PERENTIOFEH

St+_—8 S=H 1

A P EREEE

VGHTC Drug Bulletin

DR, E BETE AR
DRI e S ERAHA T A N ZmE . oo

e
8-

+ 2 4 : phar@vghtc.gov.tw
TpH ALtz Ez_r oL

\

ot R

e Y BECZE1605 EFA A EFHEEY o
: http://www3.vghtc.gov.tw/pharmacy/pharmacy1.htm

(04)23592539

~ Fla -~ iRsE

==H

AMERBEH MR EER LR

BN HEE /N A 100mmHg B FIFREI 2
AR IMBHNE —REY (P BEREK— ).
Highn Na BERREMBEZ=MBRANRBEE |
B iR A O B T PR MR, 723 PR R AR
d FRBEEFEEARE T, FEERER
HZE Na"siko WA , RKEARER
KD REMBE RS (WMATECR O T IB) T
BHHKE,

FMREESHSEMENREZHAR
Mg> R ZFIER. BMZERD B
(stearic acid)fYy & &. N olic acid
linoleic acid W & & . ¥ & 2 d
-6-desaturase KV EME , £18 arachidonic
acid A5 EE K PGs, BHRGIEHEEM
EEEHBRBEEENURIER R HE
B, RMEENEE TEEZEAN I HNK
# , #8140 total cholesterol, chylomicrons,
VLDL, LDL, TG, plasma apo B, g4
HDL £ 5 cholesterol WE 2 tb , th{ES

BY 0

lecithin-cholesterol acyltransferase BYSE M

f1K.

TG WERANHR , S22 —@
coenzyme , BER A BIRS TG-rich MAEE
BEBRE | L] e =8 B = B8 ILAEAY 58 — 1B
WE, Bz el inmeE S igE2EN L
mERERTHY LR , 38 I0 catecholamine BY %
W, MBARECHERER. SEMER ,
I RO RS BA B level 3800 | B8 h0 AT R
EEMD W VLDL-TG , FEEMmEE+H TG &
EiEm, #EmMSEAERE , 778 AEAn R HE
R, WiEEEENNRUKRANIEEEZER
H Y R BERR

5 B 2 450 A B X A B B 2 BE P
HENYWE  RZ RSB 2 ER
®/in, ABEEENAEAK , BEMRXEEA
#Ho AMERFRESNFRZ , BSEMAR
RENRSE2EM, ELEH T ERHREE
R, TEERACH , SRR,
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Type Example 2250?:: Mechanism Mgfcggt?cl)?]m Use Toxicity
Carbonic  |*Acetazolam|Proximal |Inhibition of |+ Na'/H'%& . t‘]ﬁi&%ﬁ% ﬁﬁj’iﬁi/ﬁi N
anhydrase |ide (diamox) |tubule carbonic ?ﬁ"e,lﬂ/ﬁ:ﬁ ! Na"| 1B EXRIR, ) [ UHHIER P E,
inhibitors  [*Ethoxzolam anhydrase EHZ*I’ Bk BE. E%g
. =) ,
oe I HCO3 & BEEE BERY.
(cardrase) 0% Uk
*Methazola T KHER
mide t CIrER U
(neptazane)
Thiazides  [*Chlorothiazi |Distal Inhibition of  |#Pf| CIEY=E Bfmllﬁ_ﬁ, CHF, [{Xm#,
de (chlotride) |convoluted |[Na*-CI ?’EWW{E BEFRRE Rm#,
*Hydrochlor |tubule symport gﬁ@ Na"#y ?ﬁﬂﬁé?&%lﬂz }g%g = [ 4F
. . L , @A) ¥y,
othiazide tNa*, CI |1 Ca® $hity, /B | B R,
(dithiazlde) H RORRE RS B M,
“Trichlormet 1 K*, HCO3 R E,
hiazide HEH = 8 MYE,
(fluitran) | GFR and A%, ESS
*Cyclopen- uric acid
thiazide excretion
(navidrex)
Loop *Furosemi-d |Loop of |Inhibition of |t Na®, CI', K* B;%ﬂfll’_ﬁ_ﬁ, CHF, |&RE,
diuretics  |e (lasix)  |Henle  [Na'-K'-2Cr %iﬂk PR ggﬁu ;ﬁg %éﬁ 5l ?ﬂgﬁ , Rin#R, K
* . 7 ')‘ Be1= 7 ) )
onacnnie TAL) - vmeort g onset 8, |t Ca® i A [IE M3, K,
. B&Rhigh |[RAESMmMEE Kt E,
(edecrin) celiling HEH
“Bumetani-d diuretics
e (bumex) I GFR and
uric acid
excretion
Potassium-s [*Triamete- [*Cortial  |*Inhibition of |#P#% Na"/K" |CHF ff&7k | Sm#,
paring rene collecting |Na* chennal i . B AT REAL AR %ﬁtﬂ,
diuretics :  |(dyrenium) [tubule J&Na BB % 71(;‘3’“552 %?gﬁgméﬂéﬁ_’;
+ % . . — X il N A, o ,E,
1.Na Amiloride VK thiazides Yt F. %8, B R FE 5.
channel (dyrenium) & H 89 HE
inhibitors [E3
1%l Na*" 9 B
WA K5
2.aldoste-  |*Spironola-c [*Cortical ~ |*Inhibition of |4
rone tone collecting |aldosterone T Na*, k7 5k
antagonists |(aldactone) |tubule receptor /¢K+:’:§E
AL
Osmotic Mannitol Loop of  |Osmotic =—RER, REKRGEF BANERETF
(maniton S) [Henle action E-[LX*&E:LE' ﬁ\IE\?,EFEI‘,ﬁA & R, B0 5.
OTL) MRHARH, |HERE
proximal };‘Zgiu&”&

