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o R R B ATAE B ASE TR B B — AL o 3 S AT R B AR A A T R AR
B EBOBRERATE  EBAEELA LTI EILY KK EATEF A5
Z o Tk EIERE B R E SRR LR S AT c F L BB TR L
THER B B P R ThAE e B E o Fenofibrate 2 4k 438 1%t fig %4 > EBE R LT
U=  ERE  IREERES ARG FHEEES - /ER#K
B G 4F bt B AR A o AR B BE AT RR A0 B AR 0 L E PR B R BURE 0 B )
R HE B H AL R ARG B R - (B A1F BRI ARALIR4E - B AT > B N Rt
R —MRRAEZEIRBIRBIL LR Y ZENLEYRFREAEAR LT
NEHRE  BIRFRE - MAe PRI ETY > Nopibgh (BT LER > WL
B BB FTRREE) BER S ER5 Ak~ BalBEREEFTHREZAFR -
ERHEE G ERATFETRRGEE AERFE - KARZBENA
BNk R K & B N R o A R BS 2 BR R AR 3 IR A B T AE Ak 8% o

R ik L AR IE S s B 40 ) 0 Hok ISk AT 4 RE B B
(T-CHO) A# % 200mg/dl > Ik FEAs%E a (LDL) A» % 130mg/dl
R=ZBHHA (TG) ARNER 200mg/d BLAEEBY S EERES
(T-CHO/HDL ) Z tefga AN 5 R &G FEEA&Z G (HDL) /v 35mg/d - frh %
Ry BHRTHIGoAsEE  HEEFEE D ABULE (washout) o % E
Baomma Fu—_+ A F—akiEx fenofibrate 48 200mg- % —48 8] %
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BexNgwim i (b 8m  LXRAR  LEAR FF3IR AH3IH
B AR *; S o AABRERAK —B_RBRHY2E45) k12

1% — 4 %15 % 838 (wash-out) > WX (cross-over) > #x B —F&57% 12
ﬁ,%ﬁxﬁ%%#%041223M&Qﬁ%%ﬁﬁﬁﬁﬁﬁmmem~

M 4%+ NOx ~ Monocyte chemotactic protein-1 » VCAM-1 ;2 & » XA % LDL &4t
SEHRE o UM PR ETENE 004 12> 20 24> 32 BEITATH SRR
JEE % f (reactive hyperemia) X5k @ LSRG H % 9 & e sh s 2 1L - 3]
BRI AT A AL AR SI/ER -

Ml4E= @ kb AL~ RiEME ~ B N A
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Theéfficacy and mechaniamsof Liuwe
DihuangWanon hyperlipidemiaand
endothdial dysunction

Chii-Ming Lee

National Taiwan University Hospital

ABSTRACT

Cardiovascular disease is the leading cause of death in Taiwan. Hyperlipidemia
is a risk factor for cardiovascular disease, and recent studies have indicated that
lipid reduction is associated with decreased cardiovascular morbidity and mortality.
In other studies, clinical improvements has been documented in response to
lipid-lowering therapy despite relatively minor angiographic changes, suggesting
that benefits are not causally related only to regression of athersclerosis. In has been
proposed that improvement of endothelial function might contribute to the
improvement in clinical status. Fenofibrate, a fibric acid derivative, is
recommended in the treatment of hyperlipidemia. Some studies show that it could
improve the lipid metabolism, decrease cholesterol synthesis in the liver, improve
platelet function and insulin senstivity, and decrease plasma fibrinogen. However,
the clinical response of endothelial function is not known although some in vitro
studies suggest it might improve the endothelial dysfunction through different
mechanisms. In Chinese medicine, Liuwei Dihuang Wan (Radix Rehmanian
Preparata, Rhizoma Dioscoreae (Chinese yam), Fructus Corin, Poria, Rhizoma
Alismatis, and Cortex Montan) plays roles in anti-hypertension, lipid-lowering,
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diuresis, glucose reducing, and improvement of renal function. As the mechanism
of lipid lowering effect is still unknown, the objectives of this proposal are to
evaluate the efficacy of Liuwe Dihuang Wan on endothelial function and to
elucidate the related mechanisms.

