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Study on interventing effect of puerarin on insulin resistance of type 2 diabetes mellitus HAN Hui-min,
WANG Shu-guo. Department of Endocrinology. Daging the Fourth Hospital, Daqing 163712, Heilongjiang
China

[Abstract] Objective: To explore the effects of puerarin on insulin resistance (IR) and abormal lipid and
fibrinolytic activity in patients with type 2 diabetes mellitus (DM). Methods: Eighty patients with type 2 DM
were divided randomly into two groups: 40 cases in the puerarin group and 40 cases in the routine treatment
group. The conventional treatment of the two groups were the same. Additionally, patients in the puerarin
group were given puerarin 500 mg in 250 ml of normal saline for intravenous dripping, once a day with a
therapeutic course of 3 weeks. The changes of fast blood glucose (FBG), lipid, insulin and plasminogen
activator inhibitor =1 (PAI - 1) activity were measured before and afrer treatment,and the insulin sensitivity
index (ISI) was calculated. Forty healthy subjects were taken as controls. Results: (1) After 3 weeks of
treatment, compared with the control group, in type 2 DM patients, FBG, fast insulin (FINS), total
cholesterol (TC), triglyerides (TG), low-density lipoprotein cholesterol (LLDL - C) levels and PAI -1 activity
were higher, ISI and HDL - C were lower than those of the healthy controls. FINS and ISI were well
correlated with lipid and fibrinolytic abnormality. (@) After puerarin treatment, FINS, TC, TG, LDL - C
level, and PAI -1 activity decreased and ISI, HDL —C increased significantly (all P<{0. 01) compared with the
routine treated group. Correlation analysis showed that FINS was positively correlated with TC, TG,
LDL - C and PAI - 1 and negatively correlated with HDL - C. ISI was negatively correlated with TC, TG,
LDL -C and PAI - 1 and positively correlated with HDL - C. Conclusion: Puerarin can improve the IR and
abnormalities of IR related lipid and fibrinolytic activity in type 2 DM patients,
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Table 1 Comparison of FBG,FINS,ISI and PAI - |
between DM group and control group(x=+s)

ks FBG FINS

i
HH ) (mmol/L) (mmol/L)

SHHEA 40
DM 4 80

PAI-1
(kU/L)
4.6240.63 10.3243.85 -3.7810.41 0.63%0.12
8.7540.63" 15.62:+4.78"% - 4.22:0.32* 0.85+0.21"
¥ G R R P<C0. 01

#2 DM A5 RARFTFATMAEHEIRILR (x15)

Table 2 Comparison of blood lipid parameters between

DM group and control group(x+s) mmol/L

A5 D TC TG LDL -C HDL-C
MEME 40 4.8340.48 1.36+0.33 3.0340.51 0.5340.07
DM# 8  5.56+0.86* 1.8240,73* 4.474+1.32* 0.3940.14"

¥ SR, P<0.01
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Table 3 Comparison of FBG,FINS,ISI and PAI - 1
between coventional treatment group and

puerarin treatment group(x+s)

A% FBG FINS - PAl-1
(f)  (mmol/LY  (mmol/L) (kU/L)
HRA BN 40 8.7310.64  15.2844.62
BFE 10 &7110.66 15.26+4,86
BEED B 40 8754073 15294460
BEE 40 8.6940.61 12,1244.14* 2
. ARMEITR LR - P<<0. 01 SR AW LR A P<C0. 01
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Table 4 Comparison of blood lipid parameters before and
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after treatment between coventional treatment group and

puerarin treatment group (x ) mmol /L

a4 o)) C TG LDL-C HDL-C

¥RA BE 40 5.4840.83 1724062 4051124 0.9040.13
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U S ALMITHI R * P<<0. 01, 58 MHIEITE Kk . 4 P<0. 01
3 % #

PIEERIG R L RO IE L B R R BEH M 5E . AR
BRIER, N BB MEH MR AFEREE R, H
T EARAEFEDEHERS ARAGBEHE
RO, B K AR B AR ML B, 30 W /AR AR L B


http://www.cqvip.com

£ 000 http://www.cqvip.com]

FEHIAESSAMBEE 20064 3 A% 13 ¥ 2 Chin ] TCM WM Crit Care,March 2006, Vol, 13,No. 2 *+ 119 -

R M AR R A, (TXA) K, 3 REAE 91 2 1 75 i %
WER MERKE I R REHERES. AAHR
ZHRERBEE—FRITFHIEE G HEERA, T
162 DM 8 ¥ RIER B P A RN, BRREIT
G RS R W B, S R SRR RE XK
IEHISHMIR MREREFAEXH. THERH
AHTHRRBRT MR A EEERE R A BE K
FRUEREXH IR WEREDM KRITHASH
HEEX,

