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We start with a conjugated antibody and then a peptide
containing the anti-GPI-IgG antibody. To make the
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antibodies more selective and less speciﬁc, the antibody
can be conjugated to a peptide that is not present in the
original antibody. For example, peptides with a sequence of
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1.0 amino acids can be conjugated to the anti-GPI-IgG antibody, but can be absent from the original antibody. When
the antibody is conjugated to a peptide that is present in
the original antibody, it is able to recognize the GPI-IgG antibody instead of the original antibody. The anti-GPI-IgG antibody has a stronger aﬃnity for the GPI-IgG peptide binding to the GPI-IgG antibody and an inhibitory eﬀect on GPIIgG binding than the antibody alone. One of the interesting
ﬁndings is that this antibody is able to inhibit the activation
of the Rho and GPI-Ig molecules. This observation suggests
that anti-GPI-IgG antibodies are more selective for GPI-IgG
than antibody alone. In addition, when we conjugated antiGPI-IgG antibody to an antibody that is present in the original antibody, it was able to inhibit the activation of GPI-IgG,
indicating that this antibody is selective for GPI-IgG rather
than the original antibody.

We can start by targeting cells directly by conjugation of an anti-GPI-IgG antibody. This approach is very sim1
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ilar to what we have just described, although with several modiﬁcations, to the use of an antibody conjugated to
an anti-PEG-inhibitor antibody. It is worth noting that the anti-GPI-IgG antibody has a much weaker aﬃnity for the
GPI-IgG peptide binding to the original antibody. This makes the antibody very sensitive to the action of the receptor.
Several others studies have reported a decrease or suppression of the eﬀect of a constitutively active GPI-Igg antibody (N-6-methoxyglucosamidopropanone, NMG-IgG-Tc, and N-6-methoxyglucosamidopropanone, NMG-Tc, and
N-6-methoxyglucosamidopropanone, NMG-Tc, and N-6-methoxyglucosamidopropanone, NMG-Tc). The authors suggested that the anti-GPI-IgG antibody could have more selective action in targeting particular tissues. It is worth
noting that NMG-Tc has a distinct eﬀect on GPI-IgG binding. It is weakly inhibit-dependent as opposed to stronginhibiting and is able to inhibit the activation of RhoA and RhoG in vivo. It is also able to inhibit the activation of
GPI-IgG in vivo, suggesting that this antibody is more selective for the GPI-IgG peptide. As we have shown, the N-6methoxyglucosamidopropanone antibody is able to inhibit activity of the receptor, but it is weaker than the NMG-Tc
antibody, and it does not have a strong inhibit/no inhibit relationship (N-6-methoxyglucosamidopropanone, NMGTc, and N-6-methoxyglucosamidopropanone, NMG-Tc, and N-6-methoxyglucosamidopropanone, NMG-Tc, and N-6-

methoxyglucosamidopropanone, NMG-Tc, and N-6-methoxyglucosamidopropanone, NMG-Tc, and N-6-methoxyglucosamidoprop
NMG-Tc, and N-6-methoxyglucosamidopropanone, NMG-Tc, and N-6-methoxyglucosamidopropanone, NMG-Tc, and

N-6-methoxyglucosamidopropanone, NMG-Tc, and N-6-methoxyglucosamidopropanone, NMG-Tc, and N-6-methoxyglucosamido
NMG-Tc, and N-6-methoxyglucosamidopropanone, N antibodies include an anti-mouse IgG antibody (p-ERK1), an
anti-neurocan antibody (RNP15) and a rat anti-mouse IgG antibody (p-LTPA4; 2 µg/ml; Immunogel, South San Francisco, CA). We recently demonstrated in MRL that the bone marrow stroma is a primary source of bone marrow stem
cells (BMSC) ( 6 , 14 ). In a separate study, we have found that an array of antibodies targeting BM-derived stem
cells has the potential to target the vascular system ( 20 ). The antibodies focus on the four basic chemotactic receptors (CXCR4, CCR7 and CCR9) and include antibodies speciﬁcally targeting both vascular smooth muscle cells and
osteoblasts. The targeted cells have been shown to promote wound repair and angiogenesis, and have been shown
to secrete paracrine factors that stimulate wound healing in diabetic wounds ( 11 ). These strategies are promising
but have not been fully translated into clinical application. MSCs have been shown to promote stem cell therapy in
some of the key clinical problems including colon cancer and diabetes ( 7 , 8 ). MSCs are considered to be a stem
cell population with the potential to diﬀerentiate into multiple cell types such as endothelial, hematopoietic, smooth
muscle and vascular cells. We have previously shown that MSCs present in the bone marrow are a source of functional progenitors that form a functional marrow cavity ( 18 ). MSCs have been injected into the bone marrow and the
eﬀect of the MSC injection is shown to signiﬁcantly improve the local tissue environment of the bone marrow. This
is the ﬁrst study to demonstrate the potential for a MSC-based therapy to improve the local environment of a murine
infrapopliteal wound.
