Dr. Power Stem

ANTI-FAGING & STEM CELL RESEARCH

FETEEH

Rejuvenation Treasury




BRGEFHR S T E ST

Lo Stewr

INKEH ~ RIREWN

\ AContact

Magazin des Ambassador Club Schweiz

L

Some of entrepreneurs from Swiss, USA and Taiwan consistently
consider the excellent Biomedical-Stem Research techniques of
Taiwan experts, and decided to integrate the whole resources of

PhD, MD, and Professors. In July 2016, Dr. Power Stem
was established a s RD team is composed of experts
in anti-aging stém-cells, genetic nutrition, neural
health, flow llposome“protem and peptide,
strategic marketmg, prd ct design, public
relation, etc ]’hts excellent RDte m, headed by Dr.
PS, léads thls group to globally market made-in A

Taiwan Swiss brand. Through m\egratuon of W N

bio-medical patent, manufacturmg, packaging Kurz vor Redaktionsschluss
and marketing, brand establishment, quality control, iy i kam noch unerwarteter

Dr. Power Stem insists on the health values of high Besuch nach Baden:
technology, high quality, green, non-toxic, and on RS Frau Professor Dr. Claire Lin
bringing the best products to its customers. Dr. Power aus Taiwan uberbrachte
Stem insists forever on the direction of the Dream die besten Griisse vom
Kingdom, a place full of health, happiness, and welfare. RAC Taiwan und ihrem Mann,

der dort Prasident ist.

Ihr Kurzaufenthalt wurde
durch Mario Delvecchio und
Ruedi Burger begleitet.
Auch so kann man Grenzen tiberwinden!
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Neurogenesis fH£E B 4

* “No new neurons after birth” (Cajal, 1913)
* The developing tracking techniques
— [H]-thymidine
— BrdU
* Adult neuralstem cell (Ming and Song, 2005)
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SCF (Stem Cell factor) and G-CSF (Granulocyte-Colony Stimulating Factor)

SCF & Pass through the blood-brain barrier

G-CSF 3 I =
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(Zhao et af,2007) \
0 Anti-apoptosis e Nfeuro_genesis
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(Solaroglu et af, 2006: Dhandapani et af, 2005) (Jung et af, 2006;
Shyuetal, 2004;

Jin et af, 2002)

Proliferation, Mobilization, and
Differentiation of HSC and MSC

i 1 8% 4R % P B S R T

(Li et af,2001: Hess et af,2002)



G-CSF is able to mobilize CD34 stem cells from
bone marrow into blood. i 5 5 & 85 fA A2 £ 10 ;%

Baseline G-CSF Mobilization
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Alzheimer's disease.
aska C', Stellos K,

4 Author information

e T, Gawaz M.

Abstract
Alzheimer's disease (AD) is characterized by massive neuronal cell loss in the brain. Granulocyte-colony stimulating factor (G-CSF) is a

hematopoietic growth factor that promotes neuroprotective effects and supports neurogenesis in the brain. In the present study, we found
significantly lower G-CSF plasma levels in 50 early AD patients in comparison with 50 age-matched healthy controls. In AD patients, G-CSF
levels showed a significant inverse correlation with amyloid-beta (Abeta1-42) levels in cerebrospinal fluid, but not with levels of tau protein in
cerebrospinal fluid or Mini-Mental Status Examination scores. In addition, G-CSF plasma levels were significantly inversely correlated with
age in AD patients and healthy controls. In conclusion, decreased G-CSF plasma levels in early AD patients may contribute to a deficient
hematopoietic brain support with putative pathogenic relevance. Further studies are needed to examine whether a modulation of
hematopoietic growth factors such as G-CSF could be a promising new therapeutic strategy for AD.

PMID: 19494436 DOI: 10.3233/JAD-2009-1017
[PubMed - indexed for MEDLINE]




Pilot study of granulocyte-colony stimulating factohfor treatment of

Alzheimer's disease.

os J, Cimino C, Avila R, Rowe A, Chen R, V . Lin X, Cao C, Ashok R. J Alzheimers Dis.
2012;31(4):843-55.
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G-CSF) enhances recovery

Granulocyte-colopy stimulating fac

in mouse model 0f Parkinson's disease.
Song S, Sava V, Rowe A,
7;487(2):153-7.
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anchez-Ramos J. Neurosci Lett. 2011 Jan




G-CSF has been proven to prevent the infarct of heart and functional recoveries.
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Bone Marrow Stem Cells (BMSCs)
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Stem Cell Factor (SCF)

v SCF is a peptide of 165 amino
acids, which about 21 kDa.

v"  This cytokine plays an important
role of proliferation, migration,
and differentiation of stem cells.
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SCF is able to proliferate CD34 stem cells in

niches of bone marrow. ﬁﬁ%ﬁﬁé’%%ﬂiﬂﬂi@ -

Review Series

HEMATOPOIETIC STEM CELLS

Making sense of hematopoietic stem cell niches

Philip E. Boulais'? and Paul S. Frenette'




G-CSF + SCF accelerates the stroke recovery.
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ORIGINAL CONTRIBUTIONS

Brain Repair by Hematopoietic Growth Factors in a Rat Model of
Stroke

Li-Ru Zhao, Seema Singhal, Wei-Ming Duan, Jayesh Mehta and John A. Kessler
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After 6 months of stroke, SCF+G-CSF still shows the good recovery.

