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A% o

=4
5% T SER I AR
EMENERERESE - FREE  HRRNGETR BRI

RFEERE APeRE

(Ligand-gated ion channel) )& GABAA - GABAC(BRErZ#E GABAA-rho receptor) -
Nicotinic-Ach receptor

82 3 BRET(BY)  BERESE  RETE—HiEE/
CEBRERE  guecmTEEBS . 10Em LR BN B

(G protein-coupledrecepton  wpeg GABAg - B LIREZEE - Muscarine-Ach receptor

REAGEBEREN AFNBEMS _BEEYE  oEEH
BREEZE RSB L - IBEB R ZEIREE (Tyrosine) Bil& (L& - SIEEEA
(Enzyme-linked receptor) B (5 I8

ME RERZE - I/ ROTEEREAFREE(PDGF)

ZYEBMRES

Aqueous diffusion

S BBk B EE AR
(KA B IEED) Y

Lipid diffusion

(ASEEED FZEURR Partition coefficient(PC - K S BC %4 EL)

Special carrier A,
(#%y*ikgg) IKHQ/%]%%ZEE*E*E

Endocytosis AFBFHARE - FEAREDALEEBSER - EEEA
(frE1ER) MR ZEEBRE

K 2 B (% 8L (Partition coefficient, PC)

T HA R (n-Octanol) 2B KB R EE ZLEE - logP &
Shhy HEEE  INENEEH//KMETZ2EER - log P il
K- 2B ; log P #/) - 32 E R K

o

i PC=n-Octanol/water

b




EYEIE

Effecf;’;gu‘;e(w) BB E T H R
Effective
concentration(EC) ZE¥ELBFENRZEE
(BYMRE)
ED50 # 50% = EfE ELFRHEIE R E =

(Median effective dose -

RESE#4T 10 BXaER - 5 ZEIREERE - ;

N

Fi £ 8]

FHBYEE) A ED50
Lethal dose(LD) BEYOIEYIFT ZEIE
@ B AR EBER NN ERT(
" LD50 & SO%EREMI T 2 EIE
M s REBAT 10 SERINE - 5 ST - ZESES LD

Therapeutic index(Ti)

Ti=LD50/ED50

Ti#S - ZY#% 2 (LD50 1 8¢ ED50 | )

CAREREE)
JEE BZD 24 (40 Diazepam)Ti BR S
M vs EIEM
ki) YIS IRES Y ERRE RN NS KRENERFETE
(Affinity) #E  BAMMEREE—(BSRIZPEAAMERER—EAMmME)
EEN ZYE—(EFAREESEREE BEEUsSARREAREE .
(Selectivity) AFAERBAEREBERER—ELZER)

T SRR 5% L B PR S AR B B

Preclinical testing

(6] 1 € 3 = 1 BR B B P 22 B PRl AR

g E
(B FRAT) ’ DUEREY - B - S
EEEY TR
ohase] 20-80 SRES-RESHE
BHA)  (BEERAVERAZE)
THHRREEE - \EFEAS YRS
Phase II 100-300 oo mue mmmemy)  TrEsENES
(B+~HEA) i -
= E_)""' [ Sh 2= 7
1000-3000 =i REEAEREEBL
Phase Il @E-pFA CHRAHRBHR  BRIRABIEEHRS
ot B E R
Phase IV 2TF~10000 ERZEmARKE
(L) BF-BEA) ERNE=ESAEL L




MEE vs B

Efficacy
(BAMN - BAMEE

ZEANRBRIEEZ&RKEN - BEY)-RIHBHHE

EEERAREYNIORRNEY AR - XHEAEEHE(Intrinsic activity)

{EE Y @K - Efficacy #K

Potency
(1E & /R E)

AR ZEY EERBZEY ZHIELER

BAZEY)-ZESHM ] - BRRE(EC)ER

fEEl X B/ - Potency # A (BIEi#/])\)

Dose-Response Curves

100 High Potency Low Potency
§ <ncreasing potency; decreasing Ecsol
% 50 ______ :___:___:___: <_
ﬂE § : : i :
0 : : H H
0.1 1.0 10 100
Drug Concentration (log)
Potency A>B=C>D
Efficacy A=B=C=D
ZE 17 A
[+
g
—_ (=}
7 @
(<]
o
Log Dose
A Full agonist
(REE{EH)
8 Competitive inhibitor | E2 agonist A& RMERNE
. (FRBHHIB) EESIIER
C Allosteric activator | &2 agonist & RAEMNE
(BRAZREE(ER) EEEEEA
D Allosteric inhibitor | E2 agonist @& RAREMNE
(R A2 I0HI) EEAFIIER




y-Aminobutyric acid(y-&& T i, GABA)

