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Tab 1.F Effect of DCMR on ear swelling caused by xylene in
mice (X £ SD, n=10)

Dose, Swelling, Inhibition,
Group g/kged Route mg %
Control 16.60£4.30
DCMR 40x1 ig 9.70£432°°" 4157
20x1 ig 122014.52° 26.51
10x1 ig 1540%3.17° 7.23

9.60+284°°" 42.17
*p>0.05, *° " p<0.01 vscontrol
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Fig 1. Effect of DCMR on rat hindpad

Fig 2. Effect of DCMR on rat hindpad
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Fig 3. Effect of DCMR on rat hindpad

swelling induced by carrageenan s!elling induced by fresh egg white s!elling induced by formaldehyde
X+SD,n=6) O-O control; (X+SD,n=6) O-O control; X1SD,n=6) 0O-0O control;
O-ODCMR 30g/ kgx 1, ig; O-ODCMR 30g/ kgx 1, ig; O-ODCMR 30g/ kgx 1, ig;

B-BDCMR 15g/kgx 1, ig;
“p>0.05, **p<0.05 ° " "p<0.01
vs control
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B-EDCMR 15g/kgx 1, ig;
*p>0.05, * *p<0.05 vs control

EM-EDCMR 15g/ kgx 1,ig;
*p>0.05 " "p<0.05, " "p<0.01
vs control
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Tab 2. Effect of DCMR on rat adrenal complemental proliferation and Vc content (i +SD,n=6)

Group Dose, Route Adrenal Index, Vc content,
g/ kged mg/ 100 g mg/100g
False operation 10.52+1.70 303.37+ 53.98
Operation 17.8613.52°** " 240.20+ 32.86°" °
Operation+Cortisone 0.02x3 im 9.32+£222%*° 284.37+ 42.86""
Operation+DCMR 15%7 ig 19.19+4.21%" 247.54%39.38%"

*compared with false operation; *compared with operation; *p> 0.05, * “p<0.05, * * “p<0.01
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Tab 3. Effect of DCMR on PCA in rats (X £ SD,n=7)

Dose, Evens blue, Inhibition,
Group g/kged Route ug 7 ml %
Control 18.38+3.99
DCMR 15%7 ig 1294+297°°  29.60
Ketotifen 0.015x3 ip 8.75+2.07°"° 5239

**p<0.05, " " "p<0.01 vs control
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Tab 4. Effect of DCMR on RCA in rats (X1 SD, n=6)

Group . ;):;e., ‘ Route Swenlll:\g, Inhll:/l.uon,
Control 56.56+15.76
DCMR 20x5 ig 3049111.33° "  46.09
10x5 ig 3766112.18°° 33.41

*"p<0.05, ° * "p<0.01 vs control
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Fig 4. Effect of DCMR on rat hindpad swelling of active
Arthus type (X £ SD, n=6)
O-0 control; O-0 Paconol 150 mg/ kg X 1, ip; H- DCMR
30g/kgx3,ig, A-ADXM Smg/kgx1,im

*p>0.05, * “p<0.0S, " * *p<0.01 vscontrol
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Fig 5. Effect _or DCMR on rat hindpad swclling of passive
Arthus type (X£ SD,n=6)
O-O control; O-ODCMR 30 mg / kg % 3, ig; m-WDCMR 15
g/ kgx3,ig; A-ADXM Smg/kgx 1, im
*p>0.05, *"p<0.05 """ p<0.01 vs control
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Tab 5. Effect of_DCMR on complemental activitics of scrum
in guinea pigs (Xt SD, n=6)

Group }) :;c: g Route (\i}/l’;ﬂ AuC /H m
Control 2078412549 4636+ 5.93
DCMR 20x7 ig 171.80+18.70° * 42.25%4.58"

10x7  ig  188.36+23.31° 4325529

*p>0.05, * *p<0.05 vs control
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Anti—inflammatory Effect of Cortex Moutan Radicis

Wu Guanzhong, Hang Bingqian, Hang Jingxia, Ling Genxin

Department of Pharmacology of Chinese Materia Medica

The anti—inflammatory and anti—allergic cffects of Cortex Moutan Radicis were rcportcd Cortex Moutan
Radicis inhibited various inflammatory rcactions of cxpcrimental animals with especially prominent cffect when
given in large doscs. The experiment showed that there is a common pathway between nonspecial ar\u—mﬂamma
tion and spccial anti—inflammation of Cortex Moutan Radicis. Tt suppressed insclectively both reactions. Its
anti—inflammatory reaction s not rclated to the system of pituitary gland—adrenals.

Key words Cortex Moutan Radicis; Anti—inflammation; Anti—allcrgic reaction
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