Method: Fourty cases of dyslipoproteinemiawill be recruited in this proposal.
All cases will have wash-out for 8 weeks. Group A will have fenofibrate 200 mg
Q.D. and group B will have Liuwei Dihuang Wan 6g BID. After medication for 12
weeks, both groups will have another wash-out for 8 weeks, then cross-over and
will take medication for additional 12 weeks. All subjects will have blood sampling
a week 0, 4, 12, 20, 24, and 32 for liver function, lipid profile, plasma Nox
concentration, MCP-1 and VCAM-1 level, and the lag-time of LDL oxidation. At
week 0, 4, 12, 20, 24, and 32 endothelial function will be assessed by measuring
Doppler flow of brachial artery in response to reactive hyperemia. All adverse
effects will also be analyzed in this study.

Keywords. Hyperlipidemia, endothelial function, nitric oxide

-128-



FRESFR F 228 FO5M

T~ A
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e R e B OATAE B AZE TR B S — i o 31 RHA B B R AR S R
o P FRAL B BB RA S ML AR KB LIRSS T B B S R R
BRRERETE o BATRS G N K A KL B IR AR AL 49 S BE
%o — SR 5 ) B4 H B 4 o B HE S AL & R A BEBF B T R AR S o R R
BRAETE BRI B S EM R REbm e T %S
BHETIL—RETHERALENEH e E 0 a¥ N E4F%REF
(endothelial derived relaxing factor » EDRF) & — &t & (NO) s H 4744 »
Nl E 20— FALR (NO)» R T T KR a®E FFA > 4 8 ik A &
INRKE RN R a0 FLIE o B TR AL B e B AT RIY A > B BT BUR D H A
34k AR 1Lty s & & (atherogenic lipoprotein) 9% -

e R E N & ik 7 M2 0 B 3% 5k R JE ( endothelium-dependent
vasodilatation) &9 #2148 7T SAE A N K 2 AE KA GYIE4E o & ASIE B H Fo
ERNRAEHRAGMIGCHKHEY  FELBRE EREFRE R EAMRH
@15 P T RS B A 0 SR BR R 0 IR AR RS TT A Bk e B R i B B
Bohhe kA 0o

Nk E AT EEBEEORETE LA FREZE AP ey
#FPooNkibmh (BE8Mm LERAIRm LEARH FE3IR > AL
RMBEFEEIm s AABRERAK — Bk BRHY2F 44) AR~ £
Bg ~ Aok~ ot~ AR ~ SR ERH MRERBLEFTHREZIEE -
MR ANBOEBERZ P BTN ETAENE AR REL LR EE
22X EFYZ BN Ee ek Bk RIERER SR
S g EARE > RIVBRFHA L@ BARE - BREZHZHAR AT T
RS s B e PIEEBERE RV EB AR - LENR T CEHNE
B P 3500 A MR ARAE B BF 09 o) 3K o Ba IR L 4T ¥ 6% 5 o A5 89 380 R RERAE T At a9 4%
% ARER S AE T BEIREIE - 2NNk T AT AREMI/ER 4 £ FRAIIR
FE A BE HadbAEn INFOHEL > LhRBRE > RBBHK
& REBIROIE BRI EEHREANLERE N E AR FE—FHR