—~RINHKEH 2% DM 74 IR,IR £ 2 &
DM R BEEFE,MEE DM WE4E  REFH
HEEMAEM. Stern™ 1 IR RHBEMRHEEL
JEE 75 A B R o e U 9 R g L I o 3 T -, BT
9“3 [6] 4 424 (common soil hypothesis)”, DM
RIRPLHIF IR 0 B 40 I 15 38 40 0 R P T S B oA
B AFABERIFTHANER RBESR A
B AW, 2 B DM ¥ A 1E HIS #1 IR, T ¢4
I BE 5 5 S 4 V5 T P e K FINS 5 1l B F 47 5 48
PRETER MM, MABRERRTR FINS g
R, SN BE 5 R BURME S — DU B R R A
2% DM B#HM IR,

2 2 DM B #F2 30% ~50% A MAE 7 %, M
fig 7 ¥ BVRRIE R . TG K7 F+ B HDL - C B ik fn
LDL-CHt#. HPEHH=RE MR 2 & DM
BERKMMER %, ES IR B3 k@ kK
e M ARAE AR o BAT 24 B RHERT , DM B E K45
ik B 1 P B B FE B L 3E DM BB R 2~4 %, D
R LWH 28 DM #F 0% FMARER
AW, AR ERHA,IR SMARRHEATEEREM
X MAIRBTEH OBERFENREERRE. B
WEIWBTHE,TC.TG.LDL - C f&{&,HDL - C #
L RO\ERRTREE N BE DM B E RS R ER
T F I AR A 7 A S e, AT R HE R BB A A g
FEHE IR HREMRE.

PAT -1 1 8 W BB, i /Al B B JE 7= A
RABEREAGEZMHYRAFEIBRNETH

2P PIIPIIIIEIIIIIIIRIDY

S PPIPBPRIPBIIZIIBIBIZIZIZIIZIIS PIFIFIIFFIFIFIIFFIZIIIZZIIIZIIID

(PEPAESEGRHFEEIRARR

(TR HELSSERAEIMAABRLEEZESGE 1L, ki) KL FRBA, LMK RIER
R ER, ANIMALE I G L0 BRIALAMENF KA (word M) . FREFEHE 40 LR
Myt L4, AR TREFRIE REBEFBER,

AR AABARRAFFTR/GFTXEHFAE DERTE,

tagsxax T S I I I I L IS C L (L CLCLCLLCLLCLLCLX dEfEECECEEECECELEX

H#., IR BERMIEE PAL -1 5 FHEILHS
WY HATEH PAL -1 {EHE LS B TE A
BIAME LW AEREET, CHLMmE PAI-1
HEENBRSERNSAENEERRZ — £
45 Z LIRS A — WO WU SE F H Ik & 4 O UL SE
RS EREE® . BHETIAKRHIS|IR LR Mg #
WERRHYTERMLE M EERE, #FmERN
B EF VS THRERE AR , 8 4R 3 7T fE58 i FRAIE FINS K¢,
WIS e E X PAL -1 & BB A REKER. IFK
EmE N RIS,

ERFUHRDSRBBRENATREILE A OH
I3 BB WLEF 4 4R AR A B 78 A ok K6 B S B U
H@#Ed T AREREBREE 4(GLUTOH
EERREMBES REBE:QETEWE S EZA
ERSHSMEMB S REENE  OBBETHRE R
UM EMER, RS ZHBRHE L.

BEH:

CIDE RS T4 R0 ME, 45 340 5 0 100 % Jil ik i &9 (R 37 46 1R
). P EERKREEHM1997,28:310 -312.

(P H#, EREBLE . % BRERGRTAIREH LM ETE
MEFFFEMAENROE W) PEPHESSIHRE,
2000,7:105 - 106.

GIFEm EREAEERMERYATRERI. THELSGR
&,1984,4:699.

O ERETHRR RSN LN O HEAW _BRER LY
Ry (10, T E S ,1997,19.963.

(51 Stern M P. Diabetes and cardiovascular disease: the “common
soil” hypothesis(J]. Diabetes,1995,44:369 ~ 374.

(63 Negri M, Sheiban I, Arigliano P L., et al. Interrelation between
angiographic severity of coronary artery disease and plasma
levels of insulin, C - peptide and plasminogen activator
inhibitor - 1(JJ. Am J Cardiol ,1993,72:397 ~ 401.

(TIHKE.AHE. M. 5. E0RBEBS RN S0k REE
B 5B R (0. e DAL i B 5 2 5 2000, 16 : 387 ~ 389.

(83Thogenson A M, Jansson ] H,Boman K,et al. High plasminogen
activator inhibitor and tissue plasminogen activator levels in
plasma precede a first acute myocardial in farction in both men
and women ; evidence for the fibrinolytic system as an indepen-
dent primary risk factor(J), Circulation,1998,98:2241 - 2247.

(5 H 34 12006 - 01 - 02)
(FUREFHP)

))))))))) 3B FFFFFFFRIBISEFIFIFIFIPFEIISIEIEZIFIIIIIFIIIIL

- ke - EH - RE -

T CCCCCCcECCCCCCccccc<®

(A7) % 48 36)

A
A
A
A
A
A
A
A
L)
[
A
A
N
A
A
A
A
"


http://www.cqvip.com

