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@ Phagocytosis
@ Simple diffusion

(@ Receptor mediated endocytosis
(® Exocytosis
® Pinocytosis
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A-23 B-27d
0.1 2.0 18
0.3 6.0 46
1.0 20 100
3.0 60 150
10.0 200 182
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A NG ESISR At IS S8 2 ETE(gucose) 22 TIEYRE SfErt
oM HalE! Z=oo| E45l= IFHfIA glucose transporter(GLUT)7F £25t A3t Sict
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L. GLUT2 2% $xjollA] | 2l 34084, 4 4

2, GLUT4:= 283 A 240 Zwgo] f§4bE 4tk
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1. GLUT3

1) §-%: Facilitative glucose transporter (5554, Na* H]9|EA)
2) Km (=9 Hgtx): ofe 3 — ok 1.4 mM
3) B4 2= Wstert 7P w2 8 § okt
— ¥F xgo| Yol HIFHOoZT L% Tk
4) F8 Id 24 JAAAE(Neurons) — 53] oA F=2 EH
Hgh g4 FolAE IR Hd
5) 715t
He uAgE xrgo] A9 HHog & — AYY AHoMxE <F
BHoE xnd IF BA
IHSE gio] dF X LUt Role A YR % 7hs
O 4 w9 BES A ABGoINE Aeotle TS 2o &

SA

2. GLUT9

1) 99: Facilitative transporter

2) Km: Z&=go] gt Km =A%, 38 7|42 uric acid (84

3) 8 W 2Z: A% kidney) — proximal tubule, ZHliver)

4) 715

Aol A @AF Al&4(Urate reabsorption) 9&

Re 3 7RsSHARE AHEd A2 9AF futo] F4

GLUT99] ol EX(gout), I 2AEZT} e Qg

O 4 “84F £do] Este 294 — 25 3% 7FssHAT 5

e 84 A

3. GLUT2 Z% — Fanconi-Bickel Syndrome

1) €9 GLUT2 f3AY] A4 44 44 23 (SLC2A2 gene
mutation)

2) A%g: Fanconi—Bickel syndrome (FBS)

3) Y84 EA

1) 7l 2934 FZ(GLUT2 2 — oA 2o W& At —
ZgZAo] 4 — ZH|t(hepatomegaly)

(2) 4% Fanconi SFH(TIN =T 2= AgEE A — T
(glycosuria), oF|w=Ate, Uit 5)

(3) 35 AYY + A% 1FFINA e WHEo] ¢ HEE &
Al A, 452l F5E Ergo] EFo vEY 18

(4) 27 AA, F28(rickets): THJ A} ojio] w2 Ak

4) A& AF A7 AXE B3 FgRA.
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s
raf: ser/thr kinase

MAPKK: ser/thr/tyr kinase
MAP kinase:ser/thr kinase

17. TS G e e SBAGPORIS] AT TS SAHA — B — OO LiEkh 241

DAGE diacyl glycerol, IPs= inositol triphosphateS LIEFAHLCY

ligand
W
' g
FED.,

0|t GPE G protein, PLCE phospholipase C, PIP.= phosphatidyl inositol bisphosphate,
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1. AdlA B4k GPo| Zut AT9IAI(G, )7 PLC
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o, ColA Py £EA9] Ca™ Ade Fol MEAY Ca®™ %5

= 248 Az
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49. ME9 +E8XHES HAZE XI5 HENSHEE F1E ¢ 2015 StoFisky
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41. A QARIA B EAISks EGF 484l 4ol EA)
Sh= EGF 4840 ddsto] Alzu deded F=5 Lokt

A B Location of signaling
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Endosome.

C Cl endocytosis,,
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)

Ligand

AR
f \

* multivesicular body (MVB)
O3t o] =8A v/ WEAREol| o] WREAAZE BAEIL
JolaZd} g3tElo] EGF-EGFR 347} Baj=ct. EGF-EGFR
EGA7E golaFolA EaliEE olf= FP [33]

® EGFE AAH8st7] el

@ Az Ty Hof 2442 fdoh] sl

® & OE Azdg HA2E A=5] s

@ AX EHAJA EGFR 45 277171 Y3

® EGFol thgt Al229] RIS 7aAZ]7] |8
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199 4% Asde e 59
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1. EGF-EGFR(Epidermal Growth Factor-Epidermal Growth
Receptor) AIARR2 Al ASAGT F4] 24| 4 9
1) EGFRO| 29} 7|2 7|5
-Alamatol] 2Ashs 484 El24l 7]UolA(receptor tyrosine kinase) -
EGFTIAIRE AAR1ZD7L Alatdl vPZ&e] 484 Q% =Rl A —
EGFRO]  ol&Al(dimer) B4 — EH=2ZA W9 b QKIS
(autophosphorylation) — A& QF&0] ojg] A% thlAEo] Agt
2) AsHd Az

(1) EGFR 45}

- RasRaf-MEK-ERK A& — A|Z Z4] 23} 3

- P3K-Akt A2 — A= A3, Ax 4%

- PLCy A% — Ca** 415 ¥ PKC 243t

— oF AR AxY A%, BY, ol 5 2EFY
3) Wx2&(endocytosis)T} B4Z Hf

(1) EGF-EGFR E3A= 843t & endocytosis

— AEES AX — 22FT 8 — EA7T EoiE.

(2) Wazzkgo] dojuh= o= AHAR] A= Apdsla, Al=7t JgAat
of TwstA ¥EeHA] REE EGFR 84 & & W=E IAaAvlE
484 th&HlE g o] d(down-regulation) TgYHTh

Factor

4) A8 vs E3f

YR Azs8Ale YAl ZP ()= 0] ThA] AlEHto R Fok ARt
EGF-EGFR E3Al= diFE 2lagolAl Eaf=lo] &g Qre.