21-46

Fenofibrate ( Lipanthyl » micronized) J§ # 4k 4 8 F% fn s 2 4 > 42 B8 JR L 7T LA
MR = Bk b B 0 BEE BF o HAF A ki 645 3% w5 & & 85 (lipoprotein lipase)
EM o 24t apoprotein A-10 A-11° B > C-1 - Cl11 % coenzymes LA ju B fn fig X,
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3t o A b o fenofibrate 75 T 4E %% & BL (bileacid) ek 2V LA 3 4] BE [B) BF AL AT Bk &4
Ak o IR AR B fenofibrate =T A SRR BE > L& 8RB F AU K » 4R
PR IE AL R RS HEBR B - 4% B k3 kAR AL T 0 31 £ %% AT fenofibrate
7] i% 1% 7Z 1t peroxisome proliferator-activated receptor-apha (PPARdApha) sk b M &
ta f & H o F (adhesonmolecules) & & B > 445 X RE > Mok ) 38K 3R Ak
%% 2 7 fenofibrate & % A L & AL % N & oh fis > B R % # < AR A fenofibrate

BEROIERELRBER  BERE HHER  RaheR ¥ AR
ALK RBEBEKIERR - — &M REWIFERATTHSERLD-

ARRZBOATFLE AN T ALHEXE LT N &) IE R RS X EERE
3% 0 FuIR AT o s 4 Fenofibrate it — th % > BAE T H T hepk 3k o

A~ AR &

- AEHR:

A&

AR R R S f s E B 2L 40 1)

118 £ TS RX FHR AR ~ K2 FL

2.5 NS BARFE R IR B2 1% B & Lok
SHALENEYEHZATBEESE D NAHRRIES

A AR ERAT R LA FE E B (T-CHO) Rt 240 (200% ) mg/dl » RAKZE
BERs%&a (LDL) A# 160 (130*) mg/dl » H =& #whhs (TG) A#
200mg/dl B 48HE B B2 ¥ % % ERs & @ (T-CHO/HDL ) Z tbfg K7 5 &%
FEREa (HDL) b 35mg/dl - frf <34 > SmATHIF o
G BEFEEE D ANBAE (wash-out) % ERRIEFNIER

5% ANRAEL A B %

[ BEA AR =B EAERRF 645 H0fF  ¥ikm > BH>45% 0 LM
S5 R BAFE B BN ELERE AL BBRECREEREE BB -]
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HERR A%
LEIAFRREEES AEE s L a8 s sE— = w2835
1 f5
2R B RIEFR IS
SHNHEiRET A B b c BHEAST  ERBRNEBE - AR LR E

T~ BRIE LA }%ﬁ&}%ﬁfi)ﬁ‘x (BEAR LA 12BANRAEM.)
EMAERER R RGO FRBRARERR ~ F— B REH RS F
— R kR~ BRI R E -

A ABELBFNRELTREMERGEESE AL (R~ 5~ K ¥
HEH) o Blhobr 8 FHTRER  BMHBBE  EE C BB E o B
(AST > ALT) s #BE AN 15 EF{E LR » w4t creatinine J& & X
W L5 E AR -

5.4 BEWUATEE 5B (CPK) JRE R 245 E %18 LR

6&1%3%5&2“ AT 3B B LR A ARAT BE R E A
TR ENE MO/ RAE TR SRR

BAFAREA SEAUREFECHIMEE - EAFH - KB SES

Q. A o Ao R 3% ] R 1%

10. 5% AT 2% 38,48 A 1B AT 22 A 8 LA % TR

11 ABERFRAEMERREBZRL -

1242 N2 EAAT 30 R 9 A % x&ﬂﬁﬁﬂfﬁ L RAENFHEBAT 128N
FHBIIEMECEREIZRTAARG %Y -
FEEANRREAT S AN A HE AT G s B R & BITEY -

1IBH RSB AE AL EMN - B - REELZZHEA -

15.:8 7 e B2 7% A o (Body massindex = 35Kg/m2)

16. F KR eI A A EH S E N o

— ~RRR%
AR A — B (openlabeled) » B M #1884 (active-controlled) » &

ekt X X3 E (randomized, cross-over designed ) » % #7 40 8 -

ZREB SRR B+ A F—@iEx fenofibrate (£ 4 - Lipanthyl >
micronized) &8 200mg - % — éﬂﬁ‘]%%‘:‘iﬁ“ﬁiiﬂzﬁ H—B =R > HBRY6N
X%k 128 - Hig —wmwis% 8 (wash-out) it X (cross-over) #:%

