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[ Abstract | Objective; To observe the effects of Danzhi Jiangtang capsules on impaired endothelial
function in rats models with type 2 diabetes mellitus ( T2DM ) based on p38 mitogen-activated protein kinase
(p38MAPK ) signal pathways. Method: High fat and high glucose diet and intraperitoneal injection of
streptozotocin ( STZ) were used to establish T2DM rat models. One hundred and four rats were randomly divided
into 7 groups: normal group, model group, Danzhi Jiangtang capsule high, medium, low dose groups (1.08,
0.72,0.54 g -kg™'-d™"), pioglitazone group (10 mg +kg™'+d™"), integrated Danzhi and pioglitazone group
(1.08 g+kg™'+d™" +10 mg -kg '-d""). After successful modeling, the diabetic model rats were respectively ig
given with corresponding dose of medicines, once a day. After 8 weeks of treatment, blood samples and abdominal
aorta were collected to do correlation detection after rats anesthesia, and their mechanism of action was analyzed.
Result: After 8 weeks of treatment, compared with the normal group, p-p38 mitogen activated protein kinase (p-

p38MAPK) , mitogen activated protein kinase kinasse3/6 ( MKK3/6), cAMP response element-bingding protein
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(CREBL1), cyclooxygenase2 (COX-2), and intercellular cell adhesion molecule-1 (ICAM-1) protein expression

levels were increased in model group; mitogen-activated protein kinase phosphatase-1 ( MKP-1) protein expression

level was reduced in the model group. Compared with the model group, p-p38MAPK, MEK3/6, CREB1, COX-2,

and ICAM-1 protein expression levels were reduced, and MKP-1 protein expression levels were increased in

treatment groups (P <0.05, P <0.01). The abdominal aorta immunohistochemistry showed that compared with

the model group, the expression level of p38MAPK was significantly decreased in the treatment groups.

Conclusion; Danzhi Jiangtang capsule can regulate the expression level of vascular p38 MAPK protein in T2DM rat

models and may thus improve the impaired endothelial function in rats.
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Table 1 Effect of Danzhi Jiangtang capsule on random blood glucose in type 2 diabetic rats (x +s) mmol-L '
EEDENIR
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o952 8 54 557 8
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P Rl e e 1.08 10 24.0 +4.8" 27.3£4.6 14.8 £3.0 8.8+2. 129
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T4 B A T B + LA B 1.08 +0.01 9 25.2 5.3 21.5+4.0 15.8+5.9 9.8 +4.2%%
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R2 FAEEEREX 2 BHERBXREE 3K p-p38MAPK, MKK3/6, CREB1, COX-2, ICAM-1, MKP-1 & B 18 % & i% K

(x+s,n=3)

Table 2 Effect of Danzhi Jiangtang capsule on p-p38MAPK, MKK3/6, CREB1, COX-2, ICAM-1

aorta of type 2 diabetic rats (x £5,n=3)

R
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3.3 GuEAIEK I £ MK p-p38MAPK R Rk WI W FEAR, 2 1K b s B AR U A% 51 B 2

ii< HIEH A, B R R E Sl ik p-p38MAPK

KWL HE R . SRR A L IR YT 4 p-p38 MAPK

PRI g 00 0 2, P A B R 2, P g R 2, )
BRI, DL L

ALIEH
10 mg-kg ~'4H
E1

Fig. 1
200)

4 it

HIE VR L 708 0 o 2 LR AT
TR B ERA T W BRI (-
FE) Hi BT AA TR, B AT, 2 6 K T
AT R A KL% T L, A
P, LA LT % 27 o 48 I L3k S
I LB T T A 2 — . P i e
CESE NI RSN ES T

R T ZAMRE 2, P B PO M ALY, K i
LRI BRI {26 3 0, R 15 R KB 2R

W BT BRI, o 22 7 H il AN RS, 4207 B BH B
T, ORb et , 2 il O I, 5 45 IR I e 4% 2
o BRAEWEIE C K BLPH i 8 0 I 2 A7 e 0 e W AR

E F G

2B RIIY]  C ~ B SF b R I 28 (1.08,0.72,0.54 g-kg ™' ) 4l F. ME A% S ER 20 10 mg-kg "5 G. FFig-n % 5 i 20 1.08 g-kg ™' +

FHZEFEER X 2 BERF K RIEEZN K p-p38MAPK ZE A RIAMFME (L&

Effect of Danzhi Jiangtang capsule on expression of p-p38MAPK in abdominal aorta of type 2 diabetic rats ( Immunohistochemical, x

H1k, x200)
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