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[ MeSH] Momordicin;
[ ABSTRACT] Aim  Our previous result showed that at the concentration of 25 mg/ (kg. d) , Momordicin has a distict thera

peutic effect on coxsackievirus B3 ( CVB3) viral myocarditis.

Viral Myocarditis; ~ Nuclear Factor Kappa B;  Cardiovascular Disease Model/mice

Because nuclear factor kappa B (NF-KB) is Key tactor in immunity
Method

mordicin from Momordica as our previous report, 5 groups of animal are used in this experiment: control of virus group ( VC

and inflammatory reaction, we measure the regulation effect of Momordicin to the level of NF-KB. To purified Mo~
group) ; control of normal group (NC group) ; control of Momordicin group (MC group) ; low dose Momordicin therapeutic group
(LM group) ; high dose monordicin therapeutic group (HM group) . Animals were killed at 0 d, 3d, 7 d, 14 d and 21 d, and
Re
The activity of NF-XB are still measuerable in the DC group at 21 d, and it’ s activity is higher than the NC group; there are

purified nucleus protein, protein quantifyed by BCA method, then measuring the activity of EMSA and assys the result.
sult
different degree of inhibition effect in HM and LM groups to NF-XB activity, and nerely no NF-KB was appeared in the HM and MC
groups; there are low level NF-KB acitivity were found in the NC group. Conclusion The curing effect of momordicin to viral

myocarditis may related to it” s inhibitory effect to NF-XB activity.
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BALB/C /NR B B B A¥ LR s ¥ 12 t, F N
FEHHEFAFCLERARTAA, €4, £
SDS-PAGE LUk A — &, # X 2~ F L & 4 28 kDa.
BEARB.EEEEEMSA KT B B E 4 &+ E
MERLEBEREMARTEARE 2 TEHRKE
SEA, BCA & &R E N 2R A & B % B BioRad
/], NP-40. HEPES. PMSF 1 & At % | #, EDTA.
DIT 4 B L3 & T, pepstatin. leupeptin aprotinin H 7K
FAME LB, AR A E o474
1.2 HNEBFIEERFESHTE

& 1 HeP2 % i L Il % 7 % &9 TCIDS0, bA 10°
TCIDS0 A& H 1, KK FEHAK. ENEEZAR
W I, L EERK, % BALB/C /NR L &K &
B4 B, £ B 5 £ (1LDS50) # 450 mg/ (kged), 50 mg/
(kged) £LE B3 B2 RA B, 5 A 25 my (ke
D) EREaEEHNEET. A RS NEEE
gt mERES R ERERANE 0 K I 483E 4 2
B 6K, FTASIMES 21 KA, BB, LB K
ANBAF, BEBE - T0CAREFREULR. 3
MER LA S5 H. IE % *f P& 2 ( normal control
group, NC group): 0. 1 mL J& & # Bk, @r & K
48 (virus control group, VC group): 0. 1 mL 10"’ CVB3
EE+ 0.1 mL & F 3K, 0925 47 % B8 2 ( control of
Momordicin group, MC group) : 0. 1 mL 25 mg/(kg*d) ¥
BREZE+ 0. 1mLFERFBR; &5 2967 A (high
dose therapeutic group, HM group): 0.1 mL 10"° CVB3
&E+ 0.1mL 25 mg/(kg*d) EMEH; KAE®
J7 %8 (low dose Momordicin therapautic group, IM
group): 0.1 mL 107" CVB3 /& &+ 0. 1 mL 1. 79 mg/
(kged) F=ME G
1.3 OHARRENE SRS

FNRBER Y EaE=8 4 FHRHL
B0 T W F a4 R0 EH 8RR,
FEMEELANF; OO W G ERET A
WREY o0 L 4 10% 818 R B A
R 24h, AEE30% 8 L8 FRF, HENEE L
BAEE IR o A 5,
1.4 ZEBRR