—Fek 128 -

— BB ARAERIAZE -
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PR R IB B F#5-8°00 4> 1220 24 > 32 B & % B8 BF iR A BE
(venousblood 10ml ) - @.3% f ik & A 1Lt & (CBC/DC > GOT » GPT » Alk-P >
G-GT > CPK » BUN - Cre> TG T-CHO > HDL - LDLblood sugar % - ) B# %
-8:0:4-12-20:24> 2 BERBKBRE - AR EEBYENFE 01220
R B ECC 4Bl - A XRERHNE 0>4>12> 20> 24> 32 ARE iRk
R AT A P NOX ~ EAz3k A& -1 (monocyte chemotactic protein-1 -
MCP-1);E & » o % %= f 3k 2 4 F-1( vascular cell adhesion molecule-1:VCAM-1)
FRETEUR LDL SALRER AZFAEILAALEE S o A4 [ $pAB 0k o A
%0-4-12>20> 24> 32 BEATATH Sk R B 7 o (reactive hyperemia) 3%
B MR AERN ezt e AR RS AEH R 031 R
B fn & 5 i A A R PG -

FrAMBEIAB BRAFRB RN ER— o

=~ RBGRA

ERHER

&% Z A& e (LDL-cholesterol ) &) A2 A @ A B o bbst & -

REHAR

(=) ZE#ibfs (TG) m T4 E S (T-CHO) &% A%k e (HDL)
SA RS L S

(=) 3t A REAEXA LM AR CIURE > ¥ RFShEF
HRAE

W~ AR

TR S RE Y ENE 004512200 24532 38 L £ &k 482 (venous blood
EDTAtube) A% 0:4>12>20: 24> 32 B % 2-D F k2GR AP E
R LARE Y R AR 0 BAEAT AT AR ¢

(—)#I A Nitric OxideAnalyzer (  SIEVERSINSTRUMENTS, INC - Liquid
Program ) & w4 ¥ NOx (NO > NO2 > NO3') o 1§ & 4= i & . 44
NO £RREMRE RN ETHEHHNAE » HATRIR K FIEE
WM hENEARZIBERLTEBNOER mER

(=) # A EIA B % £ 4 # monocyte chemotactic protein-1 (MCP-1) {4 -
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MCP-1 &2 % B % 7% AEz MmN (cytokine) 2 —8 » T4 m
TR RR IR FAYEZ A o R F 5 B B8R AR T % fn fs B A koS
kit AHP B N R X B E LT B @R £k (monocyte)
ey #8/6M (chemotaxis) A& %, 7% 3k & mik g, o
(=) # A EIA 8] & 4% ¢ vascular cell adhesion molecule-1( VCAM-1) 14 :
VCAM-1 % & % W & 4= i &k @ &) —#2% M -F (adhesion molecule) »
TR 53 K fm B R kAR AL 3R o B AT A AF % #A o 0 PPARalpha
( peroxisome proliferator-activated receptor- o ) % fenofibrate #a # 4 37
¥£ > Efeig 44 TNF-alpha %4549 VCAM-1 23, > & mikD) N &4
XRIE o 1A EIA B & o4 F VCAM-1 B B IR 7214 o s % 4 s o5
R E AN TN R X E L FEB VCAM-1 B D éﬁk
(w) LDL ffbikBm - w4t + LDL &8 MR T a5k -
bk F B & & (oxidized low-density lipoprotein » oxLDL ) # LDL
v Nk e fashie £ BIpHI4ER - R b b LDL 2R R4
HEEIERLIELTRIBEENZER HAChEPREEEEOHEA
4b§&§1 REMA BN FILE RS EY R AR T LHNE N K
REZBE o
(R) TR EHREAE  FIABTRILBISEATE  TREFHRENIR
Je 7 f (reactive hyperemia) 2 s B HKRIE » REHBE ©
Frikde T 4R 8 G RS BRIE
1.8 %A LF Bk B1E R i ik A At fE
2.0 fn R 2 B 1 ¥ B E 220 MmHQ » #35 4.5 45484 5 B
BB EH B EAE R Rk 0 B RIbX R AR
34k & 15 48tk BB K f B A AR R AR
AR & TF=#H44 H (nitroglycerin » 0.6mg/tab) 1% » % 3
AR BRI M AR MR bZ R A o