— o] Ho] T2 FEAET a7 Aol

5) g4 o]

- EGFR Als89-2 A F4l7} o] g

- 53] EGFR #PId T Edvole HY, tiget F45et SollA Hag.
- EGFR AAA(E2A171UA AAIA, FA) Eo] JUA 7Hde] 583t &4,
d: Gefitinib, Erlotinib (TKI), Cetuximab (JA))
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O 229 $84% GPCR(p-2320|E £gA)o|m, 2Zr8A|(agonist)
715 ol AlZ W G-aid A2 2435} — 2% 2t

@ Uzg: #8A= Uzdd oEEd $8AmAChR)OIH, -84
716 o HZ= AH ol2BE — AAHE £H

® Fefe: 484 nAChRe|™, A¥A|(antagonist) 7152 3 oFAIE
3 Moz A% — I8 5 oA

@ FAfolAl: TRPV1 48419 ZHgAole}. Pol Y — B5/8%
R

® W= TRPM8 8419 ZE8A. ol FY — Aldet =2 Ag

O FeHle vyHA 253 98 849 2-8Al(agonist) 7} o=}
A A(antagonist) = Z-&st] £8A419] AT ALEE AAFUE
webA] A2 @ Fedyh
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2024 StoFostha
1-3. 3MAH4) §x ¥ dE 3A23E oA HEo) JHHe|r}, Aoz 43I gl 2 (o) To BEX - Z LA
3 3 F l%hs-l?l 2 b }i—r‘i 1 = 1 B5gen. ez :ﬁl 2={glucose) 1% 5 75}— A—]]E_Q__E_ Eéq]/\]- 7@% ‘_4
AIAE Yoz skt 28NE S22 F550] 952 Hpyruvate) 22 FH s A > I Ik
olle) Bel v} Qe mash YAFLIEE FEae A0 bl welH A9 A L OH "j-
0).e Wz A3 o]
(B2 V2 JRV32 1999, (208) e EE [ A9/vHe, das BadlA.
ix FRETRE] EEY + ATP — ZEP-6 + ADP_| hexoki [ o7t wre. M
phosphoglycerate kinase 1 = ) ¥l ATPe] 2 electrophile) 719 o]~ Ru WeE A0l
1| (qzadze 24nas) 14 | glucose (25%) do2 s 2 - ¢ 4 2ol #obA hexokinase 7l
o |phosphoglucose isomerase 15 | fructose 1,6-bisphosphate b
(2ol 4ysas/JNgddol43tas) (32 1,6-VA/L.6-A44) 2
phosphoglycerate mutase = A
3 | (zzoaapael 2020029954 16 |2-phosphoglycerate (2423 4 24) s
4 |(triose phosphate) isomerase 17 | olucose 6-phosphate 3 3 g
(15850 8 408 %) (23 6-9/6- 4252 < ‘
rate = < FFF-1.6-014F  G3P P R
5 [citrate (EZZ9 $HEA) 18 [oxa Sz =) e 630+ DHAR T o S A S S
R glyceraldehyde 3-phosphate o s o S
SERRENEE Y o 4 s Aol 2us)
6 |pyruvate kinase (3§24 4bskaz) 19 | (2210 2ap)s1o) = 3234122 23kl 3ol =) YT ECE
triose phosphate dehydrogenase / 5 [Garsrp TEME G A8 AL VSO, TAEE B G3PE Ader 9Y SAT
, |an - 20 | 130 lycerate 5
(3RRANFF2RA/3-427 0 2o =D (L,3-v) 2 222 322 4 241,301 $ 422 4 240 | G5 denyirogennse [ 71514, NAD"
FEEZE) 6 [~ e TSAA NADH/L A4aT, A5FE w0 A (nucleophile) 7/12KP: PO o] AWEel 712
8 |malate dehy [ERCEES £Y) 21 |ribose (Fex5-) 24 ” g0z sag.
o | phosphofructokinase 92 | fructose 6-phosphate 1.3-BPG < 3PGA + A’ T ate kinase | 7194
(A=t yslax) (e 6= AH/6-V ) 7 [ nel wie® w9 13-BRGOIA 45K 10 wael oA elAHE FWOC-0-Pol WS, HAE AW ADPR oA R71UHEOST)
10 |enolase (@1 =) 23 lycerate (3—42HH 24 o o|slo] ATPS WAt siolet, |uobo 9,
phosphoenolpyruvate 3PGA ~ 2PGA
EECRES
1L |aldolass (RFA<)A) (22205932099 39 329) 8 AT I S19 SelA DT AE aE
R . dihydroxyacetone phosphate
RAcAU T ) s = v X
12 | hexokinase (63303t 25 | (ol shol £ 2ok 21/ ko) ShE A oA E) 2PGA « PEP + H0 enolase [ 714, Mg, M
pyruvate dehydrogenase o e 9 WaE 19 400 W ST AHeIEE, el oI QAo B0o] TATA ek A 28 A 39 eaei
B @sey a4222) 36 [predvate (A %24 1) 91388 40K enol B30l enoue 91 7o 28
yruvate + ATP [ pyruvate kinase [ a7t v, Mg, K
10 T AUPT SR 29 U1o] SRT A0S Saep] Renw DA ARIARIE EUe] WA, R AR
Sz, R ool of