tubule
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HRMERAGEH M, ETEMARKE
HEBNRHE  SRBREBEAIRMEME
B, EANERHFRARERRED
Bl , WRIFH LR AR ST RE AT

&=, FEREIH MmAS R &

B, BETEEE M RKMERHEENE
macrophage = & i M & B &) i 35 & &
te (R=ABBRRBEMAEHNEZE ),

Drug Effect on plasma lipids Comments
Cholestrol Triglycerides HDL-C
Thiazides } 5-7% initial 1 30-50% ' 1% Effects
4 0-3% later transient ;
monitor for
long-term
effects
Loop No change No change V to 15%
Indapamide  No change No change No change
metolazone No change No change No change
Potassium No change No change No change
sparing

Rofecoxib EH4HE R

Pt 2004 £F9 HA30 H , REKHEHE
B S M #% Rofecoxib ( BmAB A Vioxx ) L
RS KNERTSPRE, E@RE ,
RERZBEHN EHRERTMHN —E
BRFANERARGSER. SEARE
B : 8 Rofecoxib 18 AR A |
HBEEONEERR (SFEOMBERERESP
) WERAERTBERAN 2 4,

Rofecoxib = —&iEFE COX-2
B, ARAESMERE. KB, RESE,
FAREREEE R, BREEHREE
MERMEFENER , REXERAERE

BRI HEEm

¥/ ( Food and Drug Administration ;
FDA )7 1999 F 5 A/ L HH, 4%
BERBRAEENER K SEFSNE
KRR -—BEBANZARER  H
PEOREASBRE-FNHEA;
i, FDA E—BUMNEE/NMABEBFMA
WEEE  BEHZSMERRETEEL
., Eit , Rofecoxib M ER™S , ¥
[RAREERT, REHD, EEERNELE
BEREmS  HRE—ERANETE 6 hE
T 5B S RERIEE,

HRIFEEBEBERLBEY
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SchEEH,

( Non-steroidal anti-inflammatory
drugs ; NSAIDs ) @ EWEERE , BIK
LtUEAERSTAEFHEENRE , Bit
HRE Rofecoxib $HLMENTERERR
RIEEEEY) , SR PTA R ERYZEY)H A 88
AtfEK ? Rofecoxib HUMEBENTRK
RRRAARMEAMERN , IR2EK
ERABEER ? ELEEHRERE, &
R#Z Rofecoxib M hiZmsHEEZM

Bk

# Rofecoxib HEXMHBHHEES ,
BB AREMEEREENERE
R, HLER Rofecoxib MZ&EEALE ,
B R Rofecoxib FHAM NSAIDs Bt
B, EHARTEMRNEREZEMEKX ,
Rt , FZHANEE K ESNELES
—HMNEE, BATEBBEENRE : T®
&K NSAIDs SEEMR COX-2 #H
W WEREENmME A | EEERNGE
ANBEERE., MLER , #ABEHEN
COX2 I BERENEELNEFET
ERENEE , ERMEEENENHRE
EROODEFTRERENTRE , AHERL

2EZ&H8 .
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