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glycolysis | T glucose 7> & pyruvate £ TOFREEE T, EORIILIZ S & 5 i b AR LR T, HEHEL~LD U Uiz X5 ATP
DY H L, NADH OpEA:, fRIEES OEIE, BRI NAD ORI AR 28R A > b T, £ 7-ffhF R insulin 12 X 0 e
S, glucagon IZ LV HIHISND T EHEBETT, ZOUEZIHIZANTHEATHETEL X I,
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glucose |2 X B ST HHBM DN KIS THZ ENAMRETH DL LWV Z L2 £3 (ZEOMEIZXH L ThHafiLIiz< ),
Z OMEE TSSO O A BRI E & K< —B L TV ET, B2 T CIEMIRIC X 0 &E X7z KEO glucose & 31XX°
AR5 Z ENEEREND L BHIIE I o glucose 2% > BHIZ X 0 HIRAATEMEAL L. insulin O3 E1T72 0720 5%
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TN a—AEWN LT E RO R L —DL 0 ) ZrEEICLTHhE T (Fr
aO—RA-TI7=2 WYATN),

ZDOVA TR LS THDHIRDITEBWTIEL, FHEO pyruvate [ZHFIE CTHHICRE S TN A 5 O TT A, AR IZEB W
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RARHIESE ., AEHINFLEETT, TN EAHLIRME (NADH, ATP, acetyl CoA 72 EMM7=< SAHHEE) (i A
T THIHI SN T, ZOWDOGEIZIFT SARIY £3, REOEICERTDH LB TWDALEREWV ) EENDbEFET,
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FRALTLELRz, THICKYFT—D 4 VIXBE. HFEL., EERE. B
ﬁﬁ? EE., B, HEKGEOMBFEFERIC—ERKATV =5 LWL
T9,

MRFEORMERICERNHY F9 1, CHNIEFROEFLICEKY EHE
ZAMEI SN, Fhizk Y glucose-6-P AAEFE L . pentose-monophos—
phate shunt NTHELTLES ZLIZLKYFET, CORBEMNEHIEESH
&, purine EEMNTEL T, TNABBELERIZE>TLESDTY,

72 EDIRITRL THEIZ/2 ) £7,

%72 NADOH DRI EHEZREFRE LT, MRKEOBRILZIA L E WD O H Y £, MILiTZORFBERICIEHNTE S L
THREWENE L ET (B2 1E RNA 7°5 DNA #4575 (purine,pyrimidine metabolism 2 [8) BRI &bz L 5 L,
MEZ T I2dDT VNN ERET D7D bR EWEIZREIER E LTAELET), B ewE GEEBkFERLE) X, BE
“HEPBEORBO —EESIEAL T, Zo#EHEZUM L CLENVET, ZADBEOEE T, FFICRMERITZEOEEEZ KX %
MG, NADPH IZ X AL ORI /e 2o T LEH LIEMMAMEZS X LET,

fiiZ & NADPH (ZZEW IR SR P-450 OffifEFR & L CTHM< L. BMERO AR & LB iR &L L THOATWET,

T Z O TR 2 TH < N EBEF T glucose6-P dehydrogenase TL k9, Z OFER O KBTI NEERKOEEZE KL L THHILT
BY, TORFIIBLZ4~5BALE VDR TWET, ZOEEFEN T EIZKE LTV 5 population 23MFIET 5 &5 Z &I,
& LGN T Z OBFEFEORKENELIICHERTHLE NI ZEZRBLET, EOVIRWTL L I ?

ZHUI~Z V7T, v 7 U TIERMEKIZ AT 5 a4 B CThe b EFUZ IR - TV 2 EYE T3, glucose6-P dehydrogenase
KIEIZ LD NADPH O #5723 72 < 72 5 ERMEROFEMMNEL 72V £9, T5E~T7 U TIIHRMERNTHRAT L2 LN TEF, &K
YPHRIIRSEDLZENTEETAL, 290V IR T TlE glucose6-P dehydrogenase D KBTI AR < oiF T, EBZT AU D
HEAD 10% 13 Z O KRIEE T,

pentose-monophosphate shunt T3] 5 D 2 )iz T NADPH 2300 H S 41, & DR DT ribose5-P 3G S vE 7, o
FOSIEdH E D BETRL, REREZGDOERN D (RFEFITHER) IR~ EREDN R THEET,

16.glycogen metabolism

glycogen (glucose ZE G L7t D) DG
I glucosel-P & UDP-glucose (SUGED
glucose, glycogen |2 KL 9 72 2 E 72 ME % 1ED

BIEV - X (IFEE 1) BREZET (IpEE | )

g*ucagon

insulin

72D UTP #4&% L TR ks T d) » o

SHEE D b OIS IIAEO L 510 F & o O

ShE —g«o insulin receptor AC glucagon receptor
MBEE A E WA ITIE, O glucose & A /\ATP

RN T 5 72912 glucose % uptake L . cAMP

glycogen & 5T 2 HFmMEx £9, Fihx

X Tl insulin OERIIZ LV
AC|—cAMP | —PKA | —glycogen
synthase?—glycogen—s [ |

&R ET,

W MHEE MR ML H 2 glucose % i H

T LI,
glucagon—>AC1— ¢ AMP1—PKAT—
glycogenphosphrylase kinaset—
glycogenphosphorylaset—glucosel-P

glycogenphosphorylase kinase inactive

glycogenphosphorylase kinase active

v

glycogen synthase active

glycogen synthase inac

T—)Jfll*%fﬁT g ygogenphosphorylase inactive ,
LR ET, N T
FLT R UCOERS ZOREE L glycogen / )
TOET, 7 RLFU it a. BZRKICIER UDEZISOse
UCHIBIPY Ca i % LA-SEET, Ca IXIFA \ p—