2025 S-Adista

18. ZEPS A= 5% Ri(isoenzyme)ol= Hexokinase®} 199 5 4 AR5 ZAGA | A9 1

glucokinase”t itz ZEo] ok Kme  0.1mmol/L, BN

o T gA7F 28 285l J|og AT AL
10mm01/L ]E]- ™ ]— TE A 0}-“ ]J‘—l— - é?} A= Hexokinase®}+ Glucokinaset= isoenzyme©ltt. isoenzyme #74/413}0l W= 47t ARgsIct

. 5 ) oo
@ glucokinase -zt Hexokinase - < Gl e G| (haxoknaalD) Hexokinase(HK)
@® glucokinase - 7},  Hexokinase - 7} 714 EHelucose) e hexose)
® glucokinase - ¥, Hexokinase - %} A 2 oV e 19 A=
. ) Kan Vs Kool Vinas ! Kook, Vinas §
@ glucokinase - T4, Hexokinase - <4 RS ED G-6-Pol 2o SAIEA e ©) G-6-D 3ol 71t 9.
W GLUT GLUT2 GLUT

O1. ATP OllixiE 27i6H 20iLis BKIS Yol o2 BUIE %7 2025 Zurjstn

® Glucose 6 phosphate 7+ Fructose 6 phosphate® sk T4 193 5 F NEsE EFUA | B9 3

© Fructose 1,6 bisphosphate 7} dihydroxyacetone phosphate®} giyceraldehyde 3 phosphate®

ke 2
(® glucose”} glucose 6 phosphate® SWAF7|7} F71el= 14
@ 3 phosphoglycerate 9] ¢WH717} 28 & o4l 2 phosphoglycerate”} Sl 2H4

sfd

15. sligtapsol Mg2 MMel| njERsRl0le Syisle 22? 2025 _
199 5 F NZSE E444

o
i

:
.t E
=

@ glucose @ pyruvate
® acetyl—CoA @ lactic acid

08, Ciee MESES| 2t ERI0IL 7jakEe] Quisp| Aok TrEe 1= 227 (48] | 2025 Arsista

i 199 5 A AESE E49A | B9 39
A EE — EEg-6-qlit
B, ZATOs|RHAL — wFHA}
C. 1,3-o]glalZe|MZ2Aal — 3—qliZeM=At ‘EH/‘lj_
D, OlAAERA — o —AEFREFEA 2|28 o]},

@ A B @A D

DB C @B, D
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19. cige A2t gl2o| BTN 5 SUROMIEM, LA, S 5 Silolch 82 227

(&) (th (ch

COO~ CO0O~ CO0O~

| | |
CH, HO-CH ¢=o
N ot oH,
€oo COO~ CO0O~

— =1

2025 AFfsta

13 5 F HNEssy =ddit | 9 L, ©

gk

(hE A%k,

(he i (the S4a=Rop|ELlelth
0. 9.

3.2 2|42 L E[s0| =
(QIAICHO|3{0| = Z A0 =)

ETSPY
|
opI E-CoA
| K
ra 5
SLZOMYEM A EZ4H
R | L
2Ab Ofo|AA|E2 A
Q M
z2a LN
N qus — oo —
P (0] N

[
9. BeIA (B 7He BgelAl GTP7E Atk C. ge.
L. (WPl (eh2 7h= 3pgelAl NAD'7} NADHE ghelgich CE
T, (D& oM™ coA}t AgsH AlE24Kcitrate) 7} AT
2025 Al ekl

Aok 228 3H

- T =5 o R 1l

CEERIEE T H 1949 5 4 Amog 2d 231 291

23 g MSEIPHoIA MMEl FRKs FiXIRM R (electron carrern)S S8l DIE2=2(0t HRFESA| MECE
TR S5 OlLIX| WES DIET=AI0t 7 Flmalr)25E ARHprolon)E HIERICE SMEOIM ARt
ohE Sl0] TRFHED] EAEA Qo HKIS TS TRIUIRIE Asis Eis?

OE J
@E, P

sid

229 B4

1. sigay: 39A7} vt
1) Hexokinase,

3) PFK-1,

10) Pyruvate kinase

2. Pyruvate — Acetyl-CoA: 19A7} ¥]71<4 Y
1) Pyruvate dehydrogenase

3. TCA 3=: 39A7} B719 4}l
1) Citrate synthase,

3) Isocitrate DH,

4) a-KG DH

OZeddA +=3+1+3=794

23 EA|
FADH7} A== A=E 2= EAJoth

e
ial
oX
]
N
i
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(2. AME2M3|Z (TCA cycle, krebs cycle) 2| MH = 22 Z242?

O M=ZofA dofdtt

@ acetyl coa 7} oxaloacetate®} Agsl citrate= I},

2025 ZEdsty
U5 F NESE BEAGA | B 2

gk
® ATPE =7 AN e,
@ 7} 2= ONADHE: AJ/dgict,
20, FxfxiE 2 Alsl olitsol Bigt Moz g2 2P 2025 Ageista
(o] e 155 2R pal=
© 4950 e skel SaRslol T QASRIERY QAL AP dgsie wgel | LD d 5 & MEOE SAUA | BE: 3
g ]
/2, NADHZHE] 4kiel ZARE e uf H(+)o] EAMFolIA] ¥} ghe 71zt 1) 714 $29] AAks}H
23 AalAl(uncoupling) & AHelahd AlEe] Ak AM= F71ekL ATP 2 oAEct 2) 4G <0
@ AAHEAS EF AfeuA] e nET=ol BAtolF intermembrane space)olA] 7]1d N
(natrix) 2 RIS LHIBIES T, 4) o] w2 Mg
® HERFL QRITha= A8Adolml, 2A} 279 4ol IS Fgtol Fulise] ok 5) Az} 2709} 224012 274
7. DIEZc2(oloiA LAlsH= AtapEi AEYoxidative phosphorylation))t OIEZE2l0f CHA 270 Chat Ao 2025 7t st
2 82 %S (F7DolM QU= U2 12 227 11‘;]__%]_ 5 ;g_ kﬂE 5 _g—_ %ZE].EH}\]' Xé%i Xl