ABOUT TOORAL BOARD INFO FOR AUTHORS SURMISSON

& Stroke & 6 ERNAERAERE .
SCF + GCSF M REEE S\NEURO B
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2. EANBHEEY  BRENTAN/E  BESAH - B 6 EA%
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ASN Neuro. 2016 Jul-Aug
Repairing the Brain by SCF+G-
CSF Treatment at 6 Months
Postexperimental Stroke
Mechanistic Determination of
the Causal Link Between
Neurovascular Regeneration
and Motor Functional Recovery

Vehicle-ipsi

vehicle S+G Lili Cui,*? Dandan Wang,* Sandra
Stroke mice McGillis,* Michele Kyle,! and Li-Ru
PREHEH $fE 6 5% S+G EIE4 PRHEHE E6B%ES+GEEE zhao'
PEERERRBLE PSD-95) o gl & 10 B 4 aX

The neuron-regeneration and vascular-regeneration in the infarct area



SCF + G-CSF decreases the AP deposits in AD mice.
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RESEARCH Open Access

Stem cell factor and granulocyte colony-
stimulating factor reduce B-amyloid deposits in
the brains of APP/PS1 transgenic mice

Bin Ui, Maria E Gonzalez-Toledo', Chun-Shu Piao’, Allen G, Roger E Kelley'® and Li-Ru Zhao'#*

Abstract

Introduction: Alzheimer’s disease (AD) is widely recognized as a serious public heath problem and heavy financial
burden. Currently, there & no treatment that can deby or stop the progressive brain damage in AD. Recertly, we
demonstratad that stem cell factor (SCF) in combination with granulbocyte colony-stimulbting factor (GCSF) (SCF
+G-CSF) has therapeutic effects on chronic stroke The purpase of the present study is to determine whether SCF
+G-CSF aan reduce the burden of B-amyloid deposks in a mouse modeal of AD,

Methods: APP/PS1 mansgenic mice were usad as the model of AD. To track bone mamow-derived cells in the
bain, the bone marrow of the APP/PS1 mice was replaced with the bone marrow from mice expressing green
fluorescent protein (GFP). Six weeks after bone mamow transplantation, mice were rndomly divided into a saline
control group and a SCF+G-CSFtreated group. SCF in combination with G-CSF was administered subcutanecusly
for 12 days Circulating bone marrow stem cells (CO117" cells) were quantfied 1 day after the final injaction, Nine
months after treatment, at the age of 18 months, mice were sacrificed. Brain sections were processed for
immunohigochemigry to identify fi-amybid deposits and GFP expressing bone mamow-derived microglia in the
bain.

Results: Systemic adminstration of SCF+G-CSF to APP/PS1 transgenic mice leads to long-term reduction of
B-amyloid deposition in the brain In addition, we have akso observed that the SCF+G-CSF reatment Increxses
dirculating bone mamow stem cells and augments bone marmow-derived microglial cells in the brains of APP/PS1
mice. Moreover, SCF+G-CSF reatment rasults in enhancemert of the co-localization of bone mamow-derived
micogka and fi-amyboid deposits in the brain

Conclusions: These data suggest that bone marow-derived microglia play a role in SCF+G-CSF-induced long-term
effects to reduce fl-amyloid deposts. This study provides insights into the contribution of the hematopoettic
growth factors, SCF and G<CSF, to limtt famytoid accumulation in AD and may offer a new therpeutic approach
for AD.

15
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Molecular Biology Research Communications 2014;3(2):141-147 MB RC

Original Article Open Access

Effects of associgted SCF and G-CSF oh liver injury two
weeks after liver damage: A | induced by

thioacetamide administration

Mohsen Esmaili', Durdi Qujeq"* ", Ali Asghar Yoonesi', Farideh Feizi’,
Mohammad Ranaee®
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Figure 2: Liver section from a rat that received only TAA ~ Figure 3: Liver section from a rat tha plus G-CSF+SCF
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Management strategies for the hard-to-mobilize patient

