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SM2199-10mM EFET(98%, HPLC) 10mM X 0.2ml
SM2199-25mg PR (98%, HPLC) 25mg
SM2199-100mg EFET(98%, HPLC) 100mg
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22 A Icariin is a flavonol glycoside. Icariin inhibits PDE5 and PDE4 activities with IC50s of 432 nM and
IS 73.50 uM, respectively. Icariin also is a PPARa activator.
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Icariin is a cGMP-specific PDES inhibitor. The inhibitory effects of Icariin on PDE5 and PDE4
activities are investigated by the two-step radioisotope procedure with 3H-cGMP/3H-cAMP. The
potency of selectivity of Icariin on PDES (PDE4/PDES of IC50) is 167.67 times. Cell viability is
measured in the present study to evaluate whether Icariin protect endothelial HUVECs from
RSN injuries induced by oxidized low-density lipoprotein (ox-LDL). The exposure of the cells to ox-LDL
for 24 h significantly decreases the cell viability compared with control group (P<0.05). However,
Icariin can inhibit cell injury induced by ox-LDL in a concentration-dependent manner, and has
significant difference (P<0.05) compared with ox-LDL-simulated group. Icariin protects BMSCs
against OGD-induced apoptosis by inhibiting ERs-mediated (ER Stress) autophagy via MAPK
signaling pathway.
Icariin is a PPARa activator, induces Cyp4al0 and Cyp4al4, and regulates the mRNA levels of lipid
metabolism enzymes and proteins, including fatty acid binding protein, fatty acid oxidation in
mitochondria and in peroxisome. Icariin is effective in the treatment of hyperlipidemia. To
understand the effect of Icariin on lipid metabolism, effects of Icariin on PPARa and its target
RS genes are investigated. Mice are treated orally with Icariin at doses of 0, 100, 200, and 400 mg/kg, or
Clofibrate (500 mg/kg) for five days. Liver total RNA is isolated and the expressions of PPARa and
lipid metabolism genes are examined. PPARa and its marker genes Cyp4al0 and Cyp4al4 are
induced 2-4 fold by Icariin, and 4-8 fold by Clofibrate. The fatty acid (FA) binding and co-activator
proteins Fabpl, Fabp4 and Acsll are increased 2-fold. The mRNAs of mitochondrial FA -oxidation
enzymes (Cptla, Acatl, Acadl and Hmgcs2) are increased 2-3 fold. The mRNAs of proximal 3




-oxidation enzymes (Acoxl, Echl, and Ehhadh) are also increased by Icariin and Clofibrate. The
expression of mRNAs for sterol regulatory element-binding factor-1 (Srebf1l) and FA synthetase
(Fasn) are unaltered by Icariin. The lipid lysis genes Lipe and Pnpla2 are increased by Icariin and
Clofibrate. Adult rats are treated orally with Icariin at doses of 0 (control), 50, 100, or 200 mg/kg
body weight for 35 consecutive days. The results show that Icariin has virtually no effect on the
body weight or organ coefficients of the testes or epididymides. However, 100 mg/kg Icariin
significantly increases epididymal sperm counts. In addition, 50 and 100 mg/kg Icariin
significantly increase testosterone levels. Furthermore, 100 mg/kg Icariin treatment also affects
follicle stimulating hormone receptor (FSHR) and claudin-11 mRNA expression in Sertoli cells.
Superoxide dismutase (SOD) activity and malondialdehyde (MDA) levels are measured in the testes;
50 and 100 mg/kg Icariin treatment improve antioxidative capacity, while 200 mg/kg Icariin
treatment upregulates oxidative stress.

NCT01979133: Bipolar Disorder|Substance Use Disorder, Phase 3; NCT02112123: the
Pharmacokinetic Profile of Icariin in Humans, Phase 1.

I RSER

L

SEXER:

1. Xin ZC, et al. Asian J Androl. 2003,5(1):15-8.
2. Lu YF, et al. Molecules. 2014,19(11):18179-91.
3. HuY, etal. Int]J Clin Exp Med. 2015,8(3):3585-9.
4. Chen M, et al. Molecules. 2014,19(7):9502-14.
5. Liu D, et al. Life Sci. 2020,253:117730.
@,41: =
F‘uﬁréﬁ% FE AR (2B
SM2199-10mM EFFETF (98%, HPLC) 10mM X 0.2ml
SM2199-25mg ETFFE T (98%, HPLC) 25mg
SM2199-100mg PR FEF(98%, HPLC) 100mg
_ BiIRH 13

REFFMA:
20°CHRAE, BO—EARM, ERBARSCRE, B0 PAHM, WRIETIEDMSOWMH, M EE-80CHRTE, Fit6 AN
B

== U

> AFEEATREN ARE —EMEEER, WBERIES, DU B R AR s AR,

> AP ERRT LA ZRIREIRN, MIHTIRKSHEGET, MR T aMeZsm, MIFRTEEETN.
> N TIERZ AR, EFLR R —X T BRI,

ﬁ}ﬁlﬁﬁﬁ
L WEFE S TE L RN R U P HE R I SRR 1. R AlRT DAFE2,000-10,000g B/0:80F), DAMERIASM AR T I EE KRG H
fHH,

2. WNFI0mMAER, PIERBERRER, NFEE, ERIEAR SRR M S2IE B SR N IA 77 EC il 5 v i & i (BHR) J5 &
)Eﬁo

3. BRMBRETEREIESEARNEARIRIN, BAMRGEREHEHEE M, SERERR R, AN IR e diffn
g, JEI I THE R,

4, RESEBRIBEARERNERF EHRRBRIESZW RMW I :

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

Version 2022.04.25

2/2 SM2199 #¥-#1(98%, HPLC) 400-1683301/800-8283301 =K /Beyotime


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

