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LW-AFC Xk R ML EBX &5 SR % KRG T A

RS, B, B N, SRR, KoKEE
(ZEREER BRI 2 WA T I o 25 R 2 e e 25 329 %, dbst 100850)

WZE: BW F6 LW-AFC 7 8 A e 1E A, PR RS 5. FiE R A& A Z M2 Wistar
XEMEHEFS BB — kM ip &F 4442 (STZ) 30 mg-kg "4 &M AR R AER, 7d 5 ig T
LW-AFC 0.28,0.56 #2 1. 12 g-kg ™', X 1 &, 548 A, £ %)52,4,6 728 B ANN X R T M o4,
W By & W By F AAL A8 2 (HOMA-IR) | %2 B B3 (TC) K% g & & f2 B 55 (LDL-C) FoH il = 85 (TG) K -F,
ARE W 2 (VEM) 53+ F W IR S B 2 20(VEC) o R Bk & k4 e ' TC o TG, KA IR e
LDL-C, R AAH e B oA ktem £, R LHEFRaks, #AmKK VIM /2 VIC 25 #4 5
(P<0.01) , Tt KFREHH(P<0.01) B EKFALE2 F6 BHEIHZH(P<0.05),TC K-F 44,
6 #= 8 B 25t & ,LDL-C K-F £ 2,6 4= 8 AR5 & (P <0.05),TC K-F£2 AAEIHFH, SHEAAL
# ,LW-AFC 0.56 #v1.12 g-kg "4 8 TR E 44K VFEM £ 17.1 £3.0 #2(16.0 +3.6) g, ;[ 4% VFC £
(4.5+0.6)% F2(4.3+0.9)% (P <0.01);LW-AFC 1.12 g-kg '#425 4, 6 f2 8 A TH ZH 4K -F &
19.3£3.1,21.4£7.0 #2(17.0 +4.7)mmol - L ™' 5 | 4K £ 14.2 4.0, 11.8 £4.9 F=(11.2 +4.9) mmol - L™ ';
LW-AFC i 8 2 K- L 2% vk, HOMA-IR £ 2 ~8 B 27 & (P <0.01),HOMA-IR %1% £ 17.3 +
4.8,17.4+6.7#24.1£2.4(P<0.05), LW-AFC 1.12 g-kg '2425 4, 6 #2 8 A TH 2 HE4L TC £ 2.34
0.22,2.09+0.2942(2.16 +0.22) mmol - L ™', LW-AFC 1.12 g-kg '#-25 2 A T4 LDL-C % £ (0. 41 =

0.11)mmolL™"; £ 6 28 B £ 0.50 0. 10 #2(0.46 +0.08) mmol- L', LW-AFC 0.56 #= 1.12 g-kg ' %

%2 BTG %% %E1.9+0.8 #2(1.8 +0.8) mmol-L ™'
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I R B 2 0 58 AL 3R B, LW X0 DR A 55 19 97
2 HETELA R LW S50 L #6 SHL R) B=
AIRER TR o A UREIZE DL e RN 43 AT
PEPEAN 1), N LW R BERAS T 220 SERE AR
HEEIE Y O % —E I R Jr , B LW-AFC,
AMFFE W5 LW-AFC X 1k £ Fll B A/ 2 ( streptozocin,,
STZ) 145175 S AW PR 155 8 O BRUAG HE JRE OB g A 36
ZCALFAEE S R ARPTAG I M HT, LA LW-AFC £
IR PRI T 25 0 K 4R AL S AR

1 RS

1.1 ¥ . 2% G T FLER

SPF 2% Wistar KB, HETE, 180 ~ 220 g, H 4
BE2E Rl o e S g s ) b o S, S A R IE
SCXK-(ZE) 2002-001,12 h S A8/12 h SE% 2
23 ~25°C , AHXHRSE 50% ~70% , F % & FRoK .
ZHBUIK( metformin, Met) , b5t PUPR] 2547 BR 93 4F:



- 206 - PEGEFE AR FIRE212 54 A% 2655 28 Chin J Pharmacol Toxicol, Vol 26, No 2, Apr 2012