fd TIL cAMP & [ERRDIER 2 F5H, pEE % &
AXEFET, UL T R U Uit
BlE & Lol A NV RAIZAEG Y T O %
BFHICED LN TEET,

glycogen OAFRITEIZHHA & AFIR TITOIET 23, FRHFIROM@) X (XM BEE OHMERHCEE T, TR Z OB A 7r— R & B3
% Z LTI Z —E IR > TWET,

EEIFIZE D W I EFECZ R —=0NEbN DI EE T, MKELZ RO DL EETHRANDOZ LT F U VgD
ATP MELNFE T, ZOZXAF—%HNEZTLE 4P LB bETA), HANDO T Y a—7 0 %55 fE 1L T glucose Z{EV
INEMREL Co XX —RE LET, 29T 5 EHRD L 51T luctate BIHWIZERET 5D T, FNETlEIZE > T A%
X, glucose ZELHEFET, FLTHUHANEORFZEKL T LY —JRELET, 29 LTHAD glycogen Z1HET 5 &
IR D glycogen ZfEWVVE T, Z D], insulin ¥ & THRMEIZ R TWET,

glycogen WYHE S5 & RITNENGHROIEN 28 L Co /L X—JR & LE9, insulin O FIZ X VDL AL NI S
N5, IENOBIITAREMAL 720 TT, Sbicznntierl (Z0UNLHMIRE S IZIE Il TEET), HAD

glucosel-P glycogen




T BRSRINT, FRE T LF—JHIZ LET, R TIIRBIE A TTON RN (BREPREIL TWEEA) .
2 EEOSRIZ X VS BT glucose A L CHEEI L £,

L LZDOEEFHFHNLRL 2o T DI NWTT LR, TRAF—=RNLESDZHIDEIHNCENIT < R>b 5, Th
BT }7%/{21375:%)%?“64:9 I 4, ZOWEIZR D & PR oxaloacetate [IHEHTAEIZfE I T L% > T TCA cycle
HES 7 < fﬁo“(b‘i?‘ Z T o7z acetyl CoA % /7 b L {K (ketone bodies metabolism ) [ZE %2 Tz /L —JRE
LET (COMET 3 LRBAEEOERIEED L5 107> TOET), “IUCL D R OSEE I L7255, =%
—ZED T Z ERARRIC AR D £

T bE LIl bIHITFAFTJRIH Y FHA, FEALRWVET,

LT, MMETRAZLELY LEOROENNEETY, FHITESCHICOMEINTLE S L, HRIEH DREE CTHMERI
ﬁ%'JéS_i“LT LEWVWET, BT SAZEZLND L, BEFELLET, EBICHBEDOERZ2 AT 1IHEM (1) o ﬁ’:@ﬁ&:ﬁﬁi 5% 9
<4,
17.fructose metabolism

o F 0 BELREIKIISH Y T A, glucose RHIHTE SN D 2 & IRENAHICEE R glycerol MEONDL Z & HEX 7 H
DOMEHZ 72 % mannose NIELND Z ESHWEHI X THBIFIE S TLL I,

18.sorbitol

BEPRIFE ClE insulin OEHNAE L TV D 72 DfRBER DN ER A, ZHUZ XY glucose 23FEFE L T sorbitol 23 Ak &L D KOs
DIELTLEWET (ZHITEFRNTEBRIITOINTWD L), sorbitol NEFET 5 LN OREENREIC/R>TLED
DT, ZHUT KM, KR, B, e EoMBNRZEEL T LEWET BERFEOAIHE .

19.B-galactosidase
galactose DX H ZIUFEEETIEIH Y T A, iR galactose b glucose RO TFICEHEENTLE D ZITTT, bARAIZZO
TR EOBEZEDO KRB HHEEL TEY,, £ DA galactocemia [272 0 £97, 1ML galactose D _EFIZ LV | galactitol DA RS 4L, 2
ngﬁfﬁﬁ%ﬁ@ sorbitol & FIERDIER ZARIZEI X Z LET, &5 DI THERIER & LU TIFERIFOADHE & FIER D FER A
HATEBIRE[ER L LT, BARMIZIEB-galactosidase < HWIHE 2 TEBWIZ I BWOWTL X 9, ZOEERIT/NME BRI
FHL L TWT, FHE4Z galactose [IZ0fE L, G ~OWIL RS D8R T3, ZORBIEITESNE LN TT, BEDRHTAFA
DO TITRRAE THAL LB L W03 E S22 oXKEE (FUEARTHE) T3,
COBEBRNRIET D LG THRENRIN SN THRGICETEDY £9, £ L THENMEIC X 2ABEOFREENTOIL, CO2H2 DRE
AENETET, TOME, BEIZZAZALHY, SLIZOEWGAICIIRIEEZLZ LTI, ShE S Mg B8 EL T
LEWET, TORBIEFREANIZOO T, WAHALRSOZ B BRI MFE L2V DOIX Z O KEDOH N &
ZEAOLNTVEY, LL, SMETIH LIS I OBRELZMA THHEZ ML TrLR Y HSNTND 2 ENRZNOT, SIFEDL
BT 5 Z eidnlholcd 5 TY,

id synthesis

Lo PR . WITRERH T, IBEITREWIRFEDOHEN glycerol D =oDKEEH (-OH) IZ< o oWtz & -
TWET, %@Eb\ﬁ$@f§ Facetyl CoOA DT FNIAZEAL TN ZEICEVELNET, EWIHIDITTETMHEZTEL
AREL, EIERIT acetyl CoOA MHIELND E VD) ZETY, LWV Z EIFMIENT R LX—IZHSNTVDHRHIR > T =RV
—ZEE LTI L X 9 & o ilafE7r o T,