% N k475 B+ (endothelia derived relaxing factor » EDRF) % — &1t
£ (NO) s HEATAY > RTHFA AT HFIL > 395 G IR R /)M R Z 7P
R émpn o FLIE o B T8 ldm B B A AT R 38 A > [5) B =T BA4p 1) 35 5 51 ik s Ak e Bis
% & (atherogenic lipoprotein) - NO & — 482 694 8 & € iR 138 P3RS
NO, » NO3 o #AM =T 22338 & £ 3¢ % NOx (NO > NO2 » NO3) BUIE % ki
* A& fenofibrate % # 4y & %1% 18 NO EF M s & £ % 19 & o #E R T8 B 8 Bk AR
ez 3% -

Monocyte chemotactic protein-1 (MCP-1) A % #k/% (cytokine) %z — -
AE38 58 B AR 2 A8 Mbt (chemotaxis) 3| A $) Bk Ak ARAL o KRB 20 A5 F) A B
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i A P MCP-1 B E iE % fenofibrate s, 7wk b A% B f5
B ERBRD ERRGBIEE ML EET N EAERTASEIRBILZ A o

Vascular cell adhesion molecule-l (VCAM-1) % 4 I & ta i & do o) — &
R F 0 TR 5| K e B it F 0 e E N AR RS AR AR AR AL3R o B AT A BT LA
i~ » PPAR-a % fenofibrate #8 Z& #7383 > s 4] TNF-a Fr35 4889 VCAM-1 &
BooEMBRINEBERRE - RARKA A B REE R TAT 0T
VCAM-1 & E D IE vk & & fenofibrate % %4 % % &34 VCAM-1 =
RN E 0 E PN R R TR B AkARAL

wmiEd LDL AR B ALEME e ERET N LAk AR EABES
(oxidized low-density lipoprotein » oxLDL ) #: LDL # 74 % 19 & %m B 55 4E
B HphIAE A o AN 5T B B FARE B RS & B 09 BALEE 5 B S ok bR
AR fenofibrate % #ip & FH Bk LDL SAbR K E 0 d M EHERFAL &)
Bk AE AL ©

I ROBMBRBRA T

1ok b LR %EHL

B—48H 0K 35

—RmE (FHREAMNRA) — @65 —R#E 125
2.Fenofibrate ( micronized form) :

F— B 200 A5 0 BB E REEATARA -

AR 2 g AR (Medication compliance)

FEERREREAR T 1284 F— AR % > R a (activecontrol
group) » R XHRE > BERREDAFRELRA EHeyERE

LARERR * f2 12 B AR A b 7% 50%a4 % 4

2B E AR ¢ £ 12 B ARA 50~80%¢4 % 47

SUBARE RAF ¢ A2 12 B AR A K7t 80%ay # 4

FIBAR Y 23R B R RERZ 5D 5 EIRE R0y 2R E L P51 > 32
fho B IERRE ©

A FAREHRE

A REH (adverseevent) 352 RXEpE A LB R RRBET » RHL
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HoFREX R RIR B (treatment) 48R0 > HATE AR REKRZE RERE
WHRBEGREY > RASRRBATRT FBRAYBLEFEVHEZ - &
F TERRR B (treatment) | &4 R EIM ¥ A A 9 KA % AR S RUHE -

TERERBRBANKG EABEREESNE LBTRAREHREZ -
Blhod e XE AR (REZREEBBRN) 22 CEREHRABRBAHULY
M AEAF 3R B £ 45 ABGE— 5587 BB egisk o &Ex&%xﬁﬁﬁﬁm
WEREF 0 LB LA R FSHEAMRIEZ o £RRER PHII e Z — LT
FARERAL 0 ko AP AEFa 3 MUT B B PR E S R AN R R %8y
Be E B E > RE G R REM T -