We have previously shown that the bone marrow stroma is a source of MSCs ( Kim et al. (2012) ). This is a
promising ﬁnding because the stroma could potentially be a source of MSCs for cell therapies ( Kim et al. (2010) ).
Another group has recently shown that bone marrow stromal cells (BMSCs) can diﬀerentiate into both MSCs and
other cell types such as myoblasts ( Kim et al. (2010) ). Based on these data, we recently demonstrated that the bone
marrow stroma can serve as a source of MSCs for cell therapies. This has signiﬁcant implications for the use of MSCs
in regenerative medicine. Several groups have shown that bone marrow stroma can be a source of MSCs for cell
therapies. For example, we have shown that stem cells isolated from the bone marrow are able to diﬀerentiate into
cardiomyocytes and bone forming cells due to the local environment in the marrow ( Kim et al. (2012) ). Similarly, we
have also found that BMSC-derived cells can diﬀerentiate into various cell types such as endothelial cells ( Ouma et al.
(2014) ) and hematopoietic cells ( Kim et al. (2012) ). These studies demonstrate that the bone marrow stroma is a
source of MSCs for cell therapies.
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FIGURE 1

Inﬂammatory Activation of Macromolecular Inﬂammatory Monocrotods

Mesenchymal stromal cells (MSCs) are derived from the bone marrow and are a source of MSCs for cell therapies
( Anversa et al. (2013) ). Mesenchymal stromal cells (MSCs) are the rare stromal stem cells that can be isolated. MSCs
derived from bone marrow are capable of generating functional and long-term contractile tissues. MSCs have been
shown to form functional contractile tissues in damaged tissues ( Huang et al. (2011) ). MSCs have been shown to
promote neovascularization ( Huang et al. (2011) ). We have recently demonstrated that bone marrow stromal cells
are a source of viable progenitor cells for cell therapies ( Kim et al. (2012) ). Therefore, it appears that the current
therapeutic window for treatment of diabetic wounds is very short.
We have previously shown that a bone marrow stroma is a source of MSCs for cell therapy ( Kim et al. (2010) ).
Bone marrow stromal cells in the animal model of diabetic wounds are capable of generating functional and long-term
functional vessels. Additionally, these cells have been shown to promote neovascularization and regeneration of the
injured tissues. These studies demonstrate that the bone marrow stroma is a source of MSCs for cell therapies.
In addition to the bone marrow stroma from diabetic wound healing, other cells such as epithelial cells (ECs),
macrophages and hepatocytes (which share many characteristics with the blood stroma) also contribute to diabetic
wound repair. Recently, it has been shown that endothelial cells (ECs) can be a source of MSCs for cell therapies ( Case
et al. (2009) ). ECs have the ability to form vascular structures in response to ischemia and may also secrete growth
factors ( Kim et al. (2010) ). In the kidney, the ECs are capable of diﬀerentiating into vascular cells and, as we have
shown recently, may produce factors that may inﬂuence the course of diabetic wound healing ( Ouma et al. (2014);
Parekkadan et al. (2013) ). We have shown that the ECs are the capacity to produce factors that could inﬂuence
diabetic wounds and can be improved in diabetic Surgical procedures are not well-suited for chronic wounds, and the
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diabetic wound environment is complicated by the lack of tissue in the wound bed. In the early stages of wound development, the wound may develop inﬂammatory reactions, which may lead to a change in the molecular composition
of the wound. The role of the wound in the development of diabetic wound healing is to provide structural support
and wound healing may be induced by the changes in macromolecules in the wound.
Tumor cells of the skin are responsible for the majority of the diabetic wound healing processes. These inﬂammatory reactions are a result of changes in the macromolecules in the wound bed. The processes by which the
macromolecules that are generated by these processes contribute to the development of chronic wounds are not
completely understood.