Glutamate (222 E£) & Glutamic acid decarboxylase(GAD - ¥XBZE&

RIB psmes) AL GABA
GABA transporter BEUZ
ez GABA #& GABA transaminase f{# % Succinic semialdehyde(3%
INEEHEE) - BB H succinic semialdehyde dehydrogenase &{E/#
B Succinate(3£AEE)
RREBNTEMMAE  BEAEEFAARE SEHENSEA
15 BIEZEY) - AR AXBEHISEMMERE - SiEReAMREREE
Transporter A )
0
@)
i HO)K/\/ NH, Succinate HONOH
#5 5 GABAareceptor— R & Bt F BB - S5 FRA - BMR{E—-H]
BIRAE il 1 AE M
E RIS S 7 3838 — S0 O — B — {8 AR 1
GABA E2 GABAA receptor & & —F R CliEE - HAARA CIEE
B mE ClrovR—EMm1E
FX | (bt RS HIRMAR R ~ #a BB R RAR AL TT)
(BEREAPRRBATT - BIKZESE.GABA 21 GABALA receptor &5
—CIR A =385 38 707t 4 HP il — D i A/ 1)
Vigabatrin A 0]i5#%] GABA transaminase - [£1& GABA f(i# - GABA 1
Tiagabine il GABA transporter - [£18 GABA B [ElU - GABA 1
Bicuculline  #lfi GABA fEH

Benzodiazepine

{EFBH GABA, - /IS8 T B EMAUER

Barbiturate

TEFR GABA, - 1B NS B @ E R RS R

Gabapentin

T E/EMAR® Voltage-gated Ca?* channel - j5/) AT A B $58E T
A - BRMEEE M REEYE (W Glutamate ~ Substance P) i
W ER VBRI E L IERUR

o] #3R# Glutamic acid decarboxylase(GAD)# Glutamate &
{64 GABA - GABA 1




Serotonin(5-HT)

FTER/NGMIE 2 5 1E & 4188 (Enterochromaffin cells, EC cells)

RS B A8 90%LL E ; PR L4 R =2 HAkEF4E R % (Raphe
nuclei) 2 M5 ZREMB ALt (Serotonergic neurons) & i

a5 L-tryptophan—&t&E—5-Hydroxytryptophan— i meE—

e |

Serotonin—N-acetylation - O-methylation—Melatonin

L-tryptophan

o NH,
{ OH Serotonin HO A
NHz N
H

o ! 3 CH
5-Hydroxytryptophan Qj/\(/ko"' Melatonin @TVNH\{
HN NH; NH
248
L] Eo By uUE - RE g£H F=_BER¥F HAkE
B AL~ BRES 24
e Bk gtk Gq IP:/I[I;Z_G) t gal«:TT
(FEFTEREGEARE)
B - BeRA
B s ) (REBENE) | o | campy PKA |
. (E2F 1 RAGEY R
(Adrenergic receptor) N
AR AR )
B1 INBE - RERR - BB
B2 B - ZmE Gs cAMP 1 PKA 1
B3 IV~ BERA
N B EfACEn
BET = N B ERREEE - CNS B 7B —
(Nicotinic receptor) N SR BN AE ((EZE% Na* channel) -
M SREEEZR)
e Ca2+ T
M1  oPiEETT(EE) | Gq | IP3/DAG 1
PKC 1
M2 AL~ B Gi cAMP | PKA |
ST A Ca?* 1
(Muscarinic receptor) il M/ Palit &l Gq IP3/DAG 1 PKC t
M4 ch Al 18 45 T (F 2) Gi cAMP | PKA |
- . Ca’ 1
BARAS - ME
M5 P ME | Gq | IPY/DAGT | o,
ZEpg S D1,5 Bt/ B e MM &= Gs cAMP 1t PKA 1
(Dopaminereceptor)  D2,3,4 KED ~ PHEASTT Gi cAMP | PKA |