B o X0 — M4 —insulint, glucagon|—cAMP|—PKA | —fatty acid &%

EWVI) DOPRERTAICRY EF, EFEEMITEFICLEENTVHIDT, ZRICE>THIENIFEA LN TN EWNI DY,
WA TTRENRZNTLIEI N, ZOREE
s iﬂ%_ﬂﬁﬁﬂ&—’ﬂaﬁ‘fj‘(ﬁ’ﬂﬁ—’ﬁ%mﬁ@ U =B ToHf—/METIRIN—>F 17 I 7 1 272 0 FIIRIC S > T~

g)

NENGEE G RIIIFIE CIT oL b U 7T o7 ) e u— iz sz %, BIMIRICITRS D Z L1220 £,

20.acetyl CoA DRI ~DWE

acetyl CoA (X2 D F FTIHMIEICH A Z N TE EHA, & 2T acetyl CoA I ctrate synthase |2 & ¥ oxaloacetate & #&4 L C
cirate £ 720 X by KU 7oOFEAEE L ET, & L CHREICH T cirate [ZFF OV R ST acetyl CoA [T £9°, ZHUT X
0 HIIRE ~ acetyl CoA DIk R S E T,

Z OEFRIE TCA cycle DAL 1 E - T acetyl CoA DIEENE L 72> CLE HBHIA U £9, TCA cycle I% ATP 72 i % /L

—EICEVESND DT, M= 2L X —03 51X TCA cycle 28 & £V | acetyl CoA 23 E#E L CTIRIER D A R~ & 1H
WT, =RAF =2 5O TITET 5 2 L1220 £,

ZIM CoA carboxylase
Z Z 1% insulin,glucagon |2 X ¥ il f#l S 41 2 RENEE A RO BHIE S IZ 72 0 £,

BV > XV —insulin)—cAMP | —acetyl CoA carboxylaset— g lilE & Ak
T, BENE - ZEHIEVRAREZ L T DA TIEARWDO T, glucagon D RN Z ORJSITAE SUET, £ 72 malonyl
CoA |2 X % feed back inhibition H 17 L 97,

22 fatty acid synthase

1mMMCMtawﬂﬁmﬁmﬁ%ﬂmbf%%&@%% ﬁ#O@iLTm%iﬁo::fé%&@ﬁ:@ﬁ%%%@ﬁb
TWL B & Z L2 NADPH BNEE SN CLE H Z & T3, Zd NADPH T2/ pentose-monophosphate shunt (Z L VD, & 9 —
O1F 23 DESIC L W s E T,

FEZOSIC LV EPERE SN SIEBIIAfaft (CEEGEED) 220 F 3, L LI EESILFHLE
DRFNNTEATEFTEA, TSI VMEIC/RDDOIET 77X RUBBOFEAETT, 779X RUVBIIT e 24770 v a b
YU EQOBBERRIEAT 4 =—% —, MIREER 772 E2ERT27200FENI/R D DT, TR & ARIZIEFICZH
STLEVWET, 7T7F% RUERIECI2IS OMLEIC EHEADBA->TWVDEEY ., ZIUIEMTIIAER TE Vo T (WLt
bo ZBH\WA) WA Y — Al LTERLUZRTIEZRY FHA, B TIEkDY) /—ABEFHALTT 7% KU BEO
BREITVET, UV —ABORBICLVRERR, KEX, GOMIRR EOIERNDTTEET,

23 NADP+-dependent malate dhydrogenase
NI G RIZ 1T 2 NADPH O % 9 — DD EHGRE LT, ZOMISHMEDI TV ET, malate % pyruvate (259172 NADPH



DELE Ly TN EEET,
Z 2 CIFEENEmWIEE, ERITENRAROIES MEXET, ZORFZ ZOKIGE
ﬁu*ﬁ 1t —HFEHT 4= | —oxaloacetate T —malate T —NADP+-dependent malate dehydrogenaset—NADPH1— gL &
L7y o W E S WG AT
MBI | — BT EET—>oxaloacetatel—>malatel—>NADP+ dependent malate dehydrogenasel—»NADPHl—»H BRI AR
LD 2B EASILD NADPH IZ &0 IBEE & AEREE G RO D L OENRE S K H1IC720 £,

24 glycerol kinase
Z ZORURE triacylglycerol DIFENCTH B glycerol 3-P Z BT 2D TT A, T OBERITITNRESFFENTEE L. FFIBICIZRE L
TWAHOTT A, IBIHIIZIZRIL L CWER A, FFlE Tl triacylglycerol & %7 2 DT Z OBERITMLAIT /2D £523, I&H
HHA% I triacylglycerol DG RUIITO TR O 21T 5 7210 72D CTZ ORERIINEH D T, bo L F D &, IEIHARIC
ZDOBERNFEBLL TV D L 50 < triacylglycerol 2> BAEHIEEZTI U H L TH T ICHAA L TLEW, JEVREE L ToMEE
ﬁ+éﬁ%ﬁﬁﬁ<ﬁOTbiwi¢okwﬁbHT:®%$MMmWMWm@éﬁ%ﬁ5ﬁﬁﬁ%ﬂ%ﬂ%ﬁbf“é&w
N hab % 1 b G B

fatty acid oxidation
Z ORI I lipid synthesis & (X DOKIGTH Y ., TRAF =02 NGEIZ ATP 21EY BTWETT, LWn)H I &k
k@ﬂOﬁﬂmﬁﬁkﬂm%MF%MWEWﬁ HENIFE & Rk | —>ATP & Rk
EWV) ORBRBENRTIUIC/RY 7,
F ISR S NIRRT BT TCA cycle ICABTRT 2 Z LICHIER L TL &V,

25.hormone-sensitive lipse
Z AU triacylglycerol D43 ZAT 9 B OBEHR T, MPFEDOMIZ LY ZORKIEAFE S D Z LITERLTTEIV,
MKt —insulint, glucagon|—hormone-sensitive lipase | — g i/ i |
Ik | —insulin|, glucagon?—hormone-sensitive lipaset— g /ifi& /) fi# 1 —acetyl CoA,ATP?

