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B OE B UERE 5 RE GBS S (FBG) 2R EH 6 RIT R Z AW, 7k IRFBG 2R E# 1224, 31
W F R R A5 R A RIS, & 61 0] . P B F Y AT R E ZARRIE T80T R A B H R 7 HE M 25 g,
qde WA EH BT AN . MEHAE K IR ST B %781/ FBG, B A2 B B (TC) . =B b (TG) K Z JE ik & & 12 7] 55
(LDL-C) #1205 & (HbAc) A8 BALH H ALEE (SOD) | 7 =B (MDA ) & 8-k Ak it A4 B (GSH-PX) 7K - B AR Fi & 45 4%
(BMI), 0 FERRER BN, R RBAEEEALERTTIO0%, B55H T3 BN 24.6% , £FH %45 &L (P<0.05), &
J3 A7, 740 % % FBG , TC, TG .LDL-C \HbA,c .SOD MDA ,GSH-PX K- Z BMI }b 2% , £ {3 R4t F &L (P>0.05) ;4575 , 7
B H PR IEARIY B ERE, AR B4 T AR, 2 A %t 3 & L (P<0.05), Wﬂgg%‘iﬁﬁk PAERRR LR A, 4
i A E RS FBG X ME L T A RE Y R EEF S ALREMF IR, L2 AMENF,
KR B R S LR R AR T A A

Clinical Observation of Compound Huanglian Jiangtang Powder for Patients with Impaired Fasting Blood
Glucose

CHEN Guochao', LI Xiaoli', LI Liping®(1.Dept. of TCM, Wuhan Wuchang Hospital, Wuhan 430061, China; 2.
Dept. of Nursing, Medical School of Yangtze University, Hubei Jingzhou 434023, China)

ABSTRACT OBIJECTIVE: To observe clinical efficacy and safety of Compound huanglian jiangtang powder for patients with im-
paired fasting blood glucose (FBG). METHODS: 122 patients with impaired FBG were selected and randomly divided into control
group and trial group with 61 cases in each group. Two groups was given healthy education and diet guidance; trial group was giv-
en Compound huanglian jiangtang powder 2.5 g orally, qd. Both groups were treated for 4 months. Clinical efficacy of 2 groups
was observed and FBG, TC, TG, LDL-C, HbA,c, SOD, MDA and GSH-PX levels and BMI were observed before and after treat-
ment. The occurrence of ADR was recorded. RESULTS: Total effective rate of trial group was 77.0% , which was significantly
higher than that of control group (24.6% ), with statistical significance (P<<0.05). Before treatment, there was no statistical signifi-
cance in FBG, TC, TG, LDL-C, HbA,c, SOD, MDA and GSH-PX levels and BMI between 2 groups (P>0.05) ; after treat-
ment, above indexes of 2 groups were improved significantly, the trial group was significantly better than the control group, with
statistical significance (P<<0.05). No obvious ADR was found in 2 groups. CONCLUSIONS: Compound huanglian jiangtang pow-
der is effective improvement of laboratory indexes and safe for impaired FBG.

KEYWORDS Compound huanglian jiangtang powder; Impaired fasting blood glucose; Therapeutic efficacy; Safety
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(43.6 £2.9)% ; F-HPHIR(2.03 £0.70) 4, X IR % B4 34
7], 2 27 ) s SE AR IS (43.9 £ 3.1) 2 5 2 (2.07 £ 0.50)
o AR E TR, 22 7 G EE L (P>0.05) , B
Bl Helk . ANWFIE Jr R4S e s 2E A0 B R B 2tk R
T RIS A [ 5
1.3 BITAE

PRI B AT R SR R 5 i 4 R A AR
ST R O R — Dl 25 FRA F] L #E45-: 20110932, #iL
7 : 1.0 g/0)2.5 g, qde AT A0 H B 17 10 U] T Al
T HBNERE 0.5 g,qde YL EIAIF A H .
14 MBIEHRSFTIOEMRE

(DWEPLLBRFIRAI TR, B IRT 5 BRI AR
T2, H.FBG<7.2 mmol/L; 5 %L : 1A Y7 fi FRFREMR 3 U 8 it
3 H FBG<<8.3 mmol/L; JC&L : Y7 bR TG B B 23t ,FBG G
FEAL ., A R = (U 8- 2850 /S 618 < 100 % . (2)
MEEP L B ERYTHIG FBG B HERE(TC) TG AR B R i
1A [ #E (LDL-C) Bk I 2T 2 11 (HbA ) 8 A Ak 15 AL il
(SOD) . & (MDA ) S 4 bt H ikt Ak 4 i ( GSH-PX ) 7K
RARFT AR (BMD) o (3) WA W2 FR B AN R R & A1
15 SFitEHE