| 271
ujjoF <1 AlZo) rotenoned 2|5Ha vjFle] pHE
FA s (electron transport chain)©] 2@ T (complex )] o] AsAlS 2] ajst
W Ak 2R glojxict,

ol

® oligomycing Hzg AJFES

sfd

71 %k Rotenone(Complex 1 A — 45ta] QIAks} At — digaty
o2t — ZH &t — Wik pH sHY.

L AAL Complex II¥F A= Complex | &
£ A4 AHlE ASE

=0

e Aze At

© AAL Oligomycin ATP synthase(Fo) & 2o} HY AfUde Aot

—~ Bt 3709 H ZACE 1), RobiA] g,
(03, TR U Mefx olisloll Cifst A2 5 82 2427 2025 SEe
A5 F Azes S4UA | B 3

@ AAPHEA 1b Aol ot

© Al QIsh TPgellA] Akt HALS Ak

® AISFH QAISE IO ol G ATP synthaserh ATPE @4aich | 12

@ P = 71271 ATPEAe] TofsiA] oh=

2025 FEs

18. oS F Akl QliksHoxidative phosphorylation)oll Higt | 129 5 & Ax3535 EAGAL | A @

Agog g2 A

© ABHY QUAtSH= wEZEE o} 7| dojdtt.
@ v|EZ=go ulollA] ATP synthaseE
st}

® FA 71&71= ATP ol ARREA] Fe=th
@ NIFHL nEZEoofA] dojdtt.

ol-gslo] ATPE

0 ag:

RS QISR

synthase’} 2-85t] ATPE
O E9. 45 ks
ARALAS

® =3

EZEer WHolA  HARdEAE ATP
Adshe ol

uEZEE]ol Heol A dojidy.

3 B4

wFeR TI7IHT

gradient)**= ATP $4d9] x| o]tk

@ B9, HFuEe AEAo|A dojdtt.
20. 971380 EEY & BAE Eajske b 283 NAD'9 | 2011 N
FAD®] #4527 199 5 F AESE SARA | e 1

1) NAD'-108%}, FAD-282}
2) NAD*-88x}, FAD-284}
3) NAD"-GEA}, FAD-184}
4) NAD'-484}, FAD-1E4}

sid
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G #A 3) 2ET 1A 96| AlBlEo] ATPE
o) ZEAES} ZHA|EoA sl ATP AR thEdth 1 o
f= A7l 379% NADHS| HAE vlEZEE|ol Hete]
LAz Adshe Aol Aol7h 917] ol

A Ag =

3-1) mﬂ_rtg} 29T Zo|q Ty 1EA}
%o 712 ol Q7P (27)
3-2) Zl”\ﬂio] A 0]83l= Ao

3-3) SHAECIA ol 8she AEHH

T ATP AAtgo]

ﬂ
m

2997 (379)
w9017 (34)

2025 =ibgisieiani
o) 55 = . = =

1% 5 F NEey Sddat | B9 o) A3, F84
sfd
1. Z=gt gk BAjolA Y7l ATP A4S

49, 0% A, A ENCLE
e o5, S8 i E

LR 2ATP, 2NADH 2ATP, 2NADH 2ATP, 2NADH—~2FADH;

:‘jﬁ;‘} ;‘@' 2ATP, 8NADH, 2FADH, | 2ATP, 8NADH, 2FADH: | 2ATP, 8NADH, 2FADH, | 2ATP, 8NADH. 2FADH;

g1 gy | [ONADH — 10°25ATP |/ 1ONADH —~ 10'3ATP 8NADH —~ 8°2.5ATP 8NADH — 8'3ATP

4FADH; — 4*1.5ATP
& 30 ATP

4FADHz —~ 4*2ATP
536 ATP

2FADH; — 2°1.5ATP
&1 32 ATP

2FADH; —~ 2*2ATP
& 38 ATP

T V8. APSAIEE WAOIAEEAT shutle A
ANZ714°] NADH7} v|EZEejol Soj7bd NADHR Ag
i}

ZEoI HAEE "FRAE 34t shutle™2 AMg
A£7]49] NADH7} v]EEEe|ols S0l o FADH7F &

02 2ATP7} ¢ ok
=&} HE TCAZZ

NAD"

il

SHOMIEL | SREL

NADH:

et a—i{l§§$i}§&XﬂM§&

N
T

%\is%aég opAnf=E,

YD &—» i»snwur e

S2ME-32 ME NADH

3-1) THAIE7L o grh R4S 52 DEo|E-ofATIEHo|E A
‘é; WA ATP $50] )
3- ) ’“E \:ﬂ—a O]E—o]—/\_u_]—EEﬂo]E },:]__.
— ANl=4d NADH7} W|EZEzo} 7|19 NADHZ AY — E34| [2
Soj7lu® =25 ATP/NADH, Z&9 184 & =32 ATP
3-3) TEAEEZZAD): SAIE-3- s
— AlZ& NADH7} v|EZEzo} Wut 404 FADH.E "ol &3}
A 2 o8 — =1.5 ATP/NADH, =9 184 & =30 ATP

19. B8 NS sigkEe] HANEAE AAleHd gt
B AEBASRTE 2 HET 1 olREA E}% o 7l 1=
w2

1) ATP7} 312E7] wzeltt.

