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BHER ( gliclazide )
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B =AIHRR

¥HEMR ( glimepiride )



%) R BT A il ERTEE
WIERR | (ERRE, HRERK R 2= i L%
(REER | SRR K Sl 5 15

BT ; 25 10
GAZ B & 40—-240mg B

& 51| vk 1B ; 5-30mg 25 IbE

(ETHE) 5, AR,

WIEE R, e o B L

(BT | 95% WIFRERH R e L S




XU IR IR

¥ 5tk g2 7= 5 I A
B - BEAMER . BEhnpEs O 10mg 25 5 [
(3 5 iﬁ@@,%ﬁﬁﬁ
& PR VR BEA I AK
v . D E
(TLELF) ; 5 1R

FRIMER: BB
BRI




2B T:

ROMERT: FENLR. FRATSE

& BEA

1IN, AR SR

ﬁzﬁﬁﬁs 6’
- -r

AR I I

EfEria T (GLU-4) B, miigtk, &



+ ﬁﬁﬂ%%éﬁlﬂﬂiﬂﬁn
e | ﬁ

+ 7’% R

+ JE2 BB PRIR

+ SRR

+ B ThRE

+ ot




{5 FH 2 AF:-

M7 — xE R 5 T e 22

A ERBEIRRZ VIR B DL -

Ui PR A

A
e
i

(1) 1ZUBEIRIA
(2) 2BIBFIR B RAECU RO
SR R IE
KA TN BORE,
(3) BE& I ™=EREHEIFKIE,
B BB R F R O 1R
EERES., YR, BRR S




{RIpE: 5%

l%]i] ﬁaTé, ji%$ w%ﬁ 3 o2

FARHIRIVEH -

5 s

B> W,
FFIhRed

, JHHIER,
o

J] Hﬁ%’éﬂi% WENEYANR,

TCAE R







BRHRR K AR IR 2R A P 52 4k




+

iy Al desse < ) et o

FRea 2 e Re iR & E
PR, 1/NEF IR AR
EA, AL/ ERARENE
WUBR 5 BRI

7
i3
R

LUV N

, 19

| A ZERIN 1N
, B2 AR




IEH

— 2RUBERIR




&

T

+ IS ﬁﬂI;Jj‘ijE(JT DEE, WA HT

AREfE R

+ H]

1%

XA B B 5 2R 3

y — :
h | »
| ‘.' %‘
1

l:l}‘

= RIR B

ST F) E B



+ 1.
+ 2.

+ 3.
+ 4,
+ 5.

T,DREFE;

T,DEREHEGIHTERSE. BFERTE.
HEEER. SR RTARE;

FEAE IR £

X RE B R R A I

EgREWEFLI B

ol

B




I KLBAL (BEFERD) 55 AR+, W kA = 1L .

9. —FNUNL (R saieise. BSABIE. 2wmm. 2Em.
SO K TARERIIN, 5 7EAR N BB, SRR I M B R, 2



fRAR
Jik B 7R 203k B2 4

v
i ek <« FEEHEEA

Ji O s
N\ $7

@ \\i/ \O

— BN

DeFronzo RA. Br J Diabetes Vasc Dis 2003; 3 Suppl 1: S24-S40



4 T 11 i~
Jrre L Ir'r ] a% i M /e 1=
AP 4 frr" J ¥ |¥. g

Féry F, et al. Metabolism. 1997;46(2) :227-233.

DeFronzo RA, et al. J Clin Endocrinol Metab. 1991:73(6) :1294-1301.
KirpiehnilkoviD, wie ta .l Ann Intern Med:= 2002137 (1) :25-33.

Kirpichnikov D, et al.. In Molecular and Cell Biology of Type 2 Diabetes
and its Complications. 1998;14:161 - 163



i

+ TR E  msiask. BORREE, WO RBERE A ST
Fep & &, , HEBEEERRRRThE
T R

+ WEIMAE mEnHm=5. WK, LDL-C, HHDL
C. 5MERRBAELE.

+ Prt. PUL/BAER mmgasonm. BETess

AR BUEYII#HIYI1 (plasminogen-activator inhibitor 1, PAI1)
WEE . PRI/ MR 2 R ERE T .

— 4




S 2R 2 SIS o )
5 (2




— XA

B 1 FH TT 4ER7 5~6/N

(R SLhE) % H500~1500mg
YE 7824/ N0
3 5 B N500mgEL850mg;
(IR % H ¥ F250~2000mg




(1) FERF/BET20 855 &iash K &7, MR A B & A E EREY;

(2) ZEAEERE B E R T2DBE, MEHRSRFERE 25 R 3E 5XUINREC & H
4, W] Re 3RS R 2L

(3) TIDBHFENHR S RIGITIET, WRSRAEBRKEREAR
BRI, A AR SRZ YT DARE e HLUHE, B0 R 2 R A U i, )3 D
fok B R B MR BIBUR, AR EF T RERE;

(4) —EXEZENERME (6T) MERERE, aTHTIGTE#,



P ERFCCAASOE KR T8, ATRERREN —LAE. METHRIAREL, 1§
Ji: https://d.book118.com/108007036137007002



https://d.book118.com/108007036137007002