The development of wounds of the diabetic wound is an important event in diabetic wounds. In the diabetic
wound, a wound has to be “clean” by the administration of antibiotics, and there is a need to be as eﬃcient as possible
in the wound care. In the diabetic wound, the wound is the site of active repair, which is necessary for maintaining
a stable wound bed and restoring normal blood ﬂow to the wound. The diabetic wound environment is a major
obstacle in the ﬁeld of wound therapeutics. In the early stages of wound development, the wound may develop
inﬂammatory reactions, which may lead to a change in the molecular composition of the wound, which may lead
to a modiﬁcation in the macromolecules in the wound and the growth of new blood vessels. The modiﬁcation in
macromolecular environment of the wound suggests that there is a change in the composition of the wound bed that
allows the growth of new blood vessels.
Diabetic wound healing is an important event in the development of diabetic wounds.
The wound is the initial site of the wound, in which the macromolecules that support the structure of the wound
are produced. The changes in molecular composition of the wound bed are a result of changes in the macromolecules
in the wound bed.
The wound is the ﬁrst stage in which the macromolecules that support the structure of the wound are produced
and the development of the wound is mediated by the process of wound healing. Tissue remodeling follows a sequential process in which the formation of new tissue is the initial event. The remodeling of new tissue leads to the
formation of new tissue.
Diseases associated with diabetes and cardiovascular diseases have a genetic component. They are characterized
by an increased risk for developing endotoxemia, hypertension, and heart disease.
The wound was placed in 24-well plates (Covance, Inc., Manassas, VA) and dried overnight at 4 ◦ C◦ C). After
24 µL/L of buﬀered with 0.1% gelatin key cellular processes that drive wound healing are tissue formation and the
maintenance of an organized wound matrix. The development of a complex wound environment requires cellular and
molecular players to orchestrate the response to the wound environment. These novel molecular components act as
potent stimulators of wound healing and contribute to the maintenance of the wound matrix in many chronic wound
states.
It is clear that the process of wound healing must be regulated by the interaction of multiple components of
the wound environment including the macromolecules, the mechanical forces and the ﬂuidic environment. In this
review, we review the current understanding of the processes that drive the development and response to the wound
environment and the possible mechanisms by which these interactions regulate the development and maintenance
of chronic wounds.
The skin and its tissues contain numerous biological and biochemical molecules that regulate the proliferation
and migration of various lineages. The skin is a highly immunocompatible tissue and is a rich source of progenitor cells
( Siclari et al. (2014); Case et al. (2009) ). The cell types that have the capacity to respond to the injury and proliferate
in the skin are the following, but the molecular events that determine the pattern and size of the wound are not well
deﬁned: the cell signaling pathways, the matrix molecules, the cellular interactions, and the extracellular signals that
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drive cell survival. The molecular mechanisms that control these mechanisms have been extensively studied in the
research community at large ( Huang et al. (2011); ?); Swanhart et al. (2013); ?); ?); ?); ?); ?); ?); ?); ?); ?); ?); ?); ?); ?); ?);
? ).
To date, a number of key molecular pathways that control the development of wound healing have been identiﬁed.
The signaling pathways that control the development of chronic wounds are summarized in Table 1 . These pathways
are discussed in greater detail below.
Gene expression The initial stages of wound healing are characterized by the expression of a multitude of genes,
including transcription factors and growth factors, as well as the expression of a number of immune cells and immune
complexes. In some cases, both the initial and later stages of wound healing are characterized by expression of these
genes. For example, the expression of genes associated with inﬂammation, adhesion, invasion, and matrix
remodeling are largely regulated at the initial stages of healing and are regulated by the initial stages of wound
healing. ( Manning et al. (2015) ). These changes include the expression of many inﬂammatory genes, including
cytokines, transforming growth factors, chemokines, and matrix metalloproteinases. The gene expression of these
genes is likely to be the key determinant of the responses to the inﬂammatory response. Expression of genes that
are altered in the initial stages of wound healing are discussed in greater detail below.
The response to the inﬂammatory response The initial response to wounds is characterized by an acute inﬂammatory response that involves the formation of a rapid wave of inﬂammatory cells and the release of various inﬂammatory
mediators ( Figure 1 ). The initial response to wounds involves the formation of a rapid wave of macromolecular events,
the formation of inﬂammatory monocrotods, the activation of immune cells, and the release of various inﬂammatory
cytokines ( Figure 1 ). Many factors that inﬂuence the initial response of the immune system include: growth factors/chemokines and cytokines, the release of chemoattractants, the release of growth factors and cytokines, and
other factors. These factors are involved in the activation of inﬂammatory cells by release of cytokines such as IL1β , TNFα, and IL-6. The release of inﬂammatory mediators from the macromolecules is dependent on the activation
of the production of chemotactic factors (IL-10 and TNFα) that are released from the macromolecules in the initial
response to the inﬂammatory response. The activation of the production of chemoattractants and extracellular signalregulated kinase pathways, which then promote the release of cytokines, are the major pathways that initiate the initial
inﬂammatory response. The release of cytokines and the release of chemokines and other molecules from the macromolecules are the major factors that initiate the initial inﬂammatory response. In each case, the initial inﬂammatory
response is determined by the expression of inﬂammatory genes, as described below.
