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A Eo) £A3= vlErY Be:= pyridoxine(PN), pyridoxamine(PM)# pyridoxal(PL)9] 3%
FHdEge QEd, o EAL Z4F ANFEAY  pyridoxine-5 -phosphate(PNP),
pyridoxamine-5'-phosphate(PMP)3} pyridoxal-5'-phosphate(PLP)8} #HElZ2x EA#t}.
3 AEA Y EQE pyridoxined 5 xlo] £EFo] BHE pyridoxine glucoside® A
ok, BEA £ AE B4 A4 ¥ER Bss F2 pyridoxine hydrochloride®] Tt
AFoz AAF vyl By Q4 EAME 28 A phosphatased 93 7tFE#H fe
Foz AP F, AFY 78 vED Best A FEATNN 3 FHedH, FE F
oA FF7 o)FolAth AEA AEH EASE HER B iFAE Fr &) ofF ¥
. A2FAAEZ F5E FE39 vED B AR QASIH, RS Qe oF
st ztoz gwrdth ulER Be: YoM €F7 AET ol o9& 2wtdr. B &
A= vElA Beol 75%7F PLPQIH, PLPE= ¥3 9¥xd 493 Ao Evtdrh
PN PLES FHET toz Eoi7t ¥ PLPE AgHo] FHrIauly AP, o=
$ute PLPE M X9 alkaline phosphatased] 93] 7t¢E3dso] PLE A#H F TAE
2 olzdr.

oz 508 &89 HElY Be(PN, PM, PL)E JFHo2 PLPE A#gAY. 9
A PN, PM# PLE o}d& cofactor® 3t PN kinasedl o3 2zt A4FXA<Q PNP,
PMP$} PLPE A=, PNPSt PMPE FMN oxidased] ¢3l PLPE2 A&drt. PLPE &
T4 2A apoenzymed] AFAAY dFo2 wEEo ARG AFHAq & xHoE ¥
vttt} 7+ 2z o2 $utE PLP: alkaline phosphatased] 913 PL2 H3d § 2202
Eoj7ta thAl PLPZ A#YT. PN kinasex A4 A ¢ deg £EHo] o4 oxidase
= e N RS 22 2 E¥Fo] gle], e o] HEtY]l BeE PLPE A3As= F
g 7|golth. #u, A%, 2A2 8A, 25 2 o)A ot oxidase 840l I3 RAU ¢l
. AU wE B 80-90%7t 259l PLPS B2 glycogen phosphorylased] Z& 4
2 24, 289 oxidase BAL olF Yomz Z§ PLPY Fd F€2 PLoH.
7t 4} PNP, PMP 2 PLP: alkaline phosphatased] 93} &8z A%d + g, =
3 PLL 7+3 AAolA aldehyde oxidase(FAD dependent)ol]l )% 8]7} 2 At& whgo
2 Hed Bed) F¥ HAMIEQ 4-PA(pyridoxic acid)® A#d ¥ x2 wjddr;
7+l PLP7} #obstAl 2352 =2 ulgql B tials 27HA 7l 8 443 =4



€@t 9 PN kinase 84S HIZ3 Fong TE {839 ey B HE £52
AUAFEANE Agdet, PMPS PLPE #E 452 PLPE A#S v, o] ¥k$-& product
inhibition 7}d 2 XA MEUS binding proteind] ¥ & F}hetA EAst= PLP:=
PLE 7leEdsAY PNeg Astdd. A3 pHolA kinase #A43 alkaline
phosphatase &4 H]&3™, PL oxidase 842 339 PLE PAZ A#3 7o =83}
A9 2% HlE Bs HAFS 40-60%7F vlY xo) PAR wjdH 3, 10%E pyridoxine
glucoside el 2 wjddtt. %3 n& PN, PL, PM % PLPo] wjd E=d], o] ulelvl Bg
FSdH) ARZ ALY F Y. diweoz widsE PN ZulsFe] A HAow
Aol HER Bt &4d AL ofyr},

HIERl Bez AWolA 10074 oj4e) a49) 2H22 A4sisd, 1 F8 75 e
% 2t} One-carbon metabolismol ZHg-ata] | Ao BAstn may WY 75
TAY q¥e F3dn. o | Aol A WEH ZelmA TAFYEA urgol &3
o FAATGN BAS, € FAHo AEHT ATl AL IHYL ZiAA A
¥79 71%5& FEY.  Serotonin, Y-aminobutyric acid, dopamine, hiatamine, noradrenalin,
taurine 3 AQASHALEZD Ao AL NAAY 715L F3, EYERo] Yolo}
Ao2 AFHE o A& JY FAH AANA Ao AL ARl B
A, 2820= 328 F45d AFstd T8 24 A @A

HlEHY] Bgel AW ot 2 NEAAY YA4FAHY AFAA/L dF AT A T,
HERl Beo) M2 750 FAE wat vetd B d 339 “silent giant"® FEwm
At HIEFRl BeE coronary heart disease, premenstrual syndrome(PMS, 974 Z3%3),
Carpal tunnel syndrome, sickle-cell anemia, moming sickness 59 o4 = gA=
A==t '

