17 B 16 o [ S 56 5 R 25 e Vol. 17 ,No. 16
2011 4E 8 H Chinese Journal of Experimental Traditional Medical Formulae Aug. ,2011

KN LPS #5143 fifi vf 11 289 & K7 40 Bfd K38 18 & AQP, K
AQP, mRNA 23K 152 i

—AE‘%;EFZ X]ZHj‘ s X /@:/ﬁ
(1. =/ EHMNTARERGAA, '/ N 341000,
2. T NPESRFE_WBER AATPESHFR SHER P, M 510006)

[FZE] BM: T REXAEZ 8 (Lip polysaccharides, LPS) 451 5 il ¥ 11 8 |- ¢ 411 Jfd (alveolar type 11 , AT 11 ) 7K@ i 25 H
(AQP, ,AQP,) mRNA FIKRI M . ik AR B KR AT S, 75 5 4 IE# X A in A 2 mL DMEM 3 3# %, LPS
AR AILLIN 10 pwg-mL ™" LPS B AT [ 0B8R, K # & 25 17 3 41 (4L S A & AR B 5% ,10% ,20% K # & 24 1
). 4 h U4 4N M, F RT-PCR J7 3k il /K 38 3 25 11 AQP,, AQP; mRNA % ik, & R. 5 1FE ¥ 4 L4, LPS B Al 41 AQP,
mRNA K3k B F AL (P <0.05) ;% 20% KB MLV W B 3 2 %5 AQP, mRNA £ik (P <0.05) fHREEE B IEH KT, HIEH
41 b, LPS fAIZH AQP; mRNA Rk Fh iy (BT I3 25 57 s R B4 T 41 %) AQP, mRNA 5 35 A 0 il 4 A, (54 ikl 42 FH R B

o B KRB S0 i R AL P B8 5 E 9 AQP, mRNA [F 4 AQP; mRNA 3Rk G X,

[REER]  SOMERGH07 It T1 %Y b Bz 200 M 5 R 3% 5 7Kl 8 2 -1 KGE 18 2 1 -2

[qzlzlﬁ;eq] R285.5 [XEEFRIZE] A [xE=4HES] 1005-9903(2011)16-0213-05

[DOI] CNKI:11-3495/R.20110622.1303.003 [ M HRRATIE] 2011-06-22  13:03

[ Mg HRRAE]  http://www. cnki. net/kems/detail/11.3495. R. 20110622. 1303. 003. html

Effect of Rhei Radix et Rhigoma on AQP, ; mRNA Expression
of Alveolar Type II Cell Injured by LPS

WU Li-ping' , DENG Shi-gui’* , HUANG Hai-ding'
(1. Department of pharmacy, the Peoples Hospital of Ganzhou, Ganzhou 341000, China;
2. The Animal Laboratory Center of the Second Affiliated Hospital, Guangzhou
University of Chinese Medicine, Guangzhou 510006 ,China)

[ Abstract] Objective: To observe effect of Rhei Radix et Rhigoma on AQP, ; mRNA expression of alveolar
type [l cell(ATIl ) injured by LPS. Method: Primary cultured alveolar type II cells were divided into 5 groups:
control group; 2mL DMEM cultured medium was added; LPS injured cell model group (acute lung injury cell model
group) : 10 wg-mL ™" LPS was added to injure AT I cell; serum containing Rhei Radix et Rhigoma intervention
group was divided into 3 groups: each group was added the total volume of 5% ,10% ,20% serum containing Rhei
Radix et Rhigoma. Which were collected After 4 hours of culture the mRNA expression of AQP,, AQP, was
detected by Real-Time PCR. Result: Compared with the control group, AQP, mRNA expression of LPS injured cell
model group was significantly lower (P <0.05). Compared with the LPS group,20% of total volume of serum
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containing Rhei Radix et Rhigoma intervention group could increase AQP, mRNA expression significantly, but not
return to the normal level. Compared with the control group, AQP, mRNA expression of LPS injured cell model
group was increased. Rhei Radix et Rhigoma intervention groups could decrease AQP; mRNA expression, but not
significantly. Conclusion: The protective mechanism of Rhei Radix et Rhigoma on acute lung injury cell model by
LPS may be associated with the increased AQP, mRNA expression and the decreased AQP; mRNA expression.

[ Key words] acute lung injury; alveolar type Il cells; Rhei Radix et Rhigoma; AQP,; AQP,
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UE B, K AR S 38 RS N 245 i SRR 3R %) LPS i
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BEE R ) Ak S ah AR R .

2.3 REATI % Ik 05 R il %5 0 (AKP 3t
k) 55 48 h S UL B SR A AT 55 38 1, TBS
shk, BSRIXT 15 ~30 min; % BCIP/NBT iR 7 & 42
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=98
3 g8
3.1 R ATIEZE K AKP %5 Bi3RfE 6% T
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WP R 48 2 AFAE 4 Fh (AQP, , AQP,, AQP,, AQP)
KA T AQP, T E A A Tl M 4 P9 Bz 4 g, 7
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[HE] B89 55T radicamine B XK BUPK S /1N #4500 . 7 « R FH oo~ 2 M0 4000 5 0 K -4 030 )
52 A 85 K LN B R SR 5% radicamine B 69T # FTL. 85 3R« radicamine B X} o 4 HEHE A A1 B P 51 /D
I 2 40 4 B4 5500 R S0 0 1T, 36 16 48 5104 2219, 0,094 g+ 1" S FERIPAR Ho B i 34 25 5% . il HL radicamine
B X} o A BT AU PR T35 4 PEAI R Ki = 6.3 x 107 mol- L™, %59 : radicamine B A% & 3 4101 /1 3 0 40 8 00 W, 45 22 %
Ky — BRI B R 254

[349m]  radicamine B - ADREFE AN 30 5 0000 6 1T FE A0 5 6 0
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Radicamine B Inhibits Glucose Absorption in Rat Intestines in vitro

MENG Ai-guo', LIU Chun-yan®" , MA Hong-cui *
(1. Affiliated Hospital, Hebei United University, Tangshan 063000, China;
2. Department of Pharmacy, Hebei United University, Tangshan 063000, China)

[ Abstract] Objective: To investigate the inhibitory effect of radicamine B on glucose absorption in rat
intestines in vitro. Method: The inhibitory effect of radicamine B was evaluated by a-glucosidase inhibitory test,
inhibitory kinetics assay and assay of glucose absorption in rat intestines in vitro. Result: Radicamine B showed an
inhibitory effect on both a-glucosidase and glucose’s absorption in the small intestine in a dose-dependent manner
and the IC,, value were 2. 19 g-L" and 0.094 g-L ™', respectively. No significant difference was found between
acarbose and radicamine B in the inhibitory effect on intestinal glucose absorption. In addition, the inhibitory
pattern of radicamine B was competitive enzyme inhibition with its Ki of 6.3 x 10~" mol - L™'. Conclusion:
Radicamine B significantly inhibites glucose absorption in the small intestine. It indecates that radicamine B might

be a novel therapeutic drug for diabetes.
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