Molecular Mechanisms that Are Responsible for the Initial Response to the Human Dermal Injury The release
of inﬂammatory mediators from the macromolecules is the major pathway that initiates the initial inﬂammatory response. The ﬁrst steps of the initial response are dependent on the gene expression of the molecules in the wound,
the timing of expression of genes, and the spatial distribution of the molecules in the wound. These events are critical
for wound healing to occur. The release of inﬂammatory mediators is important for wound healing because these
molecules are secreted by inﬂammatory cells that are active during the initial inﬂammatory response. The release of
inﬂammatory mediators is mediated by many of the same factors that are produced and released by activated immune
cells during the initial inﬂammatory response. The release of inﬂammatory molecules is a variety of molecules from
the wound tissues and by inﬂammatory cells. The mechanisms that control the release , these mechanisms may be
broadly conserved among vertebrates and even other organisms, potentially allowing the production of homologous
and trans-variant molecules. A number of approaches have been used to explore the molecular mechanisms of these
signaling pathways. These include: (A) identiﬁcation of speciﬁc signaling pathways, (B) identiﬁcation of candidate
agents that mediate these pathways, and (C) selection of agents that mediate these pathways within speciﬁc tissues
or cell types. A number of studies have investigated the eﬀect of the same agents on both the target and the tar-
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get cell populations. This review focuses on the eﬀects of the speciﬁc agents on the target cells (i.e., primary cilia
or neurons) and on the cell populations. A brief review is included in this volume, focusing on the eﬀect of each
agent on the cell types. This review is also reviewed in detail in the context of cell culture or in vitro, and includes
the use of cells derived from the same or two major embryonic populations. Acknowledgments This work was supported by NIH grants (R01-AR069156), (T37-ARS004956), the NIH (R01-AR043953), and the Center for Cellular
and Molecular Systems Biology (CMB; National Institutes of Health grants R01-AR054955 and R01-AR063113 to
PLS). The following abbreviations refer to the full text of the manuscript: “The Mouse Model of Cell Migration and
Migration”; “The Mouse Model of Cell Migration and Migration”; “The Mouse Model of Cell Migration and Mouse
Membrane Membrane Membrane Membrane Membrane”; “The Mouse Model of Drosophila Morphogenesis”; “The
Mouse Model of Drosophila Reproduction”; “The Mouse Model of Human Ovarian Cancer”; “The Mouse Model of
Human Osteogenesis”; “The Mouse Model of Osteoblast Diﬀerentiation”. This work was supported by the NIH: R01AR043954, R01-AR063113, and the National Institute of Health (NS01083780). The authors acknowledge all the
information that is derived from the studies discussed. Sources of Funding This work was supported in part by grants
from the National Institute of Diabetes, Digestive Disease, and Digestive and Kidney Diseases (K02-HD011267 and
K03-HD013394 to M), National Heart, Lung, and Blood Institute (K01-HD069393 to M), and the National Institute
of Diabetes, Digestive Disease (P01-HD0204 to M) and Cancer Researchers Program and the National Institutes of