K H SPSS 22.0 A% B d A T G 2= T . TR PR
PLx £s KR, R e A0 50 5 7HBOSERE DL SR R0OR SR P K 5
P<0.05 HZRA G #E L.
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2.1 WABREIGFKTIILE

I B F BAAROR W3 s XA, 22 R HAA 52
B X (P<0.05), WAHBEIRARITRLE L,

x1 WABERFKTILERGI(%)]

Tab 1 Comparison of clinical efficacy between 2 groups
[case(%)]

45 1 ik A% T EAM

R4 61 27(443) 20(328) 14(229) 41(710)

R4l 61 8(13.1) 7(122) 46(75.4) 15(246)

7 10921

P 0.001

2.2 WARFIRITHIEFBGKTELLR
PR EIRYTHT FBG /K P LU, 22 7 gt 2478 L (P>
0.05) ; B4 SR TR YT IS FBG /KT REAIK, B I8 1% it
2R A G E L (P<0.05) . W2 FIRYTHI S FBG K F
LR 2,
®2 WARFZBITHIEFBGKELLE(X+s, mmol/L)
Tab 2 Comparison of FBG level between 2 groups before

and after treatment(X + s, mmol/L)

45 n TR HITR

R 61 6.92+0.36 5441061

R4 61 6.87£026 6922036
H SIRYFRTHLAES , * P<<0.05; 5% BRAE L4, *P<<0.05

Note: vs. before treatment, “P<<0.05; vs. control group, "P<<
0.05

2.3 WABRERTIELR=NEIEIRLE
Wi 2H BB #9697 i TC. TG LDL-C. HbA ¢ 7K °F-F1 BMI Lt

HEZED; 2016455 27 55 1711

8, 2R TGERE L (P>0.05) B4R FHIRYT G R dE bR
0 AR, BN T AL, 2 R A g L(P<
0.05), MIZLBEIRITHIE SR A IR L LR 3,

®3 MABERTIEIRNELEREIRILE (xs)
Tab 3 Comparison of lab indexes between 2 gro- ups be-

fore and after treatment(X+s)

A5 n B TC,mmol/L  TG,mmol/L LDL-C,mmol/L  HbAc,% BMl,kg/m1
WA 61 SRITH 6311052 2914028 5434046 712%038 26374027
WITE 5224048 1994062 3570517 58810427 23874038
R 61 AITHT 6421043 2924036 5484035 718%039  2649+027
BIFE 6224039 2994043 5574048 T18%006 26014028

T SIRIT I AR, *P<<0.05; 5N IR Hgs ,"P<<0.05

Note: vs. before treatment, *P<<0.05; vs. control group, ‘P<<
0.05
24 FARERTAIRRNWNMHIEIRLE

PR FVR YT R4 SE A LR R UL, 22 S e
(P>0.05) ; FI4L & IR YT 5 SOD Kz GSH-PX /K- i 3% Ft
1, MDA A%, Hi S0 20 2 00 XA, 22 S I A it e &
X (P<0.05), MLLEEGYT R BARHEAR LB LR 4.

F4 MABERTIRELMHIERILE (X £s)
Tab 4 Comparison of oxidative stress indexes between 2

groups before and after treatment(x £s)

45 n g SOD,U/mg MDA, nmol/mg ~ GSH-PX,U
e 6l TRIT 851481 0614008 18824110
W 1024493 0524006 19934119
WAL 6l TRITAT 867482 0.62£0.07 18474115
R 98.1£9.0° 058:+0.06" 1904 113"
e SIRITET AL, *P<<0.05; 5 X R4 L, 'P<<0.05

Note: vs. before treatment, *P<<0.05; vs. control group, ‘P<<
0.05
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2, Wk R AT B [ 2 30 e 1 A DA R il i S Yo A
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XA LA, 22 A Git o L (P>0.05) o Uil 7 ik
R AT S8 2 V8 TG A FPG Ol i3 FBG 2 I ARE RO W N
TRBEETL.
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