G protein-coupled receptor(G ZR B & Z5E)

i) EF e =S
@®Gs—3&E{E Adenylyl cyclase 8, D
Gs R —1% ATP E% 25 cAMP H \1/'5
(Stimulatory) —3&{E PKA(Protein kinase A) 5 HT. PTH
S EOEELEHRICER &
. A DGi— Dl Adenylyl cyclase o2, My4
Gi (Inhibitory) —[&1E cAMP EE‘Z D2,3,4
- EEHEHB(EER b, GABAg
@PLC—1% PIP2 7327 IP3+DAG
1.IP3 BAR B #(Endoplasmic reticulum, ER) o
RIS 2 IP3 receptor #@& 5 - BHAMMATLE M
Gq oy ST 1 v
(Stimulatory) s . . Hy, V1
2.Caz*+DAG—E1E PKC + PKC oI #ifg {5518 5-HT,
HEREH-HRaow - U#F EEERIR - I
RIS
Hl=Histaminel ; H2=Histamine2
V1=Vasopressin Receptor 1 ; V2=Vasopressin Receptor 2
fi  PTH=Parathyroid hormoneBIFHRIFX) - ZIERESE - B - EINMP
Bt eE
Rhodopsin % Gt-coupled =32
X7 3710: -
KR ) FE 24
— EEHBE . SHRANNE
(Murine) (5 378 B -momab Muromonab
(LOO%ERHLIR)
FRElmnE (V region - BEHFEINER) Infliximab
(Chimeric) NIREE B -Ximab Rituximab
(40%EE+60% A\) (Cregion - EEMERER Cetuximab
FE - BINEL Fc REE4ES)
*;““3*.’”’? EReURER Certolizumab
LAl p4e) HErER/NIR Al Trastuzumab
(10%55+90% A) e
EANENIR 38 Fab RE—MASIRE D Adalimumab
(Fully human) F(W TNF-o, EGFR %) - ] -mumab Golimumab
(100% ABIR) HFcRFRRENE Panitumumab




RREEFS

Thr

Gly O
(Glycine) H,N (Threonine) HSC)\A/U\OH
(EBRE) \)kOH (BRBRES) NH;

Alz? o 0 Cys O
(Alanine) 3 OH (Cysteine) HS/YLOH
(R BZER) NH, (FEBEREER) NH;

Val CHz O Met Q
(Valine) HSC/%)LOH (Methionine) HBC/S\/\HLOH
(HERZER) NH, (EPHRAZER) NH,

Leu Q Asn Q

(L_e_ugine) H3CM0H (Asparagine) OY\l/U\OH
(RHzER) CHs NH, (CRP9LZ BERE) NH, NH,
lle Chs O Gln Q Q
(IsoEucine) HaCMOH (Glutamine) HQNWOH
(E=IREE) NH, (BXEEIR) NH,

Pro Q Lys Q
(Proline) CH‘\OH (Lysine) HzN\/\/\l)'I\OH
(P A% ER) NH (BERZER) NH,

Phe 2 Arg NH 0

(Phenylalanine) OH (Arginine) HQN)J\H OH
(RRBLZER) NH; (B IRER) NH,
Tyr i His Q
(Tyrosine) OH (Histidine) (/WOH
(FBAZER) HO NH (#H Bz ER) HN NH,
Trp i Asp 0
(Tryptophan) w OH (Aspartic acid) o OH
(BRRER) N (RPILBZER) OH NH,

Ser 0 Glu Q Q
(Serine) HO/\HLOH (Glutamic acid) Ho/k/Yu\OH
(4 BZER) NH, (BRBRER) NH,

INEETE
Bt R B S Asp ~ Glu
i 1 A L R Lys - Arg -~ His
2MEERE Cys * Met
B ERRER Phe ~ Tyr ~ Trp




k=t ety

Angiotensinogen

(MERNDERIR)

Asp-Arg-Val-Tyr-1le-His-Pro-Phe-His-Leu-Leu-Val-Tyr-Ser
(5%) it % Angiotensinogen &xAili 2 N In(N-terminal
sequence)14 B E# K RGBS S Angiotensinogen 1-14)

