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Effects of Commiphora Myrrha (CM) on the
Monosodium Urate (MSU)-induced Gout Model in Rats.

Dae-Ho Jung. Sun-Kyu Chang. Chung-Sik Cho. Cheol-Jung Kim
Department of Infernal Medicing, College of Oriental Medicine, Dagjeon University, Dagjon, Korea.

ABSTRACT

Objective : To identifv the inhibitory effects of Commiphora Myrrha (CM) on monesodium urate (MSU)-induced gout
model In rats.

Materials and Methods : After pretreatment with CM- T (125me/ke) or CM-T (50me/kg) for 7 dayvs followed by ones
injection of MSU solution. the various indicators related to gout were measured on hematological and serum level including
joint inflammation. Also. it was studied whether FBM directly inhibits the activity of xanthine oxidase in vitro.

Results : As a result of this study, CM didn't show cytotoxicity in Jurkat cells. but it showed significant inhibition of
activity of xanthine oxidase in vitro. CM slightly inhibited joint inflammation induced by MSU though not with statistical
significance. CM partially decreased MSU-induced albumin, globulin, AST. ALT, BUN, creatinine, WBC, platelet count and
ESR level and significantly decreased MSU-induced uric acid in serum.

Conclusion : These results suggest that CM has therapeutic effecte that are applicable to prevention and treatment of
gout, and should be further investigated.

Key words: Gout. Commiphora Myrrha(CM). Monosedium Urate( MSU). xanthine oxidase(X0).
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Fig. 1. The effects of CM extracts on cell
proliferation.  PBCM  cells  (1X

10%celis/well) were cultured with culture Fig. 3. Effect of CM extract on the inhibition of

knee Jjoint edema of rats induced by MSU.

media n -well plate. And then. CM 50u of MSU solution (20mg/ml in PBS)
extract was added to each wells (n=4) were injected into the left knee joint.
at the indicated  concentration. Normal group was injected PBS only. Two
Proliferation assay was conducted with expterimental  groups  (CM-I,  50mg/ke:
PMS/MTS  solution after 120 hours CM-II, 125mg/kg) were pre-administrated
later. The absorbance was detected at with CM extract for 7 days before MSU
490nm using 96-well plate reader. injection. After 12 hours from MSU

injection, the relative increasement of joint
was evaluated by comparison with the
120 - diameter of right knee. Values represent

100 - % the mean and Santadard deviation of five
80 - rats. .
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Table 1. Effects of CM Extract on Albumin, Globulin Level in Serum of MSU-induced Gout Model

Adbumm( mg/ d) 11.3420.90" 11.04£0.48 12.32+0.37 12.00+0.40

Globulin(mg/ dt) 1.42+0.11 1.59+0.09 1.62+0.10 150=0.05

a) MeantStandard deviation (n=5)

Normal was injected the equal velume of PBS as the negative control.

Control was injected the Sme/kg of MSU as the positive eontrol.

CM-1 was pre-administrated S0mz/ke of CM extract for 7 days and then induced the gout with MSU (fmg/kg).
CM-1I was pre-administrated 125me/ke of CM extract for 7 days and then induced the gout with MSU (5me/kg).
Serum A. G were measured after sacrificing all of groups on the last day.

Statistically significant value compared with control group data by T test

(% pd0.05, ™ pd0.01. *** ¢ p<0.001).

°d5f Mz A7 dage] 740.40(mg/ dl)
- B% o) 25k ) (p<0.01), 6.17+0.35(me/ dl) (p(0.0lLr FojatA 7
05). 6.53£0.38(ne/ 23tk (Table 2)

5193

) A AST, ALTe] u]x=

AST, ALTE CM-1 gellAls
& ZH7b 567£0.32(me/dl) (¢
d) (p<0.05) 2 freI8hAl Fhas

Table 2. Effects of CM Extract on AST and ALT Level in Serum of MSU-induced Gout Model

AST(ng/dl) 5,880,187 6.27+0.35 670, 5.17+0.4
ALT(mg/d1) £.37+0.40 6.870.45 617035

a) MeantStandard deviation {n=5}

Normal was injected the equal volume of PBS as the negative control.

