HERAEEFER

FE7E RUb—R ]
RAHHDHE  TDDHEDAH

R

R T I

2018.05.22

1



« ONADPH® A&

e QRN —RI)BEFZIK

« QRUVN—RYVEERBDZT DD EY)
— JiR—X (BT BT DHE)

e @T ILa—RLIS DB FED L H




ZaAFUTENTTZUOOXOLAFER
(NAD")&ENADP D& &

ERURAA - e
AL < B — B TR (kR BEFO51Hh1L)
KFRERF AU —aFUBAX

£\ EoEfH
NVl (EFFRE)

ZZITYUBRE
MHNoE
NADP*&LNS

3



NAD+&NADH

H

| = CONH,
T

I':.I MEFI'I'IE
Ribose -@-@- Ribose

NAD*
‘H™ —«— Hydride
l /- ion

HH

CI*~it| Adenlne
Ribose - B-0- Ribose

NADH

CONH

NAD™
EFH5HD
T RIEORE
ERURAF

NADH

AZANL—TYREEF H28. 14

(K=FRF+EF)

[
dl



NADHENADPH®MELY

 NADP*ENADPHD Il E THRELLIE.
&Z1:10
— NADPH—NADP" + HO A RIZKRIEMNT T H
S AR
« NAD"ENADHOFMIRE TOEERZ. B &K
%1000:1

—NAD" + H'—> NADHO ARIZREMNT T HAO
EAS




NADPH® A&

» EIERCRATOARDE X

« WWELIEY D I

=1k (=T)

« PASOEER(Z KB HEE (JKFN)

« EGBERIEKFDER)GEICHE

-

Bx. el 8lE.

Bk & TELI

ZESMhAIZESN S,




NADPH® A& (1)1 TchI4E & Rk

s RILT HHEFICEFZEZS
—IRILEXE—IRNILZEHD
- IENAER & Rk

« XATOAFERK

-




NADPH® A& (2)1&E&1E /K= D AEE

« BEEIKRIL, BRARDHICERT (BFZERIT

M) ESNTTED, cFSFHEHBHRICDEIEME
LTTE%,

— PSR
— EYED RS

- BESIEKFITEE

- BEFAREE
- A
- 21t

o BELIKRZRECONBRETIVLENHD



A BAE RICME D TS h=

T

i

LB R

o e N .
Z— \o_ J@E&1t7k$ tI\D#A/)[/
ER AHR SSAIL ,
0, —\*—}E O, 33_)- H,0, El) OHs A,.a H,O
Oxygen Superoxide Hydrogen peroxide Hydroxyl radical Water
B | ,. |
0; - 0* - ;" H20; —_— OHe — H,0
Oxygen Superoxide Hydrogen peroxide Hydroxyl radical Water
1 J !
2 G-SH G-S-5-G
(¢} ~ N " — > A l/
A—/IN\—FF R HhES5—t Zi\ﬁj_i
7__\/{XEJ-_9_‘|Z\ ~ N> N
A —t
B:-1ilLERZL OELGESR
13. 5 9



JINAFAZENLI=NADPHIZ &%

HE&“:7K§®LI-:

X13. 6 U
B, -
?HE v Glycine
Hr:l y
¢=0
HS-CHsz - r.'.:H > Cysteine
G-SH { e
(';:g ™
CHa
CHz } Glutamate
HCN 5'
\ coo"
A
NMADPH + H* 2 H,0

Glutathione
reductase

NADP* 2 G-SH

feduced)

Glutathione

peroxidase

H,0,

AT ILAFA L (G-SH)

EREBY T ILAF A
G-S-S-G 2H20
TNEAFAROAXFS T —E
2 G-SH Hzoﬁz
BRI LAFA BEHERR
ERAE BT IILAF A
NADPH G-S-S-G
+ H+

GIWEFA)ZTHE—E

NADP+ 2 G-SH
BREY IVAFAL 10



NADPH® A& (3)F o O—.LP450
OYIIFE:

T/ AXIT—t€: BESFHIORFIEEZERICEZ. KEEEZD{S. B
DTEDRFTKZEES,

R-H + 02 + NADPH + H+ — R-OH + H20 + NADP+

HEENE-HLY

- ALWNALLFEEE

D PAS0BE R

- FRIB—LP450 Nod
AL (kAT ERE AT
EREEDRIND . \
B)&+HD FhH0O—LP450) A SR —+
FroO—LP4S0OER/ A X F—EHA4I)L
ANLZFZEDRAINDE

D ~AESFOE Y

11



FrHoO—LP4S0ER/ A X F—

AL

X13. 7 BiERk

R: XTOAF, FEHl, ZDDIEEY
HEE R-H

Q/ P450-Fe3+ (

P450-Fe3+
HZR
R-OH P45&F63+
Y N o2
R-H =T
2H

I LN Y
NADPH + H+ NADP+

N~

FhoOLP450) S HR—E,

FAD, FMN

FroALP4S0) A HE—1,

FAD, FMN
NADPH
P450 Fe2+ -
R_H i FAD
. |
P450-Fe2+ i
N oo . FMN
R-H ]
NADPH + H+ !
<:  ALO#ALY
NADP+ 5

H = = S 12
;E%@ﬁh



FroO—LPASOR/ A X F—F

DL

e SOVKYTF
— ATAOARERD KL : BRIKTE— BB %
e« ALRTA—ILDKEIEIZE->T. ATASMRRILEVERKD T
BlAZDO<5H: R . NE RBE . BIBRE
- RBEROD A Rk BT
« EAZLDDE AL  BlE
o /NRAIK
— SEIFELGNEME D KERIE (BBEER)  FFiE
o EMIEE-ITIEFEL
e KERILIZKADAAIE-HEHENOTLT S
- KEEIE-T LoDV EEELEDIAEE{RESTAL

13



NADPH® A& (4)BMmEkIZ kBB 1E

Atiachmentofthe | OmEIzfELERES DT (9G)EIgGLET2—
coll 2 PRagocy TRHTIoLITE>T. BB ITHEERELEDZ S

BACTERIUM (2) EZWNEIZERYRAT, VYV —L@ELTI73
/ ) —Lz2<%,

(3)EERZENADPHMSNADPHA F 5 —E TR
—N\—A X RE Y REEHIRT D,

IgG

Ingestion of , . _ .
the micro- [ Ry Destruction of - ‘
organism IgG receptor the microorganism

02
NADPH ~
Lysosome ADPH HESP\%OFW
oxidase Bmﬁﬂ'
;.-'anun[e
ormation NADP*+ )

UE.

Sptaeously

X13. 8

Phagosome
Phagolysosome

N

14




NADPH®.

T

1R (5)—

NADPH .