Angiotensin |

Asp-Arg-Val-Tyr-1le-His-Pro-Phe-His-Leu

Angiotensin Il

Asp-Arg-Val-Tyr-lle-His-Pro-Phe

Met-enkephalin

Tyr-Gly-Gly-Phe-Met

Leu-enkephalin

Tyr-Gly-Gly-Phe-Leu

Octreotide essential
fragment

Phe-Trp-Lys-Thr

GP lIb/llla inhibitor  Arg-Gly-Asp
Glutathione #%  Glu-Cys-Gly
{E% Peroxide scavenger
(BiEX) - REZEAER Methionine
S1ER
SR & Cysteine * Tryptophan - Phenylalanine  Tyrosine
ZabkE Methionine - Cysteine ErSk=ticri]
2 A e Iz & L-Aspartic acid(Aspartate) [50)A]H
ZE%EB-elimination Threonine EzakiEr|
B s

KT S
(Metabolic Acidosis)

A2 HCO3 R /) - sl FFE S B E (NP AL - BREL) 215 -
BRIMAR pH E FPE(<7.35)

o] FAtixE& S 80 (Sodium bicarbonate, NaHCO3)i =
(FERRARETAEZ HCOs™ - RIMAR P Bt S 8 )

KEttmPs
(Metabolic Alkalosis)

2N HCOs EEZERE - @i F(H)AERK - ERMR pH
BLEH(>745)

ROEREFUATEERBEKESEHNE  REEFTEYW
Acetazolamide)sk [M&EM T AJGHE

R 4 BE 55
(Respiratory Acidosis)

MHRERRREER BN HNEREAE  MEBNHL
TE{LR - BB PaCO,(EIAR M SIS E) L F (> 45
mmHg) - ETRAREE - B pH B FH(<7.35)

CO,+H,0= H,CO3= HF+HCO5"

WEAMERFTRERY - AT XIFRAEY N RERK
El - RE B EIRR OB EE 0T RS 52 SR EKRE - IR IRE K/ F

I OF: 14 i P 55
(Respiratory Alkalosis)

fEBERR - B2 CO #MBEBFL(PaCO2<35 mmHg) - MM
D CO REARE FE - 15 pH1ELF(>745)

EREIBFRNMBES R - EBFIDIENRIE - 5lBBERST -
o fEF A/ EEETFRANE ; £ Benzodiazepines #&##
FERE - BRERZERES




BAGEE

Pyrrole Pyrrolidine Pyrazole Imidazole Imidazolidine
/A I\ Y e
N / Y| HNTONH
N N N N
Pyridine Piperidine Pyridazine Pyrimidine
P RER®
| | N »
N N N N
Pyrazine Piperazine Azepine Azocine Oxepane
Ny N N N o)
() ey Oy 0O
N N — =
Furan Tetrahydrofuran| 4H-Pyran 2H-Pyran 1,4-Dioxane
(31 () 00O O
O O o O 0
Thiophene Thiolane Thiazole Thiadiazole Thiazine
SENSREEs B S
N
S [
S S S N N
Oxetane Aziridine Oxazole Isoxazole Morpholine
N
N 7\ /1
O /\ Y N
O O O
Indole Purine Pteridine Quinoline Isoquinoline
NZ N N AN
ST CT) )
SN N XX ) Z N
N H N~ °N N
Chroman 2H-Chromene Carbazole Acridine Xanthene

.8

~
—
N




Hith#SBERE

Catechol Resorcinol Sulfonamide Imine Amidine(Et#)
OH OH O R3 NR1
OH 4 3 N~
@ RN R
OH IRZ R1 R2 ‘RS
. -~ . - Carbamide .
Quinuclidine-1 | Quinuclidine-2 | Carbamate (Urea) Propargylamine
Q 1
M _C Z NH,
£N N O~ “NH, | H,N" NH,
Thiazolidinedione| o-toluidine Phenanthrene
NH,
CHjs

R
e
0 N/go
H

10



FIFREl(Diuretics)

OJsEEi g R - BiREEE - 0% 0= - FRIB/HT
& 1E(Hepatic cirrhosis) P51 #E 2 B8 7K (Ascites) B

B TEBARBIAE - = 254 B B4 Epithelial
cells)EE1EH
B R iE i B BH#REMREBEZEEURELH  ERELEEBIR

(Nephrotic syndrome)

Bk - MRBEEEE NE -~ % KE

gm0 =E
(Congestive Heart Failure, CHF) —

DRFEZREEANZCHIFRAERER

/b\ﬁm =2 NE-RIBIRFRAZED /Jé\
BB W IARE T - Ko —-EOMRE A
—MERENMBE—AKSE KD BE - RAND—flKEE

A KRR
(Vasopressin, ADH)