%amﬁmuﬂhmmnnl
NEWABE D3 fEIXI b2y RU T OFRTIThbiLb 28 fatty acyl CoA ZEIIMHLTI hayr RU TR LRTER 0 F
A, ZILEIT D DN carnitine acyl transferasel TJ, Z DIEFRIZ LV fatty acyl CoA 73 acyl carnitine £ 720 | TN ha R
Yl TP'\]/\@@J LET, L TCINLBEOIRRR NI by RY TNTIThLd X122 £7°,
DFEESE DO B REE ktrnmmﬂ@Aw&@iT<M®&ﬁ& —HBICHATHEL L D), ZOERICE VIEROA

Fik L SRE RN S A T LRI D £, OF VISR E AR L2V (LR — R R L)

A 1 —insulint, glucagon|—acetyl CoA carboxylase?—malonyl CoAt—carnitine acyl transferasel | — g Iife & H% 1.

NEN5% 53 fiR |
£29%T, MREAMECRIIHCEEET, O8I naln OEREN LT, EIRORBHTEE —FIHI 5T 25T
X5HbIFT

27-1. REE DR E b IR

RERhEE D3l —H 3 S RFE ALY Y H LT acetyl COA ICEZ RN HLEATHWEET, TO—HOYY H L D7 NADH,
FADH2 N — 2> DA INET, ZHPMEIR D IR IENEEZ < LT o T, HEMIZIE acetyl CoA — D03 % 4L, £
AVE TIZ/EL LT acetyl CoA & & HIZ TCA cycle IZS ML £,

27-2. TR O BRI R b SHEDTBR OO

R DB LR D HE R D 43 fif & [RIER LT \ﬁ%ﬁZ@fO@@ﬁéhm%MbMMMﬂ%Mﬂﬁ%Eéﬂf“<@T?ﬁ\
TENEDIRFBEDEGE ., HEITFEEIND B DI propionyl CoA & 720 . D £ FTILTCA cycle IBZMTHZEnTEEEA,
% ZC propionyl CoA % methylmalonyl CoA, succinyl CoA & Z5# LT, fA&HIIZ TCA cycle IZAMSED L HICLTWET,

28.methylmalonyl CoA mutase

Z OREEFEIZ X Y propionyl CoA,methylmalonyl CoA % TCA cycle [IZ& NS5 £9, Z OFEHRIIMEEE & LT vitamin B12 2 %
RTDFHBHERTHDL I L ERATEBEELL I,

B 727 vitamin B12 (X EAEE D WS DN FIZ L0 EE S, BENOWRINShE S, BEFECHRETFOXRKICZED
IRZIEL 720 | MRIEE 2 ENBNE T, E-ERHITH vitamin B12 [XE 2 C, vitamin B12 O FIZ L 0 EREREDOIL T &
Bl SnET (k).

29 ketone bodies

ZORBIIFIEO I b= R T TAELLET, EERZEOZRLF—JEE LCRHAINET, Ak Lz X iz, Koxzx
WX =% TN EFFIBBFAZRENST X JBE2ITH - T, ZNEFERAOREEIZHE A LT glucose Z1EY H L FnE
P B OO H 2 LET. L LZhAibE D ICEATLE S &L BROMREIME S, X 5 AT OB A
%L L9 X T oxaloacetate 2348 L TCA cycle WIEE > TLEWET, Z 2 TIRIBET X /B85 O acetyl CoA 1] &
DRIAT D720, gL S ARDERAEIT O L 91T £F, v v 7R L7z X 91T acetyl CoA % =& L T acetoacet-
ate,3-hydroxybutylate,acetoacetate 72 & D h MK ZGRLT H D TT, T b % glucose DRI Y D=L —JF & L THLHFITH
L, KOMEERZR>OTT, ZLTHIEDOIZI b7 o ENb R AFXF—%2EV HE 5 L) IR TEZHRELSE T, 7 N Ko
REITO L2220 TT, ZOENREHN L7 b AV A~ORBIT IR CTIHE T3, AU CITIEIEE O H 2N A iTRE
HY . FERTRWGE TIET R UARIZED LWz T,

7 M ARD TR F RN E T, AR S 72 M ST ORIS & Z S5 2 & T acetyl CoA #1EV i L, TCA cycle
ZEDOL TN —25ET (IR CIIBERTE 2 >0 3 & T oxaloacetate 23578 L TV E 9728, ik CI1Ibs A3 T
*L“Cl/ VRUNTZ D acetyl CoA ZfibfE35 2 & T IEIZ TCA cycle | IX[EY £79),

7 N ARENIBE R IZ B W T HIEFICEE T, PRI OWRBITIEAIIZIX insulin OEHTETT 225, insulin 28T E A E
HANTHRVIREECORMEE L TAHE L L ., insulin SMEFF25 &, FFMHN S OBRIAE T LET, 2 RS
MBHEFE 72D T, ﬁﬁp#ﬁ;ﬁﬁ)ro @ acetyl CoA G SNEHF A, if_#ﬁ%ﬁiﬁ)ﬁ@ D DT oxaloacetate 23578 L TCA cycle
BIEEY £9, ZORBIZEN T, fEMERyAEMEE (IRITR GRS S5 DT acetyl CoA BNEML TWE EJ, 45
&:wmmwmAm#%x%mmﬂéb#&w@fkhkh&%/WﬁW%nfw%i#o_9wab@éﬁﬁr@r%f
LTI TV R=3ACRDES, 2oL E, MHPIZIE HE BEEITFEE L TV D 72D KB IR OREERE D I I B Sk
T & ITEMETIEL H+ OPEHIZfE - T Nat,K+,Pi,H20 72 E b HEH ST L EWEEITRA R MAERZ 2 L E T, FomiEE