Fﬁ . +H* NADP P:i 2

C=NH, C=0

N \ f N

?HE NO synthase {?HE

GH CH,

cH, o,

HCN g* HCN 5*

COO" O, CoO"
L-Arginine L-Citrulline
L-7ILX =Y L-> kL)Y

NO
Nitric oxide
X13. 9

7

NODDQ—ﬁ(:J:%)o

NOMD1EH

EMMEDOME TF/EHEMES
5 -MEET

M/NMRDEHEZEET S

i TR mEMEELTIE =L

X077 —UAESMECHEEZ
HIIERZEHNTT 5,

HMEZEFR(NO)D AR

15



NI—RYEBINAD) A

e JI)LO—R6-) BN RI—F
o SiIRMEZTHE R BRI E DM F
» NADPHZ% & i} : 18 7T )i

- K=R.EFDEE

ASANL—TYR&ELE E£13=E

16



Transketolase

HenE Transketolase
- r [ Ry "'\ ./__.-- "'___""H-L\L‘
/ \om \Transaldolase | () |
Reductive anabolic /S OH by ransaidolase |
pathways M o I A3C| H|
e [/ C-H H|lCH ' |\ o n|Clon
Nucleic acid - I T B 1l |
biosynthesis H-C-OH H-C-OH | \ C-H E.?G
H-C- OH H-C-OH | |H-C-OH HO-C-H
| \ H-C-OH H-C-OH | H -C-OH H-C-OH
NAEEH' “*”ﬁin - H-C-0-® H-C-0-® | H-I‘T:-D—@ H-C-0-®
A A \ o\ & H \ \H H
' ' Ribose 5- Sedoheptulose  Erythrose 4- Xylulose 5-
' phosphate 7-phosphate phosphate phosphate
\ \ \ \
4 q .\"‘-‘%‘ \
O NADPY O NADP* | H H 8
5 LY E' [
C-H C-0 H N HY C oH Hg OH
H-C- OH H-C-OH H-C-OH HC1OH c 1GFo
HO-C-H ' 2 HO-C-H 2 €=0 > ICFO 0 Hol € HO “G-H 0
I 1 =11 1] | ] 1E
H-C-OH H-C- OH H-C-OH < HO-C H C-H I-T:II'}H-DH H-C- OH C-H
H-C- OH ' H-C-OH H-C- OH £ H-C-OH H-C-OH H-C-OH H-C-OH  H-C-OH
H-C-0-(B) H-C-0-B) H-C-0-(F) H-C-0-F) H-C-0-(@) H-C-0-B H-C-0-(F) H-C-0-(F)
H H H H H H H H
Glucose 6- &-Phospho- Ribulose 5- Xylulose 5- Glyceraldehyde  Fructose 6- Fructose 6- Glycer-
phosphate gluconate phosphate phosphate 3-phosphate phosphate phosphate aldehyde
3-phosphate
\g ”
Oxidative reactions Nonoxidative reactions |
(irreversible) (reversible)

S 3| 4: 003 € 3 priL: 0

FEERAL B I IS (RT ¥ RY)

X13. 2

Glycolytic pathway

17



AERnER &

‘/)l/

)L
_Z6_
|2 Bk

J)La—R6-YUBETERFASY F—1 (G6PD)

AL D EMERZRR ISR A

A ﬁ
4 A

NADPH NADPH e

+ H+
+H+ 251

6-71R R )Jno
R~ W N/, —A5-— O—
poy  UUEETT 'J/
7 7

6-/RRARTJLa/So/hoekaS—€

513, 2&Y
_EO\I:/; TR T
2;7 0—2X H—A
A 4-)z 51~
JUBR Bf i

'J’G I I JUt
W7l p—2 =R LTI
TEF 69y 6L FER
S B B 3-)z
i3 i
\_

-

fRIETRA 18



FRIMEk TONADPH4 B
FRMMEkTld. NADPHZDLBEERIZY )LO—R6-YUBTEROS F—FE D H,

(G6PD) B L AL R
B3|
S )La—x Fava beans

2 ADP 4 IJLa—R6-1) g 2 GSH H202
: i
Z/L:—X 6‘-’/‘/‘5@’ SANJLT
P TEFOG)S—T S —
) 2H20
- 6-k RS LT/ GS-56
SHky
2 ZL.E&

ROM—R) B

% 513, 10& YR 19



Q)
2
U
O
~
/A0

R P T2008 ALLE
_ tobt BUERRIEE il
_ XFEFEREDGOPDEETD |

ERHFR 3
e HEaE
XEBEAKIZYILTULNVS
— BMHTHIE

iR =il

- %ﬁ%@%ﬁ‘ibb%ﬁb\ ﬁmli*':/\’fp‘y/]\17$7ﬁ§ﬂ6hé
ZHEDOEREZ(EYS7 IR

H (Plasmodium falciparum) ®13. 11

~DEMEELD

20



G6PDXR

15E A MD:EE5|

AL {EFHZE DEY
—EDMEYME (RILITF7AAFSY —)LOYO5 LT

_:I—)lﬂat)
— ST ETY

REUGE, FZUILREREEL)

— ﬁ%i)éﬂ;?: (P 7 ZYRGE, TRV /7z IS RIREY:
VY5 A E (Favism)

— HihEhIE TTOEFEBDVDED

R RIE

— B SRERIG-IIAT7—ION )= HILEE
TEREEZECIZENHS

21



Fava beans

greekfood.about.com

YSTA

22



G6PDXREFED 7758

GERIER  BREMOBEE

Residual
Clinical enzyme
Class symptoms activity

I Very severe | 2%

Il Severe 0%
1] Moderate 10-60%
IV None B0%

X13. 12



EEADPE

Although the actlvity of the normal
anzyme declines as red cells age,
avan the oldest calls have a
sufficlent level of activity to
provide protection agalnst

| oxidative damage and hemolysis.

3

GG6PD activity In eryth

Eu L

[/ [ Age ot enytheccyte

By contrast, very few G6PD
Mediterranean red cells have
sufficient enzyme activity to
prevent oxidative damage, whereas |
a substantial fraction of young
GEPD A~ red cells are able

 to provide protection.