NENMEMESR  MEAEER  BATRERE®Z - T8
EEZE#ZGAH  BMTERBEREN

ORISR E - 182 9 IR EE

TERRBINE - (2K D BRW (DL Z MR K)

ERREEME - ENMEWAEFR - MELEH

ol i flR ~ FAME - A ERRM REREE (Pituitary
diabetes insipidus)

iR= ADH oI 5EE B fREASE (Diabetes insipidus)

ADH 57338 % /K@""ﬁztﬁlz‘ - OJEEE R SIADH(Hu 7!
FRBEABE D W EIREE)

At 7K

o] gE/R K 4N -h4& 14 FR BB £E (Central Diabetes Insipidus,
CDI) ~ E/215

BRKDONE

11



B/NESEAIFRRE(BIR:MREE Na"IRUW(FR Y ADH HIHIE)

Osmotic diuretics

Mannitol
Loop agents Na* \nhibit Thiazides
. Distal tubule under bendroflumethiazide
fbu ur;seet;n r:?dee Inhjpjy Naval- aldosterone control Lt::tr;?;cil;aezide)
Carbonic - Collecting duct
anhydrase e Distal
inhibitors = Proximal 2CI- tubule
- tubule Na* Naf K*
agetazolamlde . |—Thick ascending
minor action of Ca? loop of Henle
thiazides and Mg?2*
loop agents Aldosterone
\¢ Antagonises Potas;:;:;—;za o
-@ Basolateral K* Na*/ :
K Ner 11 membrane e A :g:r:lilc:)r:%aectone
Prevent H* 170 mv : ] som :
fo’s;,/:?;on —]‘ m ) T = ]’“" V1 ) triamterene
and HCO; H.0 HCO3 Tubule cell v .| anhydrase
reabsorption§y | + + NB cell membrane lf Nf ﬂ;oson
0102 —+HLO0> H: ltgzecggae_able E E ;.lr Block Na* channels
- E ! Na* Luminal 0
! Carbor ! L membrane ] 1 5 B
i an:;droa’gz { = ]-50 mV @—@ - = ]—30 mV
1 ¥ [Na* K+ Na{N i o
l ._/ a* reabsorption (stimulated by
LUMEN CO, +—H,COz¢—H"+|HCOg4 LUMEN aldosterone) makes lumen more *-ve'
+H0 encouraging K* and H* secretion
@Na?K*ATPase Q antiporters () synporters @ channels
s SHIRIRE LA R
fiiE mENE (Ascending loo EHNE RRE
(Proximal tubule) g loop (Distal tubule) (Collecting duct)
of Henle)
5 Na*/H* Na*/K*/2CI Na*/CI Aldosterone | Aquaporin 2
i antiporter | transporter | transporter inhibitor inhibitor
&y WBRETESHIEIE  IRAURE Thiazide RePEAFIFRE | ADH HiHIE
=ypm fit 7K fE B4 FTiE{ERE 7K SIADH
=] X = —
B — =B RIE B B Hira 65 1 8 B M $A
1S = — N s } —
. IR R ch S STk SIS BREREZE | 2% 0RIE
& k==3 AT S = = = = raRy =
Rt FiBsE IR = [ B SRMERRE

FRi& it (IR1ERR)

B& (B2 {EPRR)

B& M (B2 EPRR)

it (B PR R)

R MR PS

OV ED Bk

(M lED Bk

(M lET Lk

FFEZ
FBREES

BX 4+
= F

BlfEA

E M 57 /855 / 85
= [MA5/4&/FRE&
EKES B
BHBM

== R Y
EE,ﬂfFE/)?IL_?_

K [ £/ 8
= [MA5/H&/FRE&
SIS - FHE
HEhEs - B
DEAE

= M
SHFE

(Spironolactone)

B 1% PR AR
HIheEAR=

= [k

12



fix B4 BT B8 #D #I Bl (Carbonic anhydrase inhibitor, CAl)

Proximal
Lumen- convoluted Interstitium-
urine tubule blood
\
NHE3 — ATP
Na 2
HCO; + H* - H'+HCO;
Q2 .
H,00, e
£2a H,CO;4
<+ CcA 1[ CA|
,JH
H;0 + CO, CO; + H,0
Ccr
Base
Glucose
Na* -A
SGLT2 =

fEFRRIEE/NE (Na/H antiporter) - %It EE B B8
(CA) - BRI E/NEH HCO; BIRW - /> Na™-H™3
# . HEH Na* ~ HCOs—FIFR

