RCS&HTEH
200548 3 —FEEWYE




TAA7ETAAS—E

:rn;m&aﬂ:dgﬁﬂmmum:_ T s (e

CEERRRE YT N
e
l l I . e
A N, mﬁfu'i'.,-'.aﬁ‘

ATENEGITE T i L T .
- M'#Q
- THaX ?EQI‘JL%@:&:‘:
: } . FOAS —H|TRIZFE T — l
" - |
. |

A .

4 EEETELTTEAF ool

F045—fsr UAmErsuEs |
ST 707 FRET 5. 1
' o _rl W L | el A
el oy g [- | I .' g ?

ill "."11
1TENY

i ‘AR FOATHEEDC YL
TOATFHEN Uik LH,},EI:IH:H- " ! [

TOrATF




o EDEMELDTOAAT7IL1200ngM HIERLET,

o FELGTEAOTAOATIZLIIONGMNDRRA—RL TS
BLET, D AEIONgLL T EMNMELLEH-TULNS
IZEMNZINTY,

o BEDT befllongL;L‘FI:?:;é&W@E:M:

s EHADHASEENS
X BT )‘?75\15:L\15Alj: true St.361ZHE
S A, 200BFH L CTFOA7EEDSLET,




ThHROVDEER

#¥ - VBT A RV R L (Dexanethasons sod ium phosphate)
(24 © 16a-sethyl-9a —Fluoroprednisolone 21-phosphate disodium salt
SRt L FNa 0P
1 516, 41
M e~ ERROBREONET, EEVRTVHLELTRCT X/

T II.-'_:;.I_-':_-"l_i%'-,ll_:'-'i'J;l

MKICTR T L, T3 —) (] ‘I'Ei-"_) Tl €, 1.4
W, LT —T I, ;‘,-'t ookl L l._[' ¥
B, REETHS

J‘1—

THROVZERAWT, AAR—YBFTRATASMRRILEVZERAL
TWASANEZHTETHCENTEET, (RIBHFEZFALT)




Rasy eratrol
(3,5,4-trdmydroxy - rans-stil bene




ransResvarard

Resy eratrol
(3,5 4-trhydroxyiirans- stibane




~ .H M 2
ol

Tetrahydrogestrinone Gestrinone Trenbolone
OH | i, W
ﬁ I

Tastosterone Androstenediong Cholesterol







Pathways for estrogen and androgen synthesis in the adrenal & ovaries

P 5
S

15 - Hyd ooyd=hydroep mndro=e one 152 - Hy dromy=nd ros mned o ne

He: HE T
= T

1. w
asb




OH

Neoad

DES
ii'.lll-[

Raesvaratrol

The chemical structure of
resveratrol has similarities
to diethylstilbestrol (DES),
and both of these compounds
have astrogen-like effects.
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Biochemistry: Li et al. Proc. Natl. Acad. Sci. USA 74 (1977)
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FiG. 1. Amino acid sequence of the HGH molecule.
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Acetyl-L-Carnitine& a-Lipoic Acid
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Figure 1. The structure of a-LA, dihydrolipoic acid (its reduced form) and some of its various

oxidation products [6].




Figure 1. o - Lipoic Acid: Antioxidant Regeneration
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Figure 2. Protective effects of
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lipoate + NAD(PJH + H+ —ydroipaamide delydrogenase .  piydrolipoate + NAD(P)

glutathione reductase;
thioredoxin reductase

# ]

Redox requlation of
reductive stress
High NADH/NAD-
in by perglycemia and
hyponia is reversed

Direct scavenging H
of free radicals, Enhancing activity of other antioxidants

eq. *OH, 0~ Low negative redox potential GSH symthesis ry
L0+, NO= (ascorbate, glutathione, thioredoxin) (rysteine availability) |




N2+

Table III. Transition metals chelated by o-LA and DHLA [2].
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Table 1
Proteolysis in Alzheimer disease and Parkinson disease

Protein Proteases Proteolytic products Disorder

AFP o-Secretase sAPPo Alzheimer disease
B-Secretase sAPPR and aging
0~ and y-secretases Ap17-40/42 (P3)

B- and y-secrefases Ap1-40/42, Ap11-40v/42
Caspase 3 G3i

Tau Caspases J and 7 N-terminal fragment (Atau) Alzheimer disease
Calpain Multiple truncated species and tauopathies

o-Synuclein Unknown N- and C-terminal truncation Parkinson disease and
Lewy body dementia

APP is cleaved by a number of different proteases to generate a range of peptide fragments that are
found in the brain in AD and pathological aging. APP is cleaved by u-secretase to generate secreted
APPa (sAPPa) and a carboxyl-terminal fragment. Further cleavage of this fragment by y-secretase,
generates Ap17-40/42 which is also refermed to as P3. Secreted forms of APP have neurotrophic
and neuroprotective properties. Similarly, p-secretase generates secreted APPB (sAPPR) and a
carboxyl-terminal fragment that upon further cleavage by +secrelase generates Ap. Heterogeneity
of cleavage by both B-secretase and ysecretase generates a family of peptides starting at residues
1 and 11 and ending at residues 40 and 42. APP is a farget for caspase cleavage, which produces

a carboxyl terminal 31 amino acid product as well. Tau cleavage by caspases 3 and 7 generates a
protein truncated at residue Asp421 in the carboxyl half of the molecule, which has been referred

to as ATau. Calpains also cleave tau at a number of sites, depending on the enzyme concentration
and the extent of proteolysis. Tau aggregates are characteristic not only of AD, but also of a family of
neurodegenerative disorders refemed o as the tauopathies. The protein that accumulates in Lewy
bodies in Parkinson disease and dementia with Lewy bodies, m-synuclein, is also subject to cleav-

age: however, the responsible proteases remain to be determined.
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Left: The arrows show accumulations of the Tau
protein inside individual neurons. Right: Two
blood vessels are surrounded by collections of
brown dots. These brown specks are sticky
plaques of the Ab protein.

Courtesy John Hardy and Dennis Dickson
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For Physicians, Dentists & Paramedicals

New Quick Method of

Detecting Diseases

from Tongue
Yoshiaki Omura MD, Sc.D., FICAE, FAAIM, FRSM

Easy to Understand with Schematic Diagrams &
Photos of Tongue (Including Newly Discovered
Accurate Organ Representation Areas of Upper Side
and Under Side of the Tongue) & Clinically Important

Pathological Tongue Signs