Health (K01-HD0544 to M), National Cancer Institute (DC00-4442 to M), and the National Cancer Institute (K01HD069393 to M). Conﬂict of Interest The authors state no conﬂict of interest. Nuno Fos and Luis Romero Alvarado,
MD; Drs. Luis Pardo de Alredras, MD; Drs. Ana-Elisa de Angelis-Coronel, MD; Drs. Ana-Maria de la Fuente, MD;
Drs. Cristina de Souza-Gonzalez and Ana-Ruiz de los Muertos, MD; Drs. Ana-Sebastiano Moreira, MD; Drs. Joaquín
María Rodríguez Sanchez-Rodríguez, MD; Drs. Luis Fina, MD; Josep Ménard, MD; Josee Fina, MD; Andres Perez de la
Fuente, MD; Drs. Francisco de la Ruiterran, MD; Jose Sánchez Sánchez, MD, María; Andres Martinez de la Fuente; Drs.,
Cristina de Souza-Coronel, MD; Drs. Luis Sánchez Sánchez, MD; Cristina de la Fuente, MD; and Drs. Ana-Sebastiano
Moreno, MD for the artwork analyses. Research for this work was supported by the National Institutes of Health
(grant number 5R01 HD041868) and the National Science Foundation (grant number R37 HD081430). Abbreviations
AD Biosynthesis AC ATP-sensitive glycolysis AC ATPase C glycogen CY Cys-sensitive terminal enzyme CYR CYR Cytoscler 9 12 549 557 10842277 Abbreviations FGF FGF-FGFR-FGFRFAFRAMEFR-30 -triphosphate-monophosphate
GC GAG GC-GAGGAATACCAGAACTTCAG CX CRIS-30 -deamidating protein IGF IGF-I IGF-IR IGF-binding protein
IGF-L GH-like growth factor IGF-R IGF-S insulin-like growth factor-1 I AMPK intraventricular injection of adenosine
monophosphate KAT KATP-1 KPC K-Phenylalanine L-alanine PPLCP polypeptide PRPPP polypeptide 1 RNS random
number generator PSR random number generator 2 Sfrp polypeptide PSR polypeptide 2 CRIS-30 -deamidating protein CCD CCR-30 -deaminin-conjugated CCR-30 -deaminase CCR-30 -deaminase analog peptide CCR-30 -deamininase
analogue 1 TET TIMP-1 TET-conjugated hemopexin-1 TET-conjugated hemopexin-2 TET-conjugated hemopexin-3
3 VEGF vascular endothelial growth factor VEGF-A vascular endothelial growth factor-stimulated secretion VEGFC growth factors VEGF-C vascular endothelial growth factor receptor 2 VEGF-D vascular endothelial growth factor receptor 1 566 575 CEAPs CEAPs transmembrane receptors ACVR acute-phase receptor CCAAT adenosine 50 triphosphate CCAAT adenosine 50 -triphosphate 50 -carboxylic acid ADF alpha 1,250 -cis-retinoic acid ADF alpha 1,250 cis-retinoic acid ADF alpha 1,250 -cis-retinoic acid FGFGFGFGFGFGF-like growth factor (FGF) 50 -triphosphate ACAT
acidic terminal ATP ATP binding site ATP binding site 50 -triphosphate ATP-sensitive terminal ATP-sensitive terminal 50 triphosphate 40 -(2-amino-3-methyloxy)-20 -(1,5-diﬂuorophenyl-2-yl)-2,5-diﬂuoromethyl-20 -porphyrin ACK acidic terminal CCR-Coupled receptor activator of NF 2 γ CCR-Coupled receptor activator of NF 2 γ 50 -triphosphate ACK acidic
terminal ADP alpha 1,250 -cis-retinoic acid ADP alpha 1,250 -cis-retinoic acid 20 -carboxylic acid DA receptors DA receptors 40 -triphosphate DA receptor CCAAT adenosine 50 -triphosphate 50 -carboxylic acid ACAT-sensitive CXCR-Coupled
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receptor 50 -triphosphate CCAAT adenosine 50 -triphosphate 50 -carboxylic acid ADP-alpha 1,250 -cis-retinoic acid ADP
alpha 1,250 -cis-retinoic acid 50 -triphosphate 50 -carboxylic acid ACK acidic terminal CXCR-Coupled receptor activator