FREABRERFAAFTBIT !

wE (Mild): *RXFEELREZEER ) BFTTAHARNELREDE
ﬂ]‘.* "%’%—é%% m’)ﬁ‘

2.9 % (Moderate) : g ik A A8 E 0 R EM S X REREIR4FR: B FEH
SR HE 2 RETHE SR TARELBAEZ SR UIRBREK
3.F & (Severe): 3] A2 fu & RAFAROYEAK ¢ A 7T AE B IL 4 48 5 9138

ERERETATRKILLMARALE AR EEER -

BERARFEH (SevereAdverseEvents)

BREFRFHRBEEAUTHEORRFHS

123 SRR

2. 5 B i % AE R AR TR B i
R ERRAA A
43| 5 R RIEERTL B E

AFzh s 45 # EFF (Liver enzyme elevations)

AST (GOT) #u/sk ALT (GPT) i 4k H R E B T RBRAE RN IEF 5
B EFRey 3 RAAABEN LI - EXRAEERRAIFHETRTRBAKR
AEFHE LR IFZARAEFRENESR -

% RE AT A e B AST ALT fe3RBidA2 & L7 LB AT AT 3745

LA SFRPH R 251 AT H 2 AT » LBk E TP BN R R -
2 A AEATER AR b 3 A AL & 04 38 95 B8 T AT BRAR 55 &1 o R SL A 4F AL B R
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Bl (rpTapss AST > ALT 45835 090)

358 pess (AST ~ ALT) RAMIEFSLE LMRey 345> AR EMBEHRE -
4.5 s pesg (AST ~ALT) AW IEF B EMkay 345 Rl AR BRA
BEMEHEEEIESHE - 4 f AST (GOT) #u/% ALT (GPT)
ZRERRTRERRAARNIEF S E LR 3% XA LBAFLE
AR FA A 52 PR 2 36 3R R 3K o

WUATF % %88 7+ /PLR 8 7% (Creatinine kinase elevation/muscle pain)

M fis 26 BE R L% A BLA % % (myopathy ) > e.4AL % (myositis) Foix
AL AE (rhabdomyolysis) & % 5 R R R JE 455 4 - 25 AULAT BL %8s (CK)
Wy PR RN EFSE LR 2 2 MARAEE LI - #2REARKB
2P A ILA R S A8 B JE AR Av/ SRVURT BR 5k B 45 3 b AR L B AT A T 3-4% ¢

LASFRPH IR 5| AR IR % FF AT LARE B PR LB
BB

2.8 E A NUA R R OEARET > L IRAR E A ) DU B BR G IR L » AR
) B AR R AT ARSI LA E R R B © flhoiB EES - 4]
GIBF

BCK BB AN 2 E¥ . E LR © BB CK-MB %

CK BRI 2~5 5 EH R B LR B8tk s CK R A 5] w 8|4
BE - 2REMTHREGERKT -

CK BB AN SAEEFHE LR - 2 RALAG LRG> BHFEmE
BERKAAZEEEF -

FEATER IR L3R B £ 15 AR B B8 % e IUAT B Es (CK) o iR ) Bt
&% B IUAT B B R R BT M B R R e AL AR R RFA 0 AL
RIS R AR E AP

£ TRH

(—) Bk Ay kT (Sample size determination)
AR RAAEITEA O AN (K20 A FHHRE 20 A
AT R LK)
(=) %34 3% (Hypotheses and level of significance)
JEERK - maale sk ESRIT 2 L ER  BITE RSN, a=005-
(=) KEr#2E 547 (Anaysisof population)
iR R Tk 09 X BB e AR R R RS ko #r AR BB
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F  (intent-to -treat) &9/& Al o AT A e X AR A B oy R F AL 2R
EATRADM
SHT
(m) %RExH ARz ki (Baseline comparability )
BATRAMATZE AR RE R RS E X bE -
12 4% % % (continuous variables) 2 ANOVA 4-#F ; 538 %
( categorical variables) 1t Cochran-Mantel-Haenszel test 7-#7 ©
(&) #am#r (Efficacy analysis) ¥ & —EREE s 28 MmE %
REWAREAEEE T RATRAL—RBZNETRERBMA