4

. EDX
cero B TRER - Hhep Ry
fxERATEY

=% BE (E%

100 120
(days)

E13. 13

/)

AEDX
K E

\I

B IR M EK D Fdn

(X, FRIMEkD B (H) &FRM
HDGEPDE (%) EDBZREZH L

HL=ED,

C.

~H=|I'

ATEIQIESH, thhBE &Y
| RAVERL

24



FILaA—XLUSD (B) #ED X 25

¢« JJLO—X
« SO —X

e VJILER—IL



TILO—REASHOP—AD

« J)LUF—X
— FEIZaE(RoO—X) M

— RAVO0—R I EFIEMRIRICFEET AR ID
—+ T4 \ﬁq:ém IO —RET ILO—XIZH B,

« SO —X
— FIZELFE(SUR—=X)hio,

-SRI, GEMIEMREICEFEET SB—H

SO —FIZE>THEIN. TTVF—RE
S ILa—XI[Z1 5,

26



IV h—

- &Y
¢ [XBEHD

« 57O —R

A Z{ETEY

—>2avy7(55%7)LIk

—X.45% T JLa—X VIR OZFDH

iRF &L TR

1)

27



JILOR—RAD R EH =

ZILOR—X
JUILTILTER | - 7 ILIR—R1-) B

JILEILTFILTERI-YUEE —  TEOFI TRV

fRrERELA

K12. 1SR
28



JILO—ANDIEH

e F(ZafE(RUA—X) M5,
— RO—RIEPBINBEEFENT ILO—RET
JLOM—RZEHE L

« HERIRILEF—DHEXEE10% (EK£Z50g/
)
o JILO—REEGY AV R)UIIKFET
fEICEYUCENS,
¢ AR DR ERIBLIELY,

29



I —AD K

TV h— R fE AR

FRUCTOSE
METABOLISM

GLYCOLYSIS

Unless the intracellular
concentration of fructose
becomes unusually high,
hexokinase is saturated with
and phosphorylates glucose
rather than fructose.

CH,OH CH,OH

¢=0 ¢=0
HO-C-H HO-C-H
H-C-OH H-G~OH
H—(IJ -0OH H —{IJ-DH
CH-OH CH,O-{P
Fructose .H‘?:".{:'."f"."?ﬂ*?ﬁ} Fructose
6-phosphate
~—ATP ,.-—ATP
Fruclokinase Phosphofructokinase
&A DP 3‘# DP
Y Y

HEROTIL
Jr—REE
DRI 25 <
HSTELRY
xS —
YidsI)La—
ATEEFL., 7
VO —X T
{F)ILa—R%E
I T A B

X12. 2

AR LEER

JILO—A K5 fi% 78
CH,0-(P CH,O-(P
¢=0 ¢=0

HO-C-H HO-C-H
H-C-OH H-C-OH
H-C-OH H-C-OH

CH,OH CH,O-{P
Fructose Fructose

1-phosphate 1,6-bisphosphate

Aldolase B | Aldolase A
? 1 0
C-H C-H
H-C-OH A H-C-OH
: H-C-OH !
CH,OH i CH,0-(P
1
CH,0-(P
Glyceraldehyde Glyceraldehyde

3-phosphate

Dihydroxyacetone
phosphate

30



I h— RS e

A

y

> 7L +—R6-1) U B%

ATP

HRRAKRITILIRFF—F
ADP

JILGh—R1,6-E R
PILES—EA |

IINIR—R :
ANFY £ F—H(HK)
ATP F2LHKDKmIZ LD
JILOREXF—F) T.EBEOILINRE
ETIEY$FGL
ADP
IINIb—R1-Y B
7ILRS—+EB
J)EILTILTER CERAFRS TN VB

(AT DERAA)

|

JUILTILTERS- B

31



(FHR)KmME(E?