2011 SAdiska
19 5 F AEsE 404 | 9 3

2) 2EEA £ Ot I AEEAslzE W] o |
Folct,
3) NAD'9} FAD7} T12%]7] wjiolch
) HAEANA B ol HAk oA ] ol
i 2025 At w2
5. Aheks AR Ul 4885, The & Aielel A .
o 199 5 AESE BAUA | A% 2
B}i CRPLL, o =

@© ATP 25t

AR g 2

@ HARDA A
CETPR R

® ATP &4

24718 (Cyanide, CNY): A3 54 EE=E, v|EEEeor A
AAZAY cytochrome ¢ oxidase (EFHA] V)2 Hol&(Fe™)
o Zdsto] AtAE AXE Agsks 7152 AR
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47. Dinitrophenol (DNP)2 Y& 9} AtO|2 24 Xt(proton)?t X| Ltz
£ QUA Btct 1940dCHOlE DNPE HIHX|BH 2 AFEE FHO|
Qe 0l A% DNP?t B9 XUg E8fsts A8 FAs:

J1&n H0| AE AE 2F IE A7

2015

5
-2
=

ox | ok
il

1% 5 & AEsE SddA

5 7

. ashaad $uE FQu.

L. uEZEeeld s Dot Wielh. a1

c. #3goz go] dr} =

2. pH| W3tz At $&e) F4& F38.

D, v @ 1, = [€) SR @, =2
2025 AgHiske
199 5 4 NxsE EFdA | A9 5
EE

2. ==Y Ask(gluconeogenesis)S 433t Il 71EH M2 OLXIATP X GTP)E AIB3Hs TTAli=?

@ Zehd(alanine)

@ %%Klactic acid)

@ FREBHpryruric acid)

@ SAkzop|E4Koxaloacetic acid)

® 3-2kFeEAlE(glycerol 3-phosphate)

. A [ |
(The first reactions of glycolysis These reactions are the "energy-

are all slightly endergonic | \harvestlng‘ portion of glycolysis. |
~ — —

= ﬁ\’f' ‘][7 g
= 5 i

@ A4 Glyceraldehyde
I 2 32 3-phosphate

| 2NAD'
' C‘@‘Q

nge in free energy, AG (in kcal /mol)

Three exergonic
reactions are

| coupled to the
reduction of NAD*
and the synthesis

100 -

(O]1. 30ch ol et x| ol SE X & &2ISIAUCk 0] XZA| X= SANYEY IPEES XMHE Sh=
Zioz Ueqx Qlck o] gXie| HEE 38 mg/dLO|H, fructose, lactose, glycerol, alanineE 2| Al
0| FOIXIX| 220 galectose X2| Al 20| FHOIECE 0| 20| Xslioh= &A= RN

@ pyruvate kinase

@ fructose—1, 6-bisphosphatase

@) glyceraldehyde—3—phosphate dehydrogenase
@ pyruvate carboxylase

® glucose—6—phosphatase

[ of ATP
b
2025 QIAIhstw. OJcf
19 5 F Mxss EFAA | B 2
o

1. Zr 7138 RAREd A=

1) Lactose — galactose + glucose — — 7|4 glucose2 #2Hg
2) Fructose, glycerol, alanine — @18 AR Lf7tA FAYS
A A= AA Glucose B4

3) Galactose — Galactose-1-P — Glucose-1-P — Glucose-6-P —
Glucose: °] 4L g5 glycogen A galactose THAF Z&Zo]H,
AP £ FERAE B Yolx S 28 5 Us

O o] FolA] u5]H galactoseRt Bt 4= Q= @A =
Fructose-1,6-bisphosphatase (F-1,6-BPase) 24 Alutg] 29} Ax|5t
(1eF  Glucose-6-phosphatase?}  AA=AUTHA  galactose®™ &
glucose® % HHE)

40
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38. TR AROlA ofdE diAlel Higt 2Aelth [37]. off RA=E

st 3 EE 1=AQ.

Hepatic  acetate Lactic acidemia

Vein

Hypoglycemia Hyperlipidemia

Mitochondria
. oxphos

Alanine

Hepatocyte

Ethanol Portal Circulation

HJC/C\OH o
& Ethanol 20
MEOS (CYP.E) Pemlxrsnmar
0y naDRH M:)l“cn/w vy
NADI dehydrogenase i
B o |0
o
I
HsC”™ H
Acetaldehyde
a0 N argenyoe @B Oxaloacetate
naoH S denydrogerese s WL
s IR Mo 0%a, EX Y
CH,COOH Ot Bl R T ol
i Acelale  m— ”
Liver Acetyl-CoAsynthetase m“v: o
Oxidationin

H,0 +CO,

@ ofgho] EEFAITAIo] ARGt

@ TS3PH NADH/NAD' 9] ulgo| Z7}3ic}.

@ ofAEA] ot CoAZl AAE7] 98l 2ATP7} a3t
@ ogtE g B4 Ast & ATPE] B4 S 13710l

® Fe5hd At dka giApE 7K

2025 st

1% 5 4 NEey S4dat | B9 19

s

@ ofghe2 7oA S7E G54 aM(ADH) — o ELHsto]= — of
HEAF — ofqEd-CoA & g,

OME-CoA Al E=GAIRFoR Sz & gtk

e AAE FEYME-otuAtd g BRG] 71ds o)A
o=t E9.

@ T3A] ofle29] AslagolAl NADH7F AJAHc). ghe.