DI X 2 52 CRARIMI K DT T LU E DS B ITHAER 23S A F 47,
EEH, HERIFOFE LVIRREIZOWTIZADW « REFFEDIZIDNFELVWTLE 9D, FHLEBEIZLTTFI,

cholesterol metabolism
I L AT u— LOMRBHRKETT, 2 VAT a— VIO & L TEEREREZR > C0ET (EofetEz T 57
L) B, EEFOSETIZIAT oA RARLEYOSRNEEIC @Di?o_ﬂimoif%@w L CTRREIBRE, INE,
%%@&®XTD4bfw%/%ﬂwéhé%%fﬁbniﬁ IRFBHATER LB HH TN 00 R 0o Tk
ByrEJ, acetyl CoA 7255 cortisol 75%/!5%%572/1/’(75;:0&?_1/\2}&

30.HMG CoA reductase

AL AT a— BB 2 BEEARAENEEE T, 2L AT e — AR EETHDICEa L AT a— iGEED % — 7
v hELTETHHEASATYT, NADPH ZRk{E, insulin TEH, glucagon,cholesterol CHIf| 41D Z & <HWES X TR T+
STl XD,

JEH & cholesterol 20 HAEHIL A A TT 42,

arachidonic acid metabolism

T 7F RUBRHHIE D S TO Ll Rz XD ICRIENSICIEFIZEETT, 77X RVEBNOL R TORIEAT 4 T—H — .
TuAR Ty, afa by brURIFTFUNRERIN., FENLEMNZDL 2 E THRZRHEAE (NASIDs) 24
RTDHDZELARETT, FHEAT A T —F—DZIIEMLETR, Z IR LEERRE SO W TEL & LW Tl
WTL X 9D

31.phospholipase A2

triacylglycerol, diacylglycerol ® 2 fZIZRFEIZHOWIZNEEEZ IV T BER T, C2ICOWEEMIRRIZY 7% RV Th s 2
ENLNDTZOREFEZ Z IR LE L,

BELEZY ) — VIRITAERAN T A RMEMiZZTTT 7% Ui e e, UV UREOR CHIlBEICITE I TWET, £ L
CTHERIFIZ 72 - 72 & phospholipaseA2 (L W8I0 H L, RIS £,

32.cyclooxygenasel,2

Whws5 COX TT, boBRUATTR, ZOBRIZEILIZIVIRKETHELNLTNDATT, v v 7FIZRER 72 NSAIDs :
COX inhibitor 7~ L CE X £ L7z, COX inhibitor ®EIWERIERIE A T 1 =— & — O positive Z2/EHOIHFNZH 70 . fENIZETE
CHRIEMZEZ S Z LA TEETHA, MkEEFEHOMHI HEZ LHnEmAZs =i LES,

amino acids nitrogen metabolism

ZInb T X BRI )\@ £, 7 BN B TIT OO RIE T, RELSFITTZODORKEMPHFELET,
DIFERH T, ) —DIIRFBEEOMRHPTT, T THERPEENICEDLIRFY A 7 VIO WTEB L ET,
33.aminotransferase

BTCOT I BOERNIIZOBEENLOHFELET, 2TOT I/ BER alanine a-ketoglutarate
ZAUTx L CHRRRAY 7R aminotransferase 237 E L TV T, 2D 7 I B O alanine aminotransferase:GPT
FOCHEREIT B O b O &> TWET, 2EV T I VBBOT I/ iK% aketo- pyridoxal phosphate:vitamin B6
glutarate (28 L C., 7 I /% C2 X /LR F VL E Da-ketoic acid (Za- pyruvate glutamate
ketoglutarate % glutamate |2 2544 L £ 97,

FFIZEGRIIZ BB 72 aminotranserase & L C alanine aminotransferase:GPT aspartatg_ o-ketoglutarate
& aspartate aminotransferase:GOT 723% ¥ £ 4, alanine aminotransferase aspartate aminotransferase:GOT
(6 M) XA FIZ/RT & 912 alanine D7 2 LA TR 5 42 CHTF iR 52 pyridoxal phosphate:vitamin B6
MINZHBL L TER Y . FFEREORHmIZ it TV E 3, F 7= aspartate |37 A X oxaloacetate  “glutamate
TXUBOT X AR T OBRE TN, 2O OIEMRAREN TR, FRiC

RO RMNTUHE LT & X LR T 58E T, Bl OB ZEOFL /2 SicfEbiiTunE 7,
¥ 724 C® aminotransferase [34fif%#35 & L C vitamin B6 2R T2 L W) Z LITEE RO TEZTREBEEL X 9,

34.glutamate dehydrogenase

HIE EDKIETIES L7z glutamate 2057 2 /A2 7 UE =T & L CHIEH<EERE T, UL Y glutamate (Ta-ketoglutarate
ICRD FO33 OROSICHEDND £ 512700 £, R LOREY & LT NADH NGRS ET, NADH g s &) 2
ElX, X =N EALLIEEITITIHE S D VD) Z L2722 5137 T, EBRIZ ATP, GTP IZ X Y il &1, ADP,
GDP |2 L 0 {EHE b S E T,

35.urea cycle

Fﬂ?ﬁiéﬂf:? VE=TIECO2 EFEET A Z LT carbamoyl-P £ 72D T L TIRFHA 7 MISIMLET, NOKOBNEIZHEH
LT, ZOV A7 NVEB> THTLIZEV, carbamoyl-P 75 N 23— aspartate 7> 5 N 28— G S TIRFICN 28 oA
. ZHBR~EPEH S ET, B7RAIT aspartate D N (X, amino acids 7> 5 glutamate (Zf% 4172 N 23, & 5 (2 aminotrans-
ferase |2 & V) aspartate ~& S N7 H DO TI, Z D X 9T glutamate,aspartate 2 FIJf LC7 2 / FEA4 B L, ureacycle Z[nj4 2 &
TEHFZOYEIEIT> TND DT,