Na*LI NHE3 kmiZE#EARNA - HEARRE - 4
HCOs 72 Ak tix & (H.COs) - i‘_“ﬁ*@aﬁﬁﬁj\ﬁ@%

H,O0+CO; : HyO+CO, BFEAB/NE - BT
T AR Ak BE

4 Acetazolamide - Brinzolamide -
Dichlorphenamide ~ Dorzolamide ~ Ethoxzolamide -
Methazolamide

Methazolamide
(EEMRFAA R E)
BEREEENE)

0

\\/O ‘,, s! g O

W(NQ\/ YS NH, Dorzolamide lws .

AN N S . )
i i ° V"1 )-&w. Dichlorphenamide wn-° S*NH,
Brinzolamide i 1chi .
HN (2 Disulfonamide)

Q.0 0
s © Ve

7 Cl
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Acetazolamide

% Thiadiazole

o HIN 51 Bk B BT S
HaC o o —IIRB/NEHCO3IBRE] ~ R
HN\<S7/\\S{(NH2 HCO3HkE T
N—N — M= HCO3" | (&% HCO3 T &:E)
—UH M P S (AR MR PHERED)
— KR - BRtE IR

REEAMBXIRGBIR=IREKAZERIRE L7+ - IREK
H CA &AL - CAl olildl CA BEIREK - FIRIRER

AES WA - IFREEHPE*

BOREAE - REIERE S SR EE M (AR AR 22 30H1E)

BlER K#E4EEE B (Metabolic acidosis) « FFE#E - [BEE -
BBy HRERBEE  BEAOM@EMRR - 155 1 —18M0
FRE%) - BR{E R & (O] 1 4 PR iR i { )

ZHRFEERZ (@M RRERRBRIE LS - MERERE)

SWEY —EFERERPSER - ARESHTIRZIE - S
2N CO A B

kP s CAl olilHamE/NetxfE AT i - & HCO; B
R | ~ HCO; Bafm Bt 1 - &M 51 (UVE) B E A FH AR T
& - WA ORI D BET R TR S - TRIARER - S8R
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IRFIFREI(Loop diuretics)

Lumen-
urine

NKCC2

Na*
K*

2CI”

H PR B E= 58

l as%cﬂki"g I intersum- EARFFIEIR EASZ(Na*/K*/2Cl cotransporter) -
“° DI NKCC2 - PEET Na B - HEH Na ~ K~ H,0 %
v EEFIRIER

A
ATP
s

«  fEFE Na* - K* -~ 2CI"&H Na*-K*-2Cl- cotransporter

(NKCCHRIRE/ & p AR ; HepEis K B E

K

o BEREB/NERE - WAERIEEN - IIEBMUTfE

(+) Potential <= K*
L # Ca?* - Mg2* SRR BRI E BB HME -

f 0 Loop FIAREIHIHI NKCC2 #& - K EiRKEEIEEMU T
P - i Ca?* ~ Mg** S AR BRI N FE - FRPEFLIEN

ER21800 PGE2 - BMEMEE S - IBMBRMTE - BREMEIIKE - S5 &hHK
iE - DRIBSHMKE - SHBRIBORZEASMEIEE, Acute Kidney
Injury, AKI)

FE)REUBREBR  TEARVREGUBRIEEHEREZ ZE - O
IBINARE ~ EIKEE - WilivKRE

A E M (Hyperkalemia) - S MEG(Hypercalcemia) ~ IZEEFiBE

B¢F8 Lithium(S2E)F - A EREBERTIER - BIEEn T eE 2
s

 F Warfarin i5 - OJgE8 Warfarin B2 FMEREH

Aol HERERER(NEE/ESH)

REAEA Loop BAERHSEBEMH/NEMINIEE - Na/Cl transporter 3R
£ A - BBIK Loop Ih3 (A A Thiazide 87| FREIL =)

NG EREMSERSEmBRE - T 3%EREEBKETERE - &5
BMNEFHAEREZ - o #H Furosemide 1B NNHE/K L& &R B EKE K
IEREERIE

SESERKE - /4 Loop FREIE iR iRMETNEER AN

(BRETRKIT - BUE) ADH 24t - ARBEESEBERRERIUKY - SIEER
ERMK - 1B0FH Loop MREIZEREESEBERK - tRZ BB
A K FOERI - FROBRARINEER D)