® 2.

oghE — OINELHSIO|E — OHEAIAE Shash BHS
OIN|EAL — ofME-CoA + Acetyl-CoA synthetase ¥-g-0|H,

1 ATP — AMP + PPi o|2& oJyx] 2ATP A 42H,

Acetate + CoA + ATP — Acetyl-CoA + AMP + PPi

@ 2. e 184 2bd Ak — oF 13 ATP A4

(NADH A4 2.5 ATP x 23] + oFA€-CoA 13 TCA A 10 ATP
+ OFAIE-CoA HTHA| 2ATP &% = 13 ATP)

® TSAl 715 NADHS ol NAD'S AA¥sty] Qjsf 24t Wzt
S71stct gAY I 7hAskal, TCASZ Atz 4asict

2025 dgsta
199 5 F NEsE EZdAL | Ag: 29
34

L4 GAE AHESS oMELHS| E(acetaldehyde)2 AlSlol= &4 o] &
9] B4 el 7ot olgo] 27) EAste Fag A ek
1) &0 7o' AR SolERA/(-OHE THIAA Bha w8 F

2) F& o : 840 YA F2E st
2025 Mgt
=4 ASNG i &l ke — =
GEAD 32, =Y 6-t Edas FYPor s Wl A 109 5 & Axss ZAgAF | A9 34
o = = 5 = =]

0 Aol A o F old 39 gl AF A7 A | s

712 5) 23 G-6-P dehydrogenase(GEPDE)] HHL f= 884 WES Rt

@ ATP « A@FolA] PPPE A3H glutathione(GS-SG1E F #49) Y glutathione2G-SH)OR Agsk=t] LR NADPHE A28t
4499 299 elutarthione(GSHI glutathi i aoagos APl A Ha Asdd A o] urge

@ NADH Fasich. skl HRT Yol H:0,7h SR Hbol metHb® AHSIEIT Aelo] &4Ejo] H@e] Sujo] 2H4Ely] tEolct

3 NADPH + PPPS] e B49) GOPDIVE A0 2 AuE AR HE B BAV} Qlok SPAT AU} Als AEAAE B W) BAV 2
A3tk GGPDHE] 2 qaiol 4] Uil PPPZE NADPHE AASH: et Asel AB7eld 7k Azet oprlaet

@ FADH, Ag] 220 2 | sjol#2s g, Wekeloh U9 Solck oRgel ABME AGSAG B okzo] thasel AEHY o]
S B2 ol ts) BYUY FREAL] 4BtElT EY ofF BUAZ)Y] Sioh tiFe] NADPHZ a7 o 29 AdHoz Y

% GTP o] o025 @44 ofisbdo] oiLpa] gRech mebd] ofSsh ub whjae] wxpagol dofutyl 4 e Aluatel szt defut

ofgo] Ag wBHWM 2~3Y ol $@FPe] uehdch A kot ool primaquine, HAAR! aspirin, HtREAA
sulfonamide §& 288 1] 2502 G6PDHZF ZRE Aol §@@40] Uolr] ek

rl
i)

AE7E A - 41
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[ 5% AZ 3F, EQ0At

6. Alanine cycle& 1 cycle it 7 ZL80] A2
alanine 184} glucose 1 EARS Fal €ttt
ATPE=?

(&, glycerol-3-phosphate shuttle& AR, urea &
TEsiA] AAISIAR) (2, AlkHAlol qlefof sk ERE Hom

T 8 143

o] W net-cost

0 84329 ATP A8 4

1. Carbamoyl phosphate synthetase I ¥I-&-

NH:" + HCOs~ + 2 ATP — carbamoyl phosphate + 2 ADP
+ Pi — ATP 27 &%

2. Argininosuccinate synthetase ¥M-g-

Citrulline + Aspartate + ATP — Argininosuccinate + AMP +
PPi — ATP 17} &% (&, AMP + PPz} HEZ 2719] 10|
A% An=E AL

O F 197 2% 4

2 WA ¥ 2 ATP

5 9A §k3: 2 ATP A% (ATP — AMP + PPi)

O % 4 ATP equivalents &%

2025 QLA et <ty
1599 5 4 AEeg BadA | g Fuy
B

1) ESEIET)
184 glucose — 2 pyruvate — 2 alanine
71ASEQASE +2 ATP
ANlZd NADH 271319 3g 434) — glycerol-3-phosphate shuttleZ W&
FZreolo] ] =1.5 ATP x 2 = +3 ATP
— &% ¢85 = +5 ATP
2) ZHBAREE + 8434

2 alanine — 2 pyruvate — glucose 184}

FAATHA Bl&: 4 ATP + 2 GTP = 6 ATP(eq)

2 alanine®] A4 — 94 184 I4: 4 ATP(eq)

— 7t $4% = -10 ATP(eq)
3) Alanine cycle 3t 3]H9] WAl & AW

FA = -10 + (+5) = -5 ATP(eq)

webA], Alanine cycle 1 cycle®] net-cost:= 5 ATP(eq) £ PUTE

Muscle
protein

v

Amino acids

A
GIUCOSE e Pyruvate *
B Giutamate
alanine
aminotransterase:
Alanine a—Ketoglutarate

Blood
alanine

42
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[24-25] A=t DAEAA AL p-413t BRolck 2 AN o2

< 12XQ.

X4t p-itst F2
X|gak(c=p)
1 A
x| Oh&-CoA
l®
Al opalst2 el
1 c
A2 Of2-CoA
1 D
£2-01=2-Coa
1 E

L-B - SIO|=&A|0}&-CoA

EMA.