3w [E 25 H11020127 ; LW-AFC iy A %8 il 45
e UE A A R K RS RAE T 4°C 4 MR
PRSL 45 LW-AFC 0.28,0.56 f11.12 g-kg ™', I
PRI 2% 48 7 BE 1) FSCAH e J3E ) ¥ i STZ Ay i
fig (FM =192. 14) AP EREN (FM =294.10) &£ 3EEH
Sigma 23 T 7 i, i FH A4 A A5 TR AP0 7 A6 T A AR
RS HECHI pH4. 0 RYZE T, 1 IEBR )5 5 STZ g
1l BRI e B B 3 S 9 5 4 2 L S MEL [ 1 ( total
cholesterol, TC) k%% FF I5 & (1 JH [ % (low density
lipoprotein-cholesterol , LDL-C ) Fl H i =Jig ( triglycer-
ides, TG) Wl 7 250 &, Jb ot b A LA R TTAE A
) 3 [ U e A iRl &, AL A AR EOR
WFFERT s e AR AR}, v [ B2 2R B sh ik 5 i 4
ik, M A (25.8% ) D-L-HHEMR (0.4% ) (H %
WK (16.2% ) JHERE(8.9% ) EF4EZR (6.5% ) J&i
(35% ) EEH W (1. 5% ), — K G Fr R #1
(2.1% ) BERESE (1. 7% ) ME A 4R (1.3%)
G, B 100 g falEL AT ER L 524. 3 keal Y HE
o Sn-69513 MU i 4, A% I H 2R OG LAY
#r A BRZ 7] ; Napeo2200 #1 37°CHE AR, 31 Napeo
NH], POLARstar Galaxy 22 3 GElf # 4% , 75 [ BMG
NG
1.2 FHYord EEFENEH

Wistar J BRI P 1] 37 )5, #4442 52t BE AL 23
TER AT HRZE (12 ) FIEERIZH (70 H) o 13X B4
R B R ) AR o e, R T 2 i R ] DA, ey A ]
BRI S o B AR 2R B 1 Ak
12 h J5— M ip 45T STZ 30 mg-kg ™',

TS STZ 1 J& Je A A 20 K BRI o 25 I Il b, 1
B >16.65 mmol - L™ [l K BL(ZY°H 85% ) i il A
PR BB BLF- 34 20 S 5 A 4, BIRE B 20 | Met
0.2 g-kg™' .LW-AFC 0.28 .0.56 Fi11.12 g-kg ™", f}
412 Ko R dl)a 700 ig 45 7 28 187K  Met 5
LW-AFC, 5K 1 K, 1%E2E 8 i, BRIk ) B4 4a] L)
PRAEARDRN AL, AR A 2 R B A 22 DA g A B ) s R
o gy 25 WMa R 2 J 20 25 W 2 i IopE | R R
TC.LDL-C #1 TG /K-, JF i 5 J & R kT 45 4L
(homeostasis model assessment of insulin resistance,
HOMA-IR) , HOMA-IR J& Ji i Jjié & 3= HR Pt AR 8 1Y
HEHAR. HOMA-IR = 2 5 IR (mmol - L) x f
BF (mlU-L™")/22.5, KECRIMATSRESE 12 h,
RMLE PRI R o SR AR B MLV AE 25 T i 60 min
J5,1500 x g 4°C .0 30 min, 4355 MG 7E - 20°C 1§
TORAE 8 o 2 2585 R E AR FE B, FRIBUIE L
PEFNEE FUAL G W7, A6 P I I D7 5 & (visceral fat

mass, VEM) , 33158 N IERG I 2250 (visceral fat coef-
ficient, VFC) , LA I BUHE JHE K . VEC = VEM
(g) /Bt (g) x100% .
1.3 MEXmhFELERANE

WAIHE TC A1 TG SR HBELL (4 248, LDL-C
R BRZAGI | 5 55 2R A MU G S kA
W H A S R LA I, £EFL 100l 1fn
TH B 25 R BB AT B R A A5 R
1.4 ZiHEHE

FRAREHE M x £5 FoR. R SAS 8.1 4¢
TR AT G 3 A, Z2 A T S48 LR T R &R
J7 22538, 34T Dunnett ¢ 27 HEAL

2 #R

2.1 LW-AFC 3345 % K 5 AR BE A 22 im

F 1 n[ UL, 50 R 6 B AL A, B AR AT KRR
VEM FI VEC B8] 8 T (P <0.01 ) , 5 3 i B
JBE, SR L%, Met 0.2 g-kg ™', LW-AFC 0. 56
F1.12 g-kg ™' 242 8 JEIXY T B FEAR VEM A1 VEC
(P <0.05) ,3H] LW-AFC A gie5 15 RUEHE

Tab.1 Effect of LW-AFC on obesity formation in diabetic
model rats

Group Body mass/g ~ VFM/g VFC/ %
Normal control 453 +44 126 2.6+1.1
Model 401 £27 22 x4 5.4£1.1"
Metformin 0.2 380 =30 16 2% 4.3+0.9"
LW-AFC 0.28 382 £39 18 5 4.5+1.2
0.56 38329 17 +3* 4.50.6"
1.12 381 %43 16 +4* 4.3£0.9

Diabetic rat model was established by given high-calorie diet for 5 weeks
and ip administer 30 mg-kg ™" of streptozocin once. After streptozocin,
metformin and LW-AFC were ig administered once daily for 8 weeks.
Water was used instead of drugs in normal and model groups. The body
mass was measured when the experiment was end. After the end of the
experiment, visceral fat mass (VFM) and visceral fat coefficient ( VFC)

were detected. VFC = VFM (g) /body mass (g) x100%. x +s, n =
12. ™ P <0.01, compared with normal control group; * P <0. 05,
#P <0.01, compared with model group.