F 72 urea cycle DR /LF—ILKIZDONWTHTAHAEL X 9, amino acids 7> 5 urea (V< FTIZEFH3ATP #HE L CWVET
R, LoxLZi & RS MmHﬁﬁi%—“%Tﬁbnfwé(&M%J/%m £V 6ATP MELILD) 1o, fifRL LT
KB A 7 N EDTIDICBERT L —2EI L, SHICEOVRLHLW) ZEIZRD £, DEVIRFEY A 70T
N OHEH7ZT TR, ZRXAX—DFEABEDRDHIToTNDHENI ZENEZXLET (ZOEHTY glutamate dehydro-
genase 7% ATP, GTPIC XV #fil&isd 2 & HHEfEL LT VTT),

%hﬂ%ﬁﬁ#4ﬂw@~%i Fay RUTHTITON TS &N Z & BERL THWTL7ZE, CO2,NH3,0mithine,
citruline 23X 2> R U VA @B CE £7,

ORI DR FHEE L OIFRENRT O E T, A 75>T7ﬁlof LEDEEZDOPHINTE 2 2o TLEW,
MLADT T =TRRENLEND £, ZOFT A T=THMIED L XK OEBELZZT LE D OBMTHY | TR & ORER
HTEET (IFMEMGE) . PR O T ISR, PINRIEEDTTHE & l/\ ZELPRRTHZENHY ETN, ZHUTE o THH
@%&E%ﬁbféﬁmMﬁﬁ@oftiw\é%mﬁ%m&ofbiﬁ&mot:k%%é%éffo



amino acids carbon metabolism

WIZT 2V BRORFBORH #HTNEFET, REOMRFHIFEIIZ TCAcycle IZHEND LW RDDTTNN, £7 3/
BRI D BRI > TWnET (v 7B, 7 VBO—2>—DDONNMIFNENEL-TEY, T E2Tit
925 &V DIFIFEFITEMET, TODLVIIHELNDE HDITDRWEETT, TO7-ORETITIRMEHERICED L H D,
BRI BB 2R IS I OW T O LGB L TWE L2, Wb T FRETILY EIF7=RRBIC O W T L TWhW&E £97,

HHEET I JBRONHE 7 ==V b RIE
TIAT N UPRIE & @m T e L M

A =T )u TR

homocystinuria

T AT I DERK

EAZ I VDEK

synthesis
ZIMBIETY AEDFFEIIBY £, TV UKIEDNARRNAD O BLTF v (A), 7 /vy (G)ELTRIENS
fi, ATP.GTP R & D=L ¥ —@iE L LTCHAIHENE T, 22 TIEIALREIWIRUESN T, FIFESh, S
HONERTHWEET, TTIEERBRENO R THAEL L I,

37.ribose phosphate pyrophosphokinase

pentose-monophosphate shunt TH %k S 4172 ribose5-P Z 58 & LC, PRPP Z#1/ED 3 TJ ., purine Bk DA ORISR
H7-0 . purine FEY (AMP 72 &) 2L Vil S E T (negative feed back), 72 ATP OiEE A £V F 97, purine DA RLIL Y
ZK;)/’( DO ETITHOIN TN &V ) OREITT (—F5 pyrimidine DAL, FTHEEIMELN TEDHR T R—ANMINE N
£9),

38.glutaminePRPPamidotransferase

[AA£1Z purine & X OEMIEESE T AMP,GMP,IMP (Z X ¥ negative feed back %32 1F £,

ZNUBEDRINE~ v T HR L TOFIE D05 L 212, WAARBOPIMEINTIMPIZ72 D | & 256 AMP,GMP 72 E 3 E
LRLTVWEEY, ZLTEINHRNADNA R EDERBITONET, LEdh, HFEVHPITRVDOTER, EBEDOFHNIG
MBFEETH3TL X D,

mmm&mmwmq ‘ ‘

purine D73 fiE « Pet 2 TWE EF, ZOWBRITA IS TEHRMICEE R BR NS ENTHET,

RERFENE LTILAMP XU R — 28] Y H &1 adenosine,inosine & 72 0 Z U5 Z#¢H L T xanthine 1272 Y JRfEE & L THEH
D, GMP HEERIZY R—ANY) D H &4, guanine & 72 Y xanthine # & CT/REA L L THEH S LD, EWH Z LT £
(E:T7F=v, I7=v Wi oiER R, TF 2w, I7 73 rE0nioidaik+ ) R—2 T3, VA—Z2RDNT
WA, WRWIFEBEEZO TN LM L TSV, -osine £ > TV I H DY R—ARNFES L TWET,)

IHICZORBEORFRFFME LU Tsalvage IRENFET D E VW) ZENFTFoNET, ZORKITIE- N =¥ —%
BEL Moo T T =0, IT7 =0 EOREABEICHHE L2V X912, HFOUR—RLHEAEEETAMPRGMP & LT
HERT D2V TT, ZHUTE 72 L0 S EHEERMKRIE T, Z OO K KIE Lesch-Nyhan SEGEREE LTI HALTWET,

FoE E O CHIEFICEERMGH 20T, 22O E 2T &N,

39.adenosine deaminase (ADA)

IR ENBENEE L W) DT TR, ZOXRBIEICBWTHIO TEIZ FRENMThI & W) BIRCTIHERICAEA
IOFLARAY R T, ZOBENKB L TWSEETITY U SBRNBIRIICER SN T LRV, MR, ikt om
BHINRAEE 725 SCID T/ > T LEWVWET, Ul SBRNBIRANCER SN TLEIHEHE LT, U v SERITIER ISRy 24035
/T DNA, RNA DA R OFREIZ LR TIERIZITOILTWET, O WVINRMTIOEENRKIBLTLES &, ZOHTD
SOSFEE DN HIBNICERE L C L EWEEE D feed back 25217 TN < o CLEWVWET, ZDHE. DNA DA ->TL
F DU U RERITHIE DR TE R RO TLEW, FERMITED Y VRN T 5L 05 Z Lz 7,