% B Zhang 21 %0 Francois %" 7 & R4 K IE
EHZEE. FERET:  RI 100 mg AL, A
PBS 7t JLR, DLk & FE R A2 0 AL b o ofn 248 HE, 48 8 K
AL 5mL#EPZF, fmA0.5ml A [ B4l T:
10 mmol/L. HEPES-KOH ( pH7.9) + 1. 5 mmol/L. MgCl, *
6H,0+ 10 mmol/L KCl+ 0. 5 mmol/L DTT, Il /il &7 A 1

mmol/T. PMSF %7 10 mg/L. Leupeptin. Aprotonin) , [ fR
MW e, KRG A ERES K 5 min, 4 000 1/
min, 4°C# Q5 min, £ L&, - 80 CHKE 5 min. @
FEA 400 ML A R EH &, RIT /LK, W L E 2
min. (D 6% HI NP-40 LK FE N 0. 6%, & jt 4
min, ERZHRBEMBEHEERL. 5000 /min
B0 S5min, LEHBEF-FWEPEF, LY
Fl &, BIUR Y E H 7 100 UL A C K[ B4 40 T: 20
mmol/L. HEPES-KOH(pH 7. 9) + 0. 42 mol/L. NaCl+ 1.5
mmol/L. MgCl, ¢ 6H,0+ 0. 2 mmol/L. EDTA+ 25% (v/v)
H o+ 0.5 mmol/L DIT, If5 /% /m 1 mmol/L PMSF #=
10 mg/L LeupeptinsAprotonin] # &%, 4 °C, &7l
4 45 min. @15 ki/min & 4 10 min, W& L&, 7
B,-T0CHEF. LRABERTEKERA4TT
WRIE F #4T, URER DB E G WM.
L5 ZEBEKRERN

{# JH Pierce Chemical 2\ %] B9 BCA & 5] & #-9.
1.6 BRI BE 43 M7 ( Electrophoretic Mobility Shift As-
says, EMSA)

B F KB 4 A1 A (5¢AGT TGA GGG GAC TTT
CCC AGG (-3 Santa Cruz Biotechnology /A & & %),
FEHT AR K, B KF M &Z: £ 10 mmol/L Tris
HCl+ 50 mmol/T. NaCl+ 10 mmol/L. MgCl, + 1 mmol/L.
DIT ¥ 4 T 90°C 10 min~ 65°C 10 min~ 37 C 30
min. %5 E T4 % R AZ ¥ B 5 ( Promega A &) 1E
T ¥* P-ATP(Amersham Phammacia Biotech /A &) 7
10, & B85 DNA & & K N & F i F#4T, K 20
min, R ARAR 20 ML, KBB4 5 Me & E, 10 m
TrisHCI (pH 7.5), 50 mmol/L. NaCl, 1 mmol/L. EDTA,
5% H 1, 1 mmol/L. DIT, 1 Hg poly( d-dC) 1€ 3 % 4 £
WHIAL 40 Vg FFEE G, A5 EDNA-BE AR
A 4im 2 WL b A & o R (B %) 42 T : 50 mmol/L Tris
+ 0.38 mol/L H & B + 2 mmol/L EDTA + 20 mmol/L
BB 2) £ 6% W1 B T R BE AU BT Bk (B R 200V,
MK ERABT AN, BEEFE4C) 42~ 3h,
RERRER G, TRERE 2L F 108
T U EEEL T 8, - 0CHH BRI REH
YR A &R,
1.7 FE MG e
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T FE T HE ZH T L DR R PR 48 1 24 P 92 9 RS 40
WA ZIRTE, 00 A f 0 J PO LR 2038 (I 1,
Figure 1) ; T 7 N 2R F VA 7 20 2 M 41 B 3= 3 K20 L
A IR LD UL 2, Figure 2) o FR7~ 7 KA H X
RN OULR K RIEFRITER

1. HEXBEOHL10x 20) HE Fe 8 B 55 8k H
107737, 14 d J& 7T LR (1) 56 o 40 Mg V2 T R 38 43 Lo JULER B8

Myocardium at 14 d of the disease control group
A lot of inflammatory cells infiltration and

Figure 1.
stained with HE ( 10 x 20) .

necrotic myocardiocyte can be seen.

—

B2 EFE[25 my (ke d)] FIRNEBEBITH(10%20). %
P20 R E AL O LR BE D T

Figure 2. Myocardium at 14 d of the high dose Momordicin
therapeutic group stained with HE ( 10 x 20) .

cells infiltration and necrotic myocardiocyte can be seen.

