 06"

ay P<0.01, SEAALLE D A P <0.05, 5ERKMBEALE.
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Figure 1. Western blot detection of the p3SMAPK and
JNK in adipose tissue of the MKR mice
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Figure 2. Immunohistochemistry detection of the p38MAPK in adipose tissue
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Figure 3. Immunohistochemistry detection of the JNK in adipose tissue
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