Control was injected the bmg/kg of MSU as the positive control.

CM-1 was pre-administrated 50/kg of CM extract for 7 days and then induced the gout with MSU (5mg/kg).
CM-1T was pre-administrated 125me/ke of CM extract for 7 days and then induced the gout with MSU (5mg/ks).
Serum AST. ALT were measured after sacrificing all of groups on the last day.

Statlstica lly significant value compared with control group data by T test

»pC0.05, *pL0.01, #F 1 p<0.001).

3 #A BUN. creatininec] v}X% o3k CM7 ZFdA ZasdAT 94 oot
BUNS "zl ula CM+ 254 £ 2o (Table 3).

= BAEA QST creatinined W] ul3)
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Table 3. Effects of CM Extract on BUN, Creatinine Level in Serum of MSU-induced Gout Model

BUN (mg/d1) 4.86+0.27" 0.82£0.74 0.86+0.43 5.90+0.47
0.68=0.04 0.77+0.03 0.69+0.06 0.5620.05

Creatinine(mg/dl)

a) Mean#Standard deviation (n=5)

Normal was injected the equal volume of PBS as the negative control.

Control was injected the Smg/kg of MSU as the positive control

CM-1 was pre-administrated 50me/ke of CM extract for 7 days and then induced the gout with MSU (5mg/kg).

CM-II was pre-administrated 50mg/ke of CM extract for 7 days and then induced the gout with MSU (5mg/kg).
Serum BUN. C were measured after sacrificing all of groups on the last day.
~Statistically significant value compared with control group data by T test

(*  p<0.05, *#pC0.0L, ™ & pd0.001).

4) FA uric acidel 712 o gk 2.02:0.19(ng/dl) (p0.05)Z FeI3HA a3kt
Uric acid= wWzdel uls] CM-IelAat (Table 4).

Table 4. Effects of CM Extract on Uric Acid in Serum of MSU-induced Gout Model

Uric Acid(mg/dl) 1.940.21° 2.62%0.33 2.32¢0.31 2.02+0.19

a) MeantStandard deviation {n=5)

Normal was injected the equal volume of PBS as the negative control.

Control was injected the dmgskg of MSU as the positive control.

CM-1 was pre-administrated 50mg/kg of CM extract for 7 days and then induced the gout with MSU (5mg/ke).
CM-11 was pre-administrated 125mg/ke of CM extract for 7 days and then induced the gout with MSU (5mg/kg).
Serum uric acid was measured after sacrificing all of groups on the last day.

Statistically significant value compared with control group data by T test

¢ pd0.08, pd0.01 ¥ p<0.001),

5) ®2 WBC, ESR. platelete] )%= o138} Mol M 2ol wial 357£0.11(me/dl) (p<0.05)
WBC, ESR. platelet®] %4 23k WBC® CM- 2 FostA ZHastsdek(Table 5).

Table 5. Effects of CM Extract on WBC, ESR, Platelet Numbers in MSU-induced Gout Model

3574011

T WBC(0 ) 3.70£0.03" 3,800.06 3772008
ESR(mn/h) 170+0.05 2614026 2554007 2514011
Platelet(10"/mn) 83.9441.14 86.80+1.76 86.60:0.74 $5.1840.77

a) MeanzStandard deviation {n=>5)
Normal was injected the equal volume of PBS as the negative control.

Control was injected the Smg/kg of MSU as the positive control.
CM-1 was pre-administrated 50meg/ke of CM extract for 7 days and then induced the gout with MSU (Smg/kg).

CM-1I was pre-administrated 125mg/ke of CM extract for 7 days and then induced the gout with MSU (5mg/kg).
WBC, ESR. platelet in blood were measured after sacrificing all of groups on the last day.

Statistically significant value compared with control group data by T test

(0 p005. Fp00L, ™ 1 p<0.001).
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