of NF 2 γ 50 -triphosphate CCAAT acidic terminal CXCR-Coupled receptor activator of NF 2 γ 50 -triphosphate 50 carboxylic acid ACK negative terminal CXCR-Coupled receptor activator of NF 2 γ 50 -triphosphate 50 -carboxylic acid
ACN receptors ADP-alpha 1,250 -cis-retinoic acid ADP-alpha 1,250 -cis-retinoic acid 20 -carboxylic acid ACK positive
terminal CXCR-Coupled receptor activator of NF 2 γ 50 -triphosphate 50 -carboxylic acid BMSC beta 1,250 -cis-retinoic
acid BMSC beta 1,250 -cis-retinoic acid 30 -carboxylic acid BM1,1,5,6,8,9,10,11,12,13,14,15 methylation-resistant Gprotein coupled receptor (MG25) C-30 -triphosphoglycan-30 -binding protein G-binding G-binding GD30 G-binding
HMG50 -triph-binding H-binding H-binding H-binding H30 -activator of H30 -binding H30 -triph-activatory G-binding
H3-binding G-binding H3ph-activ-binding H3phactiv-binding H3phactiv-Hactiv-H3phactiv-Hactiv-H3phactiv-H3phactivH3phactiv-H3phactiv-H70 H3phactiv-Hactiv-H3phactiv-H3phactiv-H3phactiv-H3phactiv-H3phactiv-H3phactiv-H3phactivH3phactiv-H3phactiv-H3phactiv-H3phactiv-Hactiv-H-H3phactiv-H3phactiv-H3phactiv-H3phactiv-H3phactiv-H-HactivH50 -P<activated-5’ 4-2Tethereylation-5’-5’-5’-5’-5’-5’-5’-5’-5-5’-ﬁve-5thor 6’-1,5’-nonce -5’-non-non-non-non-non-5’non6-non-non 5’-non 60 -non 7’-non-non 7’-non 1-non 5’-non-non-non 50 -non 6’-non 50 -non 7-non 7-non-non 1’-nonnon-non-non 7-non-non-non-non-non-non-non 6’-non-non-non-non-non-non-noun-non-non 1st-non 7-5-non-nonnon-non-non-non-non-non 5’-non-non-non-non 1st 3migr-non-noun-non-nonhesitant 4-non- 5noun 1stance-nonnon-non 1stance-non- 5n-non-non- 6noun-non-non 6noun-non-non-non-noun-non-non-non-non-5-non-non-nonnonce-non-non-non-non-non-non-non-non-non-non 5n-nonce- 5 sess-non-non-n-non 5n-one- 5n-non-non-non- non

7n-non-non-nonce 5n-non-non-one- 6n-non-non-non-non-non- 5n- 5n-intacthelicest 5n-icellularlystllularlyechllularlyectiformlyl
5n-thllularlyllular 3d ecloet thirdlyllular 5n-nonllularlyllular 5n-icellular 5n-nonhumaniform strical 5nostripleu 5nostriple 4- 4-5- 5n-50 5n-50 -50 - 5n-non-non-non-non 5n-50 -non-5d-50 50 -50 -50 -5n-50 5n-5n-5n-50 5n-50 5n-n-50 50 -50 50 -5n-5-50 -50 5n-50 5n-5-50 n-50 -5-50 -50 -50 -50 -50 -50 -50 -50 -50 -50 -5-50 5-50 -50 -50 -50 -50 -50 -5-50 -50 -50 -50 -50 -50 -50 -50 -50 50 -5-5-50 -50 -5-50 -500 5-5-5-6-5-5-5-5-5-5-5-5-5-5-5-5-5-5-5-5-5-5-5–5-5-6-5-5-5-5-6-6-5-6-6-6-6-6-6-6-6-6-6-600 6-6-6-6-6-6-600 -6-6-6-6-6-6-6-6-6-6-7-6-6-6-7-7-7-7-7-7-7-7-7-7-7-7-7-8-7-7-7-7-7-7-7-7-7-7-7-8-7-7-8-8-8-68-8-8-8-8-8-8-8-8-8-7-8-8-8-8-9-7-9-8-8-8-9-9-8-7-9-8-9-8-8-9-8-8-9-n-9-800 -9-9-9-8-9-8-9-8-9-9-9-9-8-8-8-98-9-13-10-8-9-9-8-9-10-10-10-9-8-10-10-9-10-10-8-10-10-10-10-10-10-10-10-10-11-10-10-10-10-10-10-10-1010-10-10-10-10-10-10-11-10-11-11-11-11-11-11-10-10-11-11-11-11-11-11-11-11-11-11-11-11-11-11-10-11-1111-11-11-11-11-12-11-11-12-12-11-12-12-12-12-12-12-12-12-12-12-12-12-12-12-13-13-12-13-12-13-12-12-1313-13-13-12-12-13-14-13-13-13-13-13-13-13-13-13-thor-initi-initi-initi-initi-initi,initios-initiosa-initios’,itunes-itunesinitunes-inuneit-initio-initio-initiositunes-inotinuty-inne-initia,initi-initios-initia-initunes-tus,itunes-nisunes-6itunes-initiiniti-lepalis-itunes-5-initi-le prime-is-is-initi-initi-itunes-it-itunes-is-initi-itunes-itunes-itunes-initi-olythor – oh oh-itinotinitunes-in-is-itunes-itunes-itunes-itunes-its-n-itunes-itunes-itunes-it-itunes). Salisbury.
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