HEh e ZORBIEICK LTI L2 ADA 28535 L W ol FIERE BN TWE LR, T TIET <IZ ADA 2345
ESNTLEI DTN LTIRFDRITLED EFHATL, S BHIZ ADA % proteinase MiftEIZ T 57202 PEG (R Y =F L
7 a—)) (PEG XA FHNAIEERE T, ARN TR ERE SN2 2 813H 0 FHA) 2HFHKESE T
THRIEEZRAE L, ZOFKEIIEFEICTHETHEREDOT T ADA M1~ 2T CHERF S, BEOREHKEITIFIFIERE L
JNZEEEED Z EMTEE LT, L L ZOKANTBHAE FEELNOMEEIMY FHA) THY, WOobxiT b b IRE
CIFRY FHEATL,

ZOWVIHIEBRDOTFT, ZOXRBIENEIGFIEELETRVORBE RO T, Z08HA, BEOMKENS ) o ERE
DL, ZOHIZIER ADA B FEAL TR TOLIRIZET EWIOIEENTONE Lz, BRIV EFELER L D T (
Y4 EDEMETT, 51X E IR TWVWAATLLE I N?)

I Z OFEFRNEEI /> TN DOITFERETT, MERICHED EARNT-E 0 32, ZOMAKTIZERE D ADA 23
INBZERMBENTVET,

40.xanthine oxidase

REDOIEH 2 —5 > R DBERTT, REBIZZNBIKRITEEOD R WIE TT R, KITETITS Wit e LTHITH L
RT <, ENMEICERL TRIEZGIEEZILTLELET,

Fh, BERTEHSLDH VW TL X 9, mEUBMN (EERE) olpREL L TTre7) ) —Anbb £,

B DRIERET & LT, HEFRICBE B LANEDIZIRD L 572 b D& W £7°, glycogen storage disease D H1 T glucose 6-P
phosphatase D KIJENF HALTWET R, ZOBEFITITMED R LES, Jiuk

glucose 6-P Z#fi—pentose-monophosphate shunt JLi—ribose 5-P1—purine,pyrimidine— i J&

EWVOBFIZE Y WEMNHFEL TS5 LNTT,

41.hypoxanthine-guanine phosphoribosyl transferase(HGPRT)

BANZ A U salvage #% % % XL 3 D% T3, Z OKHIL Lesch-Nyhan JEGEREE LTHLNTEY . 20NN HF4 B
HIEE DORFRIER DO RNEHRE I DR TL X 9,

ZOBEENKIET D EREORBEIAERK (salvage SRV E) SET, L LZORKERIZE THZEALR DO TH
HATEX5b0OTIE L, K, MEOENZEOMREELZ R L, I DICFEI Z & 1T I BB Carid 72 i) B 51T



Bl VET, TOEDZDIEBROBREITH S DECBREZ MO T TEMRIER 6P, SOICHERAZIFEL & BETAICE
L0609 —EHY B LTRLWEHA TS5 LWTT GRBDDLLZRNTT ),
i*?%%ﬁﬁf:ﬂﬁE%%wO%%ﬁ%WEﬁ%%ﬁﬁ%ﬁ$m$%K%%5T?ﬁ\%ME%%K%%%%V%@E%
bihvEd,

synthesis
FUIVUVOARTTRAZNIEEEERLDOIIHY EHA, ORI TEBOTHRLN LT, VU I DU OaRITEICHEEN
TEGNT, B CTUBR—ANFINEND EWVH Z & TT,
9 —ORERAIFIE L LT, PUEBGROMERMEFE L&D TERORBHHZ OV TIZH > TBWZIEI» NN TL X 9,

42 folic acid recycle

BERRIIIRF 2B T RUSCIB W THERAMEESR T, B0k, EBoRELZHETT5 2 &, REORFEFK, KEOMEE
BZHZENTEET, LWVWHZ LTS 2T, ERILE > TETFEZCVEY Lo Ao AE 2l /o REIC R > T bd bt
TT, TNZEcycle ICLTHRLELDN 42 OKETT,

WX DHE 725 RuiEfgL 47 4 —PI2 X VBT ST THE 12720 4, THF (& Ser (AT RB W TE a3 L iAdis
% &N T 5,10-methylen-THF (272 W £9°, 2 22> HEEREIE DHF ICE# SR NIER R 0O TR, AENTHE - Z DR G%
1T 9B dUMP 725 dTMP 28T A F I VA v 24— T4, ZHICH vy 7V L TERIZDHF IR SN D Z L2k £
T, ZAUT LD ERIT cycle ZTERL L T, MELERVIKLEDND LI DDTT,

ERRORBRITTI S SAOTIEFEEARB SN TWET, Vb FrlERL 27 ¥ —P2lET LML LTA M PLdE—
b, 7277702, PURARTU A (ENHESMTHEWEZZ ERHLL4FITTR) Z2ERXHY., ZhaRET 5 & CER
ORFE L HT, M AEZMEILES, FEFIVLEBY X —POHERE LTSFURH Y £, ZHUTEL TR
—VRKICEY, 5 -4 nT AU DR (FAUMP) L7~ T, FIVLBRY X —BAEL£T (RETIZ. DNA
AREET L EESTVWEEANLET, EHESHLTHLNLONR?),

degradation . " \ :
DIEARMICN D R E DRSS D FH A, RIRIC K T BMEIC R o THINEN B T, A0 2 BHAIC b1
LA SRS © 2 b ) R A,

heme

ANLDERRITEICIRIFER & I CIT b, BIE O~LIEEEOEIR E LT, BE O LIIFIRO iR PAS0 OfilEsE &
LTHOWHNTWET, ~ALDEEHT glycine,succinyl CoA TH V| HZIC Fe NG INTTEHNY £9, GROGITIELI b
AU RUTETSTLDRIED LTHTOAUTWET D, 206 Vo THNZEETIEH D £HA,