BEMITKDE - A Loop MREIZEHHERERRIBSRZME
CBEBKE - FMREZZH ADH Bl - EEREHKDBEE NE - KD
FARERW - B - A7 EFEZSHRKDHRETREAERE - FHAXE
EAZTALSEBREHAE)MBEEE - AR TALEKSZABE - B4
BHOHEEE - ERAKRWBZBEHSREZEER  SRIBRFFLERE
(ERE)RR - BHH Loop I - E#lHI TAL 2 NKCC2 - BRI AW RS
fEORBEEB/NET  BREBENAERINALLERE)  BRERS - BARE
FRRBER - BUEBF R EREAKKZIRE X EHI)
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NSAID BZY R EB MR - B/ \ERREXR - MEKE

BlfER (EMm$P - (£MmEE - Emss - %‘]ﬂ]lﬂﬁ - SHE - SRR
(Hyperuricemia) - S/&§5 - B8 - BEHEH 4 (Ototoxicity) - EBRRERX

NE  (Eih)loop BARE X ZANABES M KBRS - TsEs IS REE
SME - B Thiazide $8ZY)BR%E - Thiazide X REBIERAK -FEA
RARRMENE ARMSKRA  HNRENkE TESEERE - 8

BB Loop HBF R AR EE

IRFI R (Loop diuretics)ZE4)

N-butyl X pyrrolidinyl 3R1E - BI%&

HO SOuNH; Plretanlde
Bumetanide VJ\E%O 2 Sulfonamide(%3g C3)
© Loop FIRE P EREE(UERS)
ﬁiﬁﬂﬂﬁé’”ﬂj

“ZNC;#’]:;)LOH tt Bumetanide 2—1@ Pyrrolidine

Piretanide 0
@ - 2 Sulfonamide

Loop AR E— A 2RI IR AR 2 ZEY)

o o M, EARHERERNE
Ethacrynic acid m - Yt~
c PRRENUHABRSIES

o i

Loop AREIF - BES4EIFH&ARAER

/@ & Sulfonylurea - Toluene
NH o H

Torsemide (ﬁ/s 7]/ Y

Loop MREIFHRERER

0 cl .
Furosemide HN s\NHZ
(o]
OH

B 5 Anthranilic acid $754 %)

0]
Anthranilic acid oK B COOH « NH
& "

2
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Thiazide 7Rl

Lumen-
urine

NCC (|

Na*

Distal
convoluted
tubule

A
ATP
*—

cr

Ca®t ———>

Interstitium-
blood

Na*

(—@—{R] PTH

G a2+

CaZ+

TEFRE//NVE (Na*/Cl transporter) - 31
NCC - PHEf Na ElUZ—HEE Na ~ K~ H,O - BIRI
Ca—>$Uﬁ'<

AREsNEEEIRE-FFEEEMEMRE)

K+

ABKEBFL KD ~ BDIRR)

AEBSEAO - BEIRR(Osteoporosis)

AEEMEOEIB(FRERERFE

ﬁL PGE2 B - PREE MEE/MENARER - 3870

.I]]]IIIL“E EFER LOOp EIE.'I)

BlfER EMmiP/8 - Smss/mAs/miE/ K - 78
B - MEARE - BE - BPhE(Thiazide 12BN -
SR HE/NEHIR/SEBRRIL 1 )EEE RS R/
BRI

BAERE

H,NO,S

N, #E Alkyl 28 - 583 1

G MAREIE M EEEUS - &5 1

ERAMEE)E - JR/EERK

R .
4\3/ 3,4-dihydro ST (EH 1)

CIES & H 1t (CZ2RAUBFE)

S1>S7(Sulfone>Sulfonamide)

M\gﬁg C7-SOzNH2

N BEA 3 E

Chlorothiazide

% Benzothiadiazine

#1841 Diazoxide #8121

AESME - K& - FREFIE - BRIEBEA

Diazoxide

JE Thiazide FIRE - BR A MIEZE4)

%EEETEH%U%W PURER - BMNMARPE
A

Chlorthalidone

= Phthalimidine

o] FEIRZ AL Benzophenone $1447

oM ERIS S A
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H
Cl NY\
Quinethazone HaN NH