Less inflammatory

2.2 #ZBEF B ERSH UK ERE SR EME
T

B B R A /N E I F KB i1, R EEXS
FRAHAESS 03714 FIEE 21 K 5 ANAS R a] S04
T KB iE L FE S T IE % X 4L (B 3, Figure
3)o HEEF O K(6h) MEHHE S THE&H
)55, 25 32714 158 21 RZ MM EAHE. BB
IREEDMTEERE, 8 7.21 RHEE 3.14 REEN

vt — e, T HLBASS 7 R s PR

E 3 FREXIREAR EMSA SE. F1oeEsnE: Ho
RBEI RGBT RVE 14 KRB 21 RAIE R XA

EMSA Photo of the disease control group at differ-
From 1st to 6th line was zero day, the 3rd day, the 7th day, the

Figure 3.
ent day.
14th day, the 21st day and normal control group, respectively.

1 2 3 4 65 6

4. FHINERANZETF B MMEIEMREY EMSA B, %1%
36 1E s AT 4RI 1) PR B (2) R EVR YT A(3) .
RFIRIGITH(4) TR RA(S) VIR WA (6) .

Figure 4. EMSA photo which show the inhibition effect of
Momordicin to the activity of NF KB.
the MC group, the negative group, the HM group, the LM group, the VC

From 1st line to 6th line is

group, and the NC group, respectively.
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2.3 EHINEBXZETF B EHAHIFIER

R R 1 N AXAZ 7 B A A RFEE
FIAMEE (B 4, Figure 4), BRI FI BN .. 1E
EAEEITA, T B JLFEARREL, K&
4 LI B X IR ZEAZ R T XB IS AL AL BT B B PR ARG B
X B A /b B A% TR T KB TS AL, 2590t R A% TR T
KB JLPAEN, LT U 7 o N E A s B A
o A A% R 7 KB VSR OPE A o

MK 3 FE 4 &0 LA HA PR R R %
Kl KB #iE AL, tibrid s, “A” E 22 P65 P50 [1)
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AT KB 156 S f 1 25 SR 0L 5 (Figure 5),
AL ULFTIR AR B 25 SRR R R 1. JEAR IR B F KB
HREF R TR R (2 /L) B ORI H 5T
T2 B KB ()56 4 PRI F, i1 FEA7E SR (50 Ko/
L) B U 58 410 R% R 7 KB _E (AL 0535 G b, M, [
FEVR (50 Yo/L) A AERRIC APl B R H BRI =
G ERERSS -

free probe

5. %ETFBWZTEAEIE. 1 dEdric AP ERETR
TREFAL(50 Bg/L) ; 2: 2 P FRic % A7 KB R TP BRIREM41; 3: 2 My
L 3EFRICINAZ K7 KB SERALTT IR R EH 4L 40 50 By/L JEdric (1%
T KB EREH R IRE 4.

Figure 5. Competition inhibition photo of NF- KB.
beled AP1 oligenucleotide (50 Ug/L);  2: the NF-KB oligenucleotide la-
beled with *?;  3: 2 Hg/L none labeled oligenucleotide of NF-KB; ~ 4: 50
Ug/L none labeled oligenucleotide of NF-KB.

1: none la-

3 18
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PR AR AE — I SCIRAR 2D, T A 90 B 1RO LR L 12
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7 J(Momordica charantia L) A& 7 BHE ) 7 K
sz, MERGE R, AIF WA H ST
TG WU B K TR RTR | AR R AR R P R
WRREERE o R P Ah 2 E P Bl
SrE A 2 R o, R ILA B B B B
T S 2 A E T B IR B2 AR
. 7 /N8 A (Momordicin) A2 FRATH| A &Ly HE FE
AT SAR B B AR G TR Y 7 B ) — A e B
J, FLARX 2 F R R 2 28 kDa, BATTIEAH LA ) 7K
PR ESE T e BBt CVB3 i B AE A A 2k
CVB3 Bt LUK MvasT (A

HATE eI CVB3 3 25 20w 35 1 0 LR 1 R
HiZE 7 KB R I R ARSI A I i
DR KB PR A4 T A2 3] B S5 1R 96 97 8 23 M L 5% R AR
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