2025 Aot
g

199 5 A AESE 2404 | 248 29
259 14

ik

244

1. ¥2Y-CoA(Malonyl-CoA) © 23] allostericstAl AFE wH= o
HAQl &A= Carnitine acyltransferase 1 (CPT 1)

(= Carnitine palmitoyltransferase I)°]tt.

1) CPT = HEZEEdo} 9uto] £A45k, Acyl-CoARIAE A%
ABE Carnitine®} ZYAIA Acyl-carnitine FE|E THSo] nEE
Egjot Yz Ak SolEuis p-439] 1T enzyme gate) %

SO, 3
&S o

2) Acyl-CoA + Carnitine — Acyl-Carnitine + CoA

Q7R

® Acetyl-CoA

@ Malonyl-CoA

® Pyruvate

® Acetoacetyl-CoA
® Oxaloacetate

| F 259
B -#£0H-coa Q
R-CH,-CH,-C-0H X|ebAr
| CoA-SH
Obl-CoA(C=n-2 + OtH E-CoA Mg?* ] Acyi—CoA
AMP + PPi synthetase
% 5 R"CH’-CH"E'S =CoA (active Qiﬂ;i?cﬁ
24, Aat R AFAY B=9-CoAlmalony-CoA)o) 9J8) LA eSS — s ; =
arnitine transporter ochondria LH2
EAE(allosteric) ARNAE T DAE? Matrix
1]
O A i FA‘D-‘ e o= Acyl-CoA
@B 15 ~ 25 N Acyl-CoA
. HO<A——— rapi, <] dehydrogenase
®cC S - -
rans,
@D R-CH ‘—(":«S—COA AP-Unsaturated
1-CoA
® G H,0~ 4*~Enoyl-CoA i
hydratase
OH Q L—(+)-p—Hydrox
25. A f-ABRES(D~GoNA Foluhs AANES SAHR g R-8r-CH,-8-8-Con acyl-Con
A7 2 ~3[8E NADV) L(+)-B—Hydroxyacyl-CoA
© 4A(FAD)-%3Hhydration)-Z4:4(NAD)-E3}(CoA) HEG- G o L |
@ EE”f,‘—ﬁ\_(NAD)——’.‘—ﬁJ(hydration)—‘?:_‘—’Fd\_(FAD)—-,‘i'—ﬁﬁ(CoA) R—" =1 —IC|fS-CcA A—Ketoacyl-CoA
3 g54(FMN)-5=3Khydration)-254(NAD)-E3}(CoA) CoA-SH~| Iﬁhﬁ(‘g?;hiolase)
@ A (NAD)-24(dehydration)-E44~(FAD)-E3l(CoA) o 0
It 1l
® =A(FAD)-g4(dehydration)-E44(NAD)-E3[(CoA) R-C~8-CoA + CH,-C~S-CoA
Acyl-CoA Acetyl-CoA
2025 Sdishn
199 5 F AZSE 4094 | 9 @ Malonyl-CoA
ZaPAE A (Fatty acid synthesis)oll oist Aoz 2 AL | 34
TEAL. B T B4R ARBEHE 8 dHEES 79| A4 MY 8 EE2 Acetyl-CoACAHt, AAE A%

vh3e] A block
Malonyl-CoA®°]t}.

Acetyl-CoAx WEZEZololA A=A, Alzds HiE
2 & Q7] W&o citrate shuttle 53] olF — MEZA
THA] acetyl-CoAZR #%

M|ZZ acetyl-CoAE acetyl-CoA carboxylase (ACC) ©of 23]
Malonyl-CoAZ 8=, oRo] XAt das HIA(FAS)

off s A=A g

224 A¥ 2 FH  building
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Z9PAE A (Fatty acid synthesis)oll oist Agoz &2 A&
AEAQ.

O A Aol &9 EZL Acetyl-CoAolH, £ f4E
Acetyl-CoA carboxylase©|1l, EZQIA= NADH©]|t}.

@ At ABedol & E4-2 Malonyl-CoAllH, 2d 4=
Fatty acid synthase©]i!, EZQIA= NADPHO|t}.

® At ARl & B2 Acetyl-CoAolH, 2 4=
Carnitine acyltransferase I°]t}.

@ A Ao &4 E24L2 Malonyl-CoAllH, 24 84&

Acetyl-CoA carboxylase©|1l, EZQIAH= NADPHO|t}.
® APAE AL mEZELol 7oA doju, 24 a4
= Acetyl-CoA carboxylase®]t}.

2025 e
1% 5 F AEss =ddit | A9 @

!
@ ApiE Aol 29 E3L2 Malonyl-CoAolH, 23 &4=
Acetyl-CoA carboxylase®]1, EZQIA= NADPHo]t}.

15. oM2-CoA 7HEAH 0|2 E X4t 9] 4% At 2 =
A @A gaolth oS s2EY 84 W} F Aol d4E
ST A2
O cAMP & &7}
@ AMPK Qi3 &7}