VmaxMEIL2FFEEDEEEA, B

Vmax

Vmax

Km, Kmg [S]: RERE

KmMW/PNEWFERBLEDHFESHENSTLY
FILAaA—ZADIFSHKMAINEND T, TILI—REYKIZREBSN S, 32



LT —EEEL O 4fERSE

A e
E

B

N R AR

_No5DERFIETILES—EBELED

#,

TILOF—XIET AR TDIEZI TR B
I CEADITTIEAL

33



YIVER—=ILENTLIZTILI—RDERK

15“ : *%E% Glycolysis 73l
A RN 5 ILa—REMIERIZEACAD B EEL
A I T UUBIEDIEMNIZ. VILER—ILDAE
[SHa BAHY., —EDIEFF THAIN TS,
% T ZLa—XR
3L00D _ chon NADPH + H*
Glucose .~ Glucose
5 ,,,.df;&“’ kR E et BOEBIEET S
o 3 NADP-+
A CHOH
o YJVER—IL
Sorbitol / NAD :@ﬁ%%%:&)jif;
NAD* . . L. if B
Soric YILER—LFERDS —¢ | M AR, R,
MWfWEMS£ADH+H+ *ﬁ%’ *%;%
NADH + H”
ot ZJLHR—R BT OEHIILE—
’ 34
Fructose X12. 4




1M i&

BLOOD

Glucose ——  -Glucose
(elevated)

(EF)

o NADPH + H*
reductase
\)- NADP*
Y ]
Sorbitol
H.O = ~ o

B LENS NERVE
KIDNEY

Glycolysis

X

~
Hzn % = -~
T
Hzn ’r_r"-.r

=B E T/KAHIRAIZ
5lIEAFEND

X12. 4

MERIBEYVILE R—IL

x L X, R, B
- ETIL. FIILa—RD#H
AR BIADEYZHIEAL R
I Uz &> TEIEENT
UMDY,
SJ)La—X )
NADPH + H

FILE—2R1)
53—

VILER—IL

Fl=INoDfiEgsz T,

NADP+| v ) e b—LFERDY

j__‘b“‘:ibll\o

< VILER—ILIE

oD TIE. VILER—

MEAICEE | Lk THERDZEE

2 w@mL. KNV EZEN . fHRE
DERPEENEES,

35




HS5I—ADIEH

FIZEFEHSIN I B-1,4-T JLa—R)

5o

—F2, FLERICIESOF—ANZLEENS

- SUM—RIE. BRI E T 5~
SO A —FIZE>THBIN, HSIR—R E
S Ia—XRIZH A,

TILOR—RERIFRIZ. AR NAKTFLL

WCHIREIZEY CEN S,

36



NSV —RAD R E: BE

J1)a— ’7‘/@?& SfREHE

HSHh—R1-1) B

S IILa—R1-Y Bk UDP-HS549k,—X
4 )La—R6-1) Utk ‘ » 2 J)LO—X
{*’ﬁﬁ =
fENER

37



HS59h—XD S
2‘5’7##7'——5 [C&H>THIIM—R1-UBRIZTE
— ZLDEBNCDERELD
UDP-A S —XIZEHEINS
— HIOF—R1L-YBEIVD ISR T 5—F
UDP-4 JLa—XIZZEHENh5
— UDP-AFXY—R 4-TEAS—E (HRILEH D)
UDP-J JLO—AMD A&

—J)a—452 8/
— J)Ia—X—1) BT )La—R6—") Ui ((RAKRYT
JLALBZA—TI(ZLB)

.« fETER
« SHEFTAE

38



HS59 ,— XD EHHR

NADP*
FIR—IYZH5—1 20

NADPH + H* ﬁ

HS5IF—X HSH—R1-1) Bk UDP-%' )La—X Ena) ik
HSOrFF—t
HSOR—X1- 1 o1

RS RITS5—1

UDP-Z/)La—XEO
TFRI74>—1t

S9h—2R UDP-#59k—2X TNA—RLIV B VTP
""" ‘ UDP-AFY—X l
A-TEXT—E 5 )La—R6-1 ik
UDP-4'JLa—X \
A (=97 Wy ~ O
*Eﬂaﬁs *E’)"//\7s ﬁ’q’:#fé?ﬁ: 7“)1/:_;(

SYayz/5yhy
X12. 5kY 39



U —XE R

B—D—=AHZI, N a—SORFILTI
IL7-//-\7717_ (7.UT%/B) 1: ““““ LL/—CL\%)

(FOF1A) \ / = Be 1 (o7

95
UDP- A4S0, —X: 2 /LT—X

BHSORIIFFRITS—1

T
OPHIAA e

40