43 ALA

heme AR DA DG TT, vitamine B6 ZRMETH L Z L 2R x L& E L & 9, Z OEERITNTHE TIX negative feed back 737>
Mo THEI SN TWET, bE VIR TER ST X5 & porphyria (heme Ak~ FEHEED N EFET DR B ORFR) (12
o TLEWVWET, £ 99 IRPLIT phenobarbital &V 9 RIHE 2 5 5 L2 RFICAE U E 9, 2 OFEHNINFIR CTIEEm & L ik
éﬂ\:Q%%ﬁTét@Kt<éh@hmw%%WL(%%%%P%O@@%%ﬁhmw?bt%'%®%%pmwmaﬁﬁof
LEWVET,

44 A1A

 OEERITEN AR TII AR VO TT N, Pb: SAOEHA L LTRZTBL LW BENnET, Pb ARICE G5 & 2 0OBESE
MIAE I T, heme DA TONRL 2D AT/ £7, EZUfE, o ALA 28 BH L, #EREZSIZE I L
F9, T ALA DHBMREDE O GABA IR TWA 72012, TN EEREICHET D LR mEWERHOER 2K LTL
FoDEEZLNTHNET,

45 heme synthesis

heme D AR COMR KBTI SAOHRERDH Y, ROBRIREZENDHOTIEH Y THA, L LEDOERKRIENR E LT
IEREL ZOIZHET 5 Z LA TE £7, urotoporphyrinogen? VA fE OWVE N EFET 5 & 5 ez KIETIET F 7 Er—/L (por-
phobilinogen 734 2< 5 DWTTE 5, NEWINT 2MMEEFFD) OIFEIC KV LWBUEIC e 0 FEREZ2ELET, —FH. £
ARG OBE R R Tt ORI £ 8 A,

-JR 5 & George =i#

EXEEBHERILI« ) MELEVSIBEAHYET., ChIEHARILI« N /AU U2 —FEDORIBELDTYT A,
NDARIBTHETARLIAV /U INERELET, D BETHERPICHEHSNATERAFCGEY ., HIZKE
LTHFBEDENEZRITDHISIZHEYET, FEREICHLEF-THBIKICHOEZEEZIT (ZOWEIZIFT S EO—L
BAITWEY) BEFEL. BBUBHIHATETLEWVNET, SHICHBHOEETLLOIN., ERBILEEICTHBUTEY
FRICHWENAUSD LY EEZRTEET, C5VWSAERLCEZ LOBVRBIOFEHEITELRLL, FALEREIRS
NELKBWERSHALERPIZHELS KSIZHBETLELI, FEEHERFENLEHY FEANL., EHICHSNVARDIRIZAL
AHLTWERDNET, EVWSDOITTHERIZCHDILSIICINNEBOHRXRIZEEZONTULET,

FETA)DBIBEOLEZIZAXY) XIZEBHE L TULV = George ZEHERIL I YT THOEEZONTLET, COD
ANIRL T4 T7TERVEEDSVEAMBRERLI ) VETH > IEEDONTVWET, ChIERILKEY / FoT
FEIF—HORIBET., FICHEBIZHEEFE5EZ2FT T, BERERE L TIE, BMRMUIZHLWERICEDLN., RICZED ALA,
RILTAHEY /U ESNENFRLC GV ET, TEEEDAADEREICHWVEREEL2E-LET, (REERIEZTE
HFho TFSEO—ILNTETRRHNDORIETT,) BE George ZHIEMNHBEYDIEATH-E=BLL., TEFORODBEELHR—
FOAVBEELTWV:=ES5TY, FEFRORRPMTERILIAVTIZHE>E=FEHNAN=ES5TT, H LZDADIE
HE D7 AYHOMIZIFEREINT . SEFELG-EBRICA>TOWVEME LALERAL,

heme DO fRIIIFIK CITHAVE T, £ hemeoxygenase |Z & ¥V biliverdin (fkf) IZEZXONET, I HIZIINETLINT
bilirubin (354, #ERME) 12720 4, ZHBERT DO HIE T, KIZ bilirubin (X 7/V 7 v i A % 521) T bilirubin
diglucronide (K¥EME) 12720 £4, ZHAMEFE LTSN T, + 286805, /M, i~ & 25 HiE 9, bilirubin diglu-
cronide X E (T T 2 & P Z K U 53/ 4L urobilinogen (B5(A) & 720 3, ZAUA—EBAFRIN S CifiH 238 1 ik
NELNTIRE LTHE S LE T, D FE Y urobilinogen DA RDEAIZHT- 51 T, F WL S 41727 > 7= urobilinogen
TR ORI L 0 A S TR WIRIB A stercobilin 1272V E LCHHENET., 2 EOATT,




BURORIEMF L LT, RMEROEML, FEREOET, RIVEREO=SBH Y £¥, EHHETO>72nbnnTL X

Do

FLEARHGEL LCHBEE Y v Y BEEY U A E VR DHENFELE T, AU birlibin [3KIZEET 2200 D TH B
72 EIZPAH L CHIE L, bilirubin diglucronide 137K IZIEIT 2 O CEHBERIET 2 Z ERAHETH D Z ENLIRE LTZHED L 9 T
T, LWV Db THIZE 2B LE Y, BELZEBEY AL EROET, THEEETCIZComMFNMET LET, 2R
[T 72 . Rh RS RFORM, WitEam, AR (BEERH WO+ V7 v BIANTE 20 28 Cikfige Y

NECTEFBRERLET,