Patnck J Seff
Loz Unnersy Metcal Covw, Naywood, IL US4

Semmary

Delaved hematepoter esprafiment, partcelarly of
platelens, 1 seen 1 S350 of panean sadergoiag
high-dote chemotherspy with swtelogens tem <ol
tanphatinen  Sredies  taduate  that  delaved
eagrafoment o related 1o Jow CDM" coll dote, 30d that
ek facters for poor mobdzatien of CDIL colls relate
primardy to the tvpe 3ad extent of prior therapy. Dats
tndscatiag an 3pPropriste strategy to eniure that ‘hard-
to-mebdize’ panents will sckieve adequate CDIM' col
sumbers are bmated It b5 Chear, Rowever, that marrew
barvetiag (performed frequently by 3 ssmber of
conters), i of hmited valse. Remobduanen best
acomphhed wurh 3 repumen of highdowr (hemo-
herapy 3ad cvreline, b of Denefit in selected patwan,
Bur has sebitaanal cours and morbaduty. lavtead of of
hoc treatment of patieats whe Rave 2 poor Srit mobid-
1anee, Mgh-rik groups 1hould be Mdennfed proipec-
avely, 3ad stratepis shoald be developed to emiure
adequate modikation (a ol Bigh-rik patieans. The Snit
raad d tmal etiliziag this appreach hai recently
been reported Ia thn tral, stem ¢oll modiluzanion with
graanlecyie coloav-samabinag facter (G-CSF) alene
wai compared to modidianes with C-CSF combined
with stem cell factor (SCF) im beavidy pretreated
paneats with Hodglon's and aon-Hodglan's hmphoma.
The combaation of C-CSF and SCF led to collection of
8 Bigher total €D’ coll dove compared to G-CSF
slone. Further, more panests @ (he combiaation grevp
were able 1o mobilize an opnmal CDAS" cell doe (1
$ ¥ 10 kg, Addinenal trials sze needed to determine
leag-term ontcomes 204 the aconomi Lmpact of achiy«
tag optumal stem ol mobikiation ta thewe patients, whe
would otherwiie not be candidates for high-dote cheme-
therapy,

Nevwords: sz cell modlzancs. Mpb-dose cheo-
Serapy. vem Cell mapaantos

decreases 13 Dosputal stay and corts Witd adequaie PERC
doses, peazophl recovery will mumally ocowr 910 dany
post-maanplant, and platelet tecovery will ocour 10=11 oy
post-maaiplast While sesmopld rxotwry it prompe 13
most all panensy regardiens of &uease of prioe Serpy,
$=35% of potieany will experance Selayy @ plaielet
emizext s PEFC masphanses !

Mazy smader have Sficated tat 3 Bgh CDJ- veem ol
dose 1 comlated Wit prozpt esgafisest of plaselen '’
Several rezospecae senes documment & monimuzy wafe cell
dose of 1 x 10" CDJ4" kg, witd furder provesseat (2
madan time 10 platelet eagraftmens ot doses >0 X 1P hg **
Below Sus dove, Serw 11 69 9 13 $0% cdence of delaynd
platelet esgnafment 2ad » wpmScmt ik of e
Bemorriage The most ugnificast commelation of CDI4* coll
dose 0 eapniment s Se sumber of panean who & sot
emnh by day 28 porrmasplase It sppean Sat e opa-
mal CDJ4* cell dose for prompt platelet eagnfiment (0
@mnitentia >8% of p by day 14 post-maziplazt)
B Sx1P CDM gt

Takes topecder, Gree £20up1 of patiesty €23 be descnbed
bated oa e a1ty © modbdize CDI4* cells fox PEIC
SamplaaIneg

(1) Toe soo-mobiizadie patest » pesext who, aflw
repeated pheteser. ooy 00t reacd e muimmum cel
doreof 1 10" CDH" g

(2) The Bdacd-so-moblize panest » povext who, aflw
repeated spdaresas, dows 2ot rexch he opaxmal cell dowe
of S0 CDMH' g

(3) The easy-wo-modilize panest. 3 patesr who meddizes
8% 0% CDI4"Ng 13 three 0 Sve apderevn

The rik B200y aniociated wich the bty 20 rapedly col
Sect S % 10" CO34" g Bave Dees amadied by vaniom prowps
I peoenal, S¢ amomt of myelomppressive Sengy
(chemoBen)y 334 ndanes 2unpy) 5 PISeat e
proe 1o Taaplaat 1 Be mout Sowr msocined
with e sumbder of CDI4" colls colected '™ Couan
BemoDeripeutk Az, vikh 1 Delphalia, wWUCwN,
procartazize, mimogen mustard, 334 plitsws compomdy

Bone Marrow Transplantation
(1999) Suppl. 2. 529-533
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ADDIN & ## R A B ApoEs4 B H EE
¢ ApoE4 : HIEEEER EFMNEER ( ApoE4 ) RYERE
EEREMZZBMIENKEER - BEFf—FEEERH - RAN
e 5% W ZZzBRRKERESREREEMSREREER -
& NeuroffFl: 128 (3{ER)
¢ ApoE4 BEEMEER - 8RE 45% HIMEEF 17%BVEE -
RREIRIGBER A FECIEIIBERY R EIRZE Y MM/VR - K
fig A SERTE - (HERE 10% BIAEHAETN 7% RUBHERV R ERER
B - KiERARBELIRERENR -
¢ 2. ApoE4 1IBINIRER A (cyclophillin A) - IIRME - &
BEEXVMEURSREAEMR -
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& ANTIOXIDANT AcTiviTY i S {E

¢ ANTI-CANCER F1 T

¢ IMPROVING METABOLIC SYNDROME
~ HIGH BLOOD PRESSURE = [ &
~ HIGH BLOOD LIPID & Il A&
~ HIGH BLOOD SUGAR & I #
4 PREVENTING FROM CARDIOVASCULAR DISEASES, STROKE,
AND DIABETES #%/OMEER - PEKFEKRR
4 BURNING BELLY FAT #4%% i 58 A e 85 b
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