RBGHE T &
* AR
&% B &% & (LDL-cholesterol ) a4k f2F » A E - Ltbit & o

REIGAZ
1=8awis(TG), wittapEEE (T-CHO), % EZhs%&4a (HDL)
FhE S B AL -
QYT A R REABLHARHMEIMER R CIEE > FPRE A
TEABEAE -
(X)) ®2M45# (Safety anaysis)
BT RAMARFFOEL R R -
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%~ BX
B AT R

AR EARLHTERMLET REEL1LA 308 - HET 77
BRSPS SR A 0 P A 35 fn % RA S REA KRG Ho%
REHLAEFBLREAE LR OERNAAE - B ERSFEREN S0
Rt A o KRB WA T ML RE e -

3B REP A IS ARA Nk g A0 F 17 4L ik A Fenofibrate:
AR EE = B A BA AR A Bl B R B AT R SRR o H A0 B B -1 7]
HRZERE = b A 3meRE PRl

1.4 % 1038 EA B KRS ERLBABEZ 70 REMZRE MR
Fenofibrate = X% > R AT B ™M BATHR Y » 2RBRY - W25 F 21
REAESECHAEEEE KRR SEB KSRGS F 474 EF B % > B AT
WIMFPIS E HEIG

2.4% 1011 = 48 3R &t 23X E AR A Fenofibrate — 18 A 1% H AT sh s 35 2 b
R 34EEHE ER (AST=102 » ALT=150>3* ULN) &% & -
BHEIMFREHR = EMEMBATHREIER T T E 3L TF(AST=29
ALT=59) i 118 A # MR k& Ze ks (AST=18> ALT=21)-
BN AR AR E T LEATH Y @ ER Y L1284 i
FBERRIKABIEF - ARIRER R0 70 LA Bt Bl 69 4% & 3R > Fenofibrate
B R AT R EH e BI4E R 0 3B T HAE B B)  B sb g JE g1 B Ay ET
REE AR RRIEAE R -

.43 1027 > BARBHEER4E (Sor = 1.7) fgomatstt (Scr<18) )
67 REM2RFE  NRANGREAL—BAKLEE e EHA (Scr =
18> — 2894 4 1.9) > 138 miR k5 -
BIFFEMEE > FHAREDRF -

MAF R T A A IERARE > L EBEFHENBHRE > mMAkLR
REBRAFHREERPRENRAEGIKE > 2R RMEE N o B bR fo
MEARBBMEERKR > THEEAIREAF T %1 -
AW REIBRE (ABGRESFHERETHE) M1k -

BAT M ESREEARIRBYE L -BE2NVF1231 81 &
H 164123 E AR — SRR
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FEREHRAw— AR (NO) - BtaTF (VCAM-1) ~ Ei3k#it&k G
(MCP-1) RI:4THBE W EE P - BALIRE ERS KRG THRA EE L2 RXERA
#ZMari4 LDL fALREERS/LFRZ g B b 5 a8 ki E A LT
EIXZRERA BWATIE 0 E4FIRAAEZER N SR F R AR -

FH o

LA Microsoft Access 2000 & 3L B HHEANAE » FTA BR S AR E —
R AFELREENBR c B EEFENT o KRRGA; 048 &8 8 k3t ug s
PN F

5

AT ZHEEY AR TR KRG B R B 45 R A R MR IE et -

18~ &P H

A ELRGATERA  RBLW -

H P oA 7 B A o TR AT R B > 4o BEER B AR SRR D B
B0 U AL AU T SRR 4T -
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