N
O O

2 Quinazolinone

ABLRIBS e Z 7K ~ FHE{EKAE

SERGRZERE - BRK - - RFE

Cl H
\(

Metolazone O\\S N
HzN} \\O o )\ij

2 Quinazolinone

AESME - HRIB - KB

OJRES IR BRARAR - IR

Cl
. H
Indapamide Q;:N\N/O:S,Nm
A
0 (o0

% Indolin

FHEN Ca’ A MEFBAN - HRME - FRIE
AEMEMRY)  SMEBRARBERTREE

FEURGE O  DHESERETE)
HithiE
Phthalimidine Quinazolinone Indolin
9 (0]
NH NH ©i>
\ 7 ;
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{R#PLEFI KB (Potassium sparing Diuretics)

Lumen- Collecting Interstitium-
urine tubule blood
B E2E A (Aldosterone) HE FIR R E %S - 1F
incil == e =
ENaC nCIpaI Aldost %E@EE/J\E 7!?)?( =) jﬂﬂ}ﬂ Na/K /ﬁ
v L \ ENaC - ZHllg & d - fBenKo R+ 2
A R I H(IRE Na - KEBRE)
Amiloride K = i Spironolactone
Triamterene - K+ Eplerenone

K7 #h k73878 (Epithelial Sodium Channel,
ENaC) ol s ih it + B IRUWEA - 15 802x[E M
= R

Intercalated cell

HCO3 —

P

AR HNHI B E M B AR A 2B v A5 A (R EE Bl B =2 88) - R/ Na-K -
ENaC 2EE(E—Na*BRW | - Kt | - BRIEYEEEEREZRE
*“""U(Mlneralocortlcmd receptor antagonist, MRA)
AESME - FFRE(CIEK(REK D BEL) - (BMER - BREIMBZAE - ZEE
i [ fif 2 Be éﬁ"é%
BIE Spironolactone(FFE#E  MRA - t/EAR Androgen & Progesterone
2ie
Eplerenone(##Z# MRA - ¥ Androgen & Progesterone 82 {E R
EE))
BlfER SMmP - BUHLIE - 5E - AEKH

PHENE FIREEERE 2 LK HhEEFiEE(ENaC) - 1% Na B[ElUe
AESIME - FFE(EEEK - Liddle's syndrome* - {EIM#H - B EfRB 2 iE
&4 Amiloride - Triamterene
shepiEy mER S - BESG - B8 KEEN - BUN* EH

HD 1 7 meRER(Blood Urea Nitrogen, BUN)*BERERHEY - o544 S
WIhAE
Liddle's syndrome* - —1&EE M ZERw - 25 ENaC R E (&
WEFEP) - MiINBESS5IESME - MIFBESEEMET - Akt

==

B3
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Spironolactone

P el == Z5E 4 Canrenone

BB TR (ERE K

BIfER BSUHLIEFENEEARZE)

C; # SCOCH;(TI [ %5 Aldosterone A E =
527 Methionine 22 B 1EFR)

Ci17 ## y-lactone

ZIZME Spironolactone &
(A ZELESHLEIE)

Eplerenone ¥} Mineralocorticoid =88R AL
Spironolactone 5§
C; 3 COOCH; ~ Coof C11odE Epoxy
M ECHE N Triamterene 58
N 0 Tﬁﬂl&%ﬂ%ﬁﬂ“qaﬁﬂﬁUﬁ’“”&é#)ﬂ%[ﬂﬂ@%ﬁ?ﬂzﬂﬁ
Amiloride Sy N\ICl HQ : ES%%%%E%HE(CysUC f}l?r05|s)
N NN, JA¥Z Liddle's syndrome B
#1810 Guanidine(G&ig) ~ =
Aminopyrazine
" A#E Liddle's syndrome
_ N X #14 4'-hydroxytriamterene oI Rl
Triamterene /N:j[ :T@ 1200 558 (Folic acid) -
N Ao EZfg (Folic acid) * Methotrexate

H,NT N

NH2

& Pteridine ~ 1878 3 EIZE(C2.C4.C7)

Hitt &Rt

O

4 N
Canrenone 0 2-Aminopyrazine [\ ]\
@ i N” “NH,

. 1 NH . 1 AN
Guanidine Pteridine E\ \J
H,N NH, NT TN
OOQ*\_/DH
S N aH
Folic acid ™ | j/“H T
NF | = H/\\»/
sz’l\‘N/ N
0 QOOH
Methotrexate

20