N S22 5% U}
@ T EAmbglo]= B4 FUt

* AMP  9&A4
kinase, AMPK)
© AMPKE Al%E(cell) 9+9] ti#ZQl o|vyx] AlA(energy sensor)
24 AZ9] oA A (homeostasis) FAo Fa3 IS g
ot oA HZAQ] oflo]E]F(ATP, adenosine triphosphate)9]
o] Yopd Atjygoz ofo]dn(AMP,  adenosine
monophosphate)®] ¥o] EojUH, AMPK7} QlAlstElo] &/ds}
=, A2 Er=FHglucose)F APifatty acid) A5 3 EoiE
ER6t1, ZE|AHE(cholesterol) ¥ AW S Aot
ATP 84S 59 ovA FAS fAIsH ot

ol QAR A(AMP-activated  protein

2025 SAHoista
1% 5 A NEes S4dA | HE: 1
a4
ey Y
v ]
28 Us hsdn/SSkEH Bs @Y B
229k mgum% B7h AR CiA} aky ?J\%%
ZME  GPCR RTK
¥ O] )
g @ e By i
CAMP (2 Medsh) AP:T
A ® 3222 8y
@ 3R1Z &} vy
@ S2aA sy |
@ 2212 B | 237324 44
@ ChAEEE (3h o, & A B 39D
D YERY R/ g A Y AT TEEgY:L, Hay
SBEY B CRl AN 32 EZEGAE
' e AEH:2S A
@ XA E3 : Acetyl CoA — AIEH HA 2.5”' g‘g ;,.;E“'g

(8 Ast) (MTOIlA)
© aa0| B3 & A & (2IE, Al

T
X4 51 — 22IME + KA (25012} 28 B3
| g27a g - mEg og
 HEA 012 Chat =
- Bz 23 (RS Tiseim 8)

15. 8% FH2HE =8 957] A FE9 o527

2025 SAdiska
129 5 F NESE EZAL | G statins
Eiks]
(EH2EE § g BAE)

Acetyl—CoA

3-hydroxy—3—methylglutary —CoA
(HMG—CoA)

HMG—CoA reductase >K
Mevalonate

Statins

Isopentanyl~5—pyrophosphate(P—P

Geranyl-PP
/ FaremSyI*PP\
Ubiguinone l Dalichol 7
(CoQ10) Squalene cell ageing, brain function
energy, heart failure, Cholssterol

myalgia

steroid hormones, sex
hermonesm bile production
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Gluiose
Glyceraldehyde 3-P

Pyruvate

!

f———— | Acetyl-CoA

2025 B=ist
199 5 F NESE EAOAL | Ad: 2

04, SEOiAL Al 2ATISRERIRL ZERMED P} Hici2 RXIOIXIX] 242 248 D2AR

@ NADH — 44
® opAIE COA - opE7
® ATP - QAP

@ FADH, — %2}

@ olefRERT - o]

i a4
— A g
B: SR
oloj| cist MFoz g2 TS (E7DUIM U= TR 12 H27 [257] C: A
—l =1
. AL oAb el hmuolkg ARl
L, B gl St QuibulgolikelEA(PRK1)Q] B4dol ojs) 24t
v, Ck vet A8t 148 714 glyceraldehyde 3-phosphate® diAbelch,
[Ofl @, v @,
@ v T ® 1, v T
2025 HAAEt =
199 5 & NEsE EddA | Ad: 4
a4

EAYAA B D 29 A (activated carrier) 9t 17F HEshs
‘BAslE 3lsl7](Activated Group) & AEs| AR S & Y=AE E=
718 g EAAYH

@ NADH: 44 (H', & A% 271 + 43 VS ulshe, 8 4
o3t uhgol Akg

@ FADH: 44 (H) 28t 44 QAHAA+FIAR)S ALdh

® oFAIE CoA: oHE7]E 24h TCA 3= S 34

@ ol EU R =Y (UDP-glucose): £ A7|S 245ttt

® ATP: QU7IE 28L QS §H89] o|x|do= 29l

(1) Hyperglycemia

@ NADPH oxidase

(3 Hyperbaric oxygen
(4) Metal sequestration

(5) Alcohol consumption

2025 QLA o
199 5 J AESE SOt | 3R 4
o

(D Hyperglycemia: 11892 ROS(reactive oxygen species) B4
S7HIA At AEHA t EE.

@ NADPH oxidase: Z43}=® superoxide A4 — Als} AEFHA
t. 4.

® Hyperbaric oxygen: 119} AbA
g2t 9

AL A 27 — A A

= oL ke

rr

@ Metal sequestration: &4 ©]2(Fe*", Cu" $)2 Fenton W3- &
S ROS /ol #of — &4 F4l(sequestration)i= ROS A/d& Al
ulro.

~a-

® Alcohol consumption: ¥¢3-& thAl= NADH 37} € ROS A4
A — 45 AEFHA . ERL
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13. 72t S0iIM IEE=2(0kmytoconaria)oiiMEt LOiLR= CiA HISS BF 12 7427

7]

fattyacyl—carnitine + CoA—SH — fattyacyl-CoA + carnitine
U, oxaloacetate + glutamate — Asparate + « —ketoglutarate
t}. acetoacetate — acetone + § —hydroxybutyrate

@}, arginine — urea + ornithine

@ ket
® 7kt

® ket

@ 2

® 7hikehet

2025 QIAIHSt oy
199 5 § AZog 24 | A9 2
EE]

7}. fattyacyl-carnitine + CoA-SH — fattyacyl-CoA + carnitine

— 7l24" ofdEH:MAWo]A [] BFGOZ H|EFE=g]o} Yu} ZofA
Yol

. oxaloacetate + glutamate — aspartate + a-ketoglutarate

— OATEHO|E ol Ho|FA(AST) §HS-2 mEZEeole}t Alxd
o] B5F EA(AE ofgol 77t UR).

t}. acetoacetate < f-hydroxybutyrate (+ acetone)

— AEA 2 FZL vEZE=EolellA  dol(B-hydroxybutyrate
dehydrogenase).

2}, arginine — urea + ornithine

— fHloAelZ9] A7 EoA doju= ¥hE-Y(arginase WHS).
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