Methionine?) tAl#HAY F 5719 ¥H-go] HlElq) Berl B3z, oEgoyd 2L
HIEtR] Be 99 4H AU o2 ALgdr. FAHOE cystathionine synthetase(WEFS Y
Aol #oj3t= vitamin Bs-dependent enzymee] #1})¢] 92 homocystinuria® “}ERY)
= £°k=  ¥99d  homocysteine(cyctathionine synthetase®) 7)3)3  homocystine
(homocysteine F=71 M]AF A2 & o UeldE: gAE) 57} o}F Zseg. &
A2 22 methyl transferase(folic acid and vitamin Bs-dependent enzyme)’} doi=jd 8
% homocysteine?} cystathionine®] %-7}8}31, methylenetetrahydrofolate reductase’} 29
¥ 79X homocystinuria® veERdth o] AJAl £A F Ut AW A BE
arteriosclerosis(¥ W72 &) ¢t A Fo] dojul=d, 2 2xE NPAY 4 A, "Wy =
FE9 ¥F homocysteine® FAzA e A4HA FAL Wasin BUWL L S48,
BE2Z VFAA F9FSE FLIdn AAHAYG. A FFE A homocysteined FA}
& 7%, homocystinuria® 7t Zoldo] Uebd A7 FA 5948 plaguesst HAZ
o] ettt

Y% homocystinuria 82+ thF9 nlelq]l BeE AW N5xAs JYeEn) HAZo
ZA=AY. BF homocysteine FE7F %7t F718 7 9o E(homocynsinuria 32}l ¥ &)
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" FE7F dgetx), ol FHAM, BASEARASTY HAAAs A o= €5 E4
2HE FE9 A9 A&7 FAE89, YF homocysteined EH2HE Fx7F 2ol g2
H o] AP HYE ¥ ¢S AP, ¥F homocysteine® homocystine FEE 2]
Z WeEede d3 g4 L e B WENY B ¥94HC g3 2RAY. gEA
b HEFE] Bs £ d]Ebd Bp Y94 H7E B3H ¥F homocysteine ¥E7F F7HsA
U8, BAcHARATY o] AR F ded, 5 AN o] Aol AFHAUT

G4, HEHY Bs, 9 HIENR) BieE F83) HdASE 973}, BYCEAAE, stroked]
dgite] o] Ern ZluHEd, A 3047 U9 ¥F FHLHEAE & ¥t
NA o #ec@AdEZ A3 AR 71 A AL HEY F574 2wy ¢
22 A3 AAF AE HAFAZ Frtstn vERIY AU R R Fo] FhEA, $9 AUHA
el AH7E $71% A @do] ok FAHUY. 45 AFddA HEl By 9
A3t dwagst JdFEHR Jod, JE &S 7 g98Me o 22 470 8983
o},

HAA FZFPMS) nZ9 3¢ 3399 44 F 18] APt FHeE, €75,
irritability, %%, $%, 8¢, 23343, 48 st € &4 59 FAZ €93 AA 7-10¢
Aol Nl 473 ARG @A oAt o] FFET AN HEI WIHAA ggge,
YAF79 #Ed 289 WEle @A Yk HER Bee ATFHYNA oestrogen
o 248 9 Jeldes 3E44 F AR F $2F, imitability, ¥F & &3t a5 A
ot wely wER Bt PMS Azadst Jui ALHJEH, 5 AT FEAA
A7t ey dREY dFAME AR/ AT o] £ok9 AT E placebo effect ¥
o], double blind study® © HAI¥ "art givh. HER Bee @A PMSe] T43Q A8
AZ AAgHAE gerh

Carpal tunnel syndrome® &% A7RZqE A% &9 T334 £z F49d, 19709
DR HEMY BeS XEEFH g FAo] nxART. ¥ AFNA 100-200 mg/day
g 357 Bed A3, 248 Qo] o] 34 AsHIUTR Busgey, & AFdME
EH7F Ak ke vlEld Beol FA @3l Basn2 o] #AEL HEW Bs tAt
A g o] AAY, HlETl Bt 2AEL 199 V& FFETH AXHUG.

Sickle-cell anemia 29 8% PLP ¥%7} #&°] Bug5, ¥erRl B 100 mg/dayE
297t B4¥ A, #xY FAVE TAGUE BnHAG o] EFe) JAL FEHA
o¥sroi}, PL3 PLP7} #2324 Agsts A% AT AANHAL

Bl el Ber FESS A7 g0}, BF 50-200 mg) ¥EMR Beot thE o3t g4 W
AN e BE G AHEET. £F FTESS 53 W& HER B Y459
morning sickness X 29 % A4S, moming sickness& 71X JAF-9 vEA Bs 9Y
AHE 23X %L AR v& BFsA g HER Bl AgAHL e FAE
k. o33 PR A e BE d& 43 ¥4 EL&sxn 3o, birth defects?
Ade8 F/HAE 4 i

B3] uEt BeE QANEY ERoz BL4Y AS 5FHE Ao @Y. 2-6
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g/day®] HIEMD BeE 29 olA EB-43 A, 500 mg/dayE Bt BB A irreversible nerve
damageE Z# @t} RE body builder = PMSE Azl Algo] el vgw Be
E&ate F97 8o ZUlde &do] gazdAa, AA A7z dEAAH, JF9
ETE ¢ e A7 &4 2989 " FEAY A% B4 F3a 4 F4
A5 EXoZ vEY BeE B4 9t ity AEE wato} o)

ool e
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