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SM6120-10mM + IR (98%, HPLC) 10mM X 0.2ml
SM6120-25mg + ULRF R (98%, HPLC) 25mg
SM6120-100mg + IR A (98%, HPLC) 100mg
FEanE T
> [L#HER:
€4 + DA H
E€: Tubeimoside I
il + U R
B A% | Tubeimoside-1; Lobatoside-H
KiE + DRk Bolbostemma paniculatum(Maxim.) Franquet
&AL | 52 (Terpenoids)> =E>Fr R FER A IR =ik B
fbasX Ce3HosO29
DTE 1319.44
CAS= 102040-03-9
afifig 98%, HPLC
W5/ ERE | DMSO @ > 100 mg/ml (75.79 mM)
i 15mg /il A 1.14ml DMSO, &% % 13.19mg /Ml A 1ml
IR | pMSO, FRI0mMIRL,
> EPER
Tubeimoside I(Lobatoside-H) is an extract from Chinese herbal medicine Bolbostemma
I AR paniculatum (MAXIM.) FRANQUET (Cucurbitaceae) has been shown as a potent anti-tumor agent
for a variety of human cancers.
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TBMS I inhibited the proliferation of both HepG2 and L-02 cells in a dose- and time-dependent
manner, but HepG2 cells appeared more sensitive to the agent. When exposed to TBMS I for 24, 48
and 72 h, IC50 for HepG2 cells versus L-02 cells were 15.5 vs. 23.1, 11.7 vs. 16.2, 9.2 vs. 13.1 (uM,
p<0.01), respectively. TBMS I induced cell shrinkage, nuclear condensation and fragmentation, cell
cycle arrest at the G2/M phase, mitochondrial membrane disruption, release of cytochrome c from
the mitochondria, activation of caspase 3 and 9, and shifting Bax/Bcl-2 ratio from being
anti-apoptotic to pro-apoptotic, all indicative of initiation and progression of apoptosis involving
mitochondrial ~ dysfunction. ~TBMSl-induced molecular events were related to
{R4MFF7E | mitochondria-induced intrinsic apoptosis and P21-cyclin Bl/cdc2 complex-related G2/M cell cycle
arrest. TBMS1 combined with CDDP promoted cell apoptosis, decreased proliferation activity and
increased cytosolic Ca2+ levels. Bcl-2 protein expression was down-regulated but Bax was
up-regulated. Moreover, GST-m mRNA and protein expression were decreased. TBMS1 reduced the
resistance of the cells to CDDP-induced cytotoxicity. Treatment with TBMSI resulted in dose- and
time-dependent inhibition of proliferation, led to arrest in phase G2/M of the cell cycle and
increased the levels of intracellular Ca2 . Furthermore, TBMS1 up-regulated the levels of the
glucose-regulated protein 78/immunoglobuin heavy chain binding protein (GRP78/Bip), C/EBP
homologous protein (CHOP), Bax, and cleaved caspase-3 and down-regulated the levels of Bcl-2.
TBMS1 significantly inhibited the production of the pro-inflammatory cytokines, TNF-qa, IL-6 and
RAIFFE | IL-1B in vitro and in vivo. Pretreatment with TBMS1 markedly attenuated the development of
pulmonary edema, histological severities and inflammatory cells infiltration in mice with ALIL.
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SM6120-25mg + U (98%, HPLC) 25mg
SM6120-100mg L ULREEFFA (98%, HPLC) 100mg
, PiAH 143
RIFFM:
20°CTR1E, BD—FEER, EERMRICRIE, BO—DHAAK. WRIETAEDMSOMEH, i3 %f5-80°CLR17, Tit6MAN
B
AREI

> AP REN ARE —ERIEFEIEN, WEERIES, DU R B R AR AR,
> APERRT LA ZRIRENIRA, MIATIRAKSEEGET, M T Rz, MR EEETn.
> AT ZENERE, BT X T BRI,

fERWAA:
1.

2.

3.

B

WP b L B IR B B AT SR A OR A7 (EATAGTAT DATE2,000-10,000g B LEFD,  DAGEIRIA BRI AR FE 7k 25 Ik a F T
.

XTF10mMIEH, A EEMREEEH . XTI, TEARIEA S TR AR S S50 ] AOT3GEH A 78701 B A S e R P8 ) 9 (B Ji o
Mo

BN AE TAERETESZE ARG RSN, RN RGeSO, SRS HI, DURFTIERRRE AR 4
Y, SR TR,

AL YR I A R AR SR B AR RIS H W R :

https://www.beyotime.com/support/animal-dose.htm

Version 2022.04.25

2/2 SM6120 +UEHH(98%, HPLC) 400-1683301/800-8283301 = XK/Beyotime


https://www.beyotime.com/support/animal-dose.htm