2.2 LW-AFC 33#EFR R K R B 8 550
2.2.1 LW-AFC X$#EER 7% K 5 2 BE I 4% B9 22 i

5 IE 5 R b AR 2H R s L Il b i 2 T
B (P<0.01), S5RIZH A, Met 0.2 g-kg ™' £ 8 J&
P26 2 JR) 91 PR 1] ) b AP 25 L iU (P < 0..01) 5
LW-AFC 3 Ml252h 4 ~8 JE 2R ] B S R I 2 1 1
BE(P <0.05, P<0.01), B R L (R 2) .
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Tab.2 Effect of LW-AFC on fasting blood glucose level in diabetic model rats
Fasting blood glucose/mmol+L ™"
Group
D) 4 6 8 (week)
Normal control 4.6+£0.4 4.4+0.4 4.9+£0.8 4.3+£0.4
Model 18.0+£4.6™ 19.3£3.1™ 21.4£6.9™ 16.9 £4.7™
Metformin 0. 2 9.6+2.7% 7.9 £1.9% 6.5+2.5" 5.8+1.6"
LW-AFC 0.28 19.7+4.0 18.8 5.3 10.2 +3.7" 9.1+3.2"
0.56 20.3+3.9 19.3 +£5.0 10.7 3.5 10.9 +5.0"
1.12 18.2 £5.8 14.2 +4.0" 11.8 +4.9% 11.2 +4.9*

See Tab. 1 for rat treatment. The serum fasting blood glucose level was measured using oxidase method after drug given. x £s, n=12. ™ P <0.01, com-

pared with normal control group; P <0.05, *P <0.01, compared with model group.

2.2.2 LW-AFC 33 #ERFE KRR B R K TN
5 1E 6 B AR HE , AR 4 K U 2R K7
2 F16 JEAEE U] (P <0.05) ,4 Ja B ) b 25 %
Il LW-AFC FE25 24 4 F1 6 JRI i S50 R0 20 L 4 e 1)
R R (ER3) .
2.2.3 LW-AFC 3 #ERBARIE S EHR IS EM
=AU
S IEH X R4 AH L, BB 2 K f HOMA-IR 7£

2 ~8JEWI T (P <0.01) , JE B W b i A2 1)
B EPL. SR, Met 7E45 2 )5 2 ~ 8 JA Al
3 Ak HOMA-IR (P < 0. 01) ; LW-AFC 3 4% &
25254 ~8 JAJR ] i 3 FEAK HOMA-IR (P <0.01)
W RIRPUIRAS (R 4) .
2.3 LW-AFC 33 #EFR &5 K B BE A 18 f9 5
2.3.1 LW-AFC 33 #EFR % K B 2 B E B2 A 22 im

55 IE F A REAL A L, BE R 2 TC K V- #E4 ~ 8

Tab.3 Effect of LW-AFC on fasting blood insulin level in diabetic model rats

Fasting blood insulin/mIU-L ™"

Group
2 4 6 8 (week)
Normal control 23 +6 40 £4 45 +7 16 £7
Model 306" 33 £4™ 56 £8" 15+5
Metformin 0. 2 28 +9 33 +4 43 £ 10" 12 8
LW-AFC 0.28 27 +7 21 £5% 39 +10* 10 £6
0.56 30 +8 20 +4% 46 +9* 8 +2"
1.12 36 +10 33 +5" 56 £5 14 +3

See Tab. 1 for the rat treatment. The serum fasting blood insulin level was determined after drug given using radioimmunoassay. x +s, n=12. *P<

0.05, ** P <0.01, compared with normal group; *P <0.05, #P <0.01, compared with model group.

Tab.4 Effect of LW-AFC on homeostasis model assessment of insulin resistance (HOMA-IR) of diabetic model rats

Group
2 4 6 8 (week)
Normal control 4.8+1.2 7.8+1.2 9.6+2.0 3.0+1.4
Model 21.9%5.7* 27.5+5.0% 51.5+12.4™ 10.7 3.9
Metformin 0. 2 11.6 +4.2% 11.8 +3.6" 11.4+5.0" 3.3+2.7"
LW-AFC 0.28 23.0+6.0 17.3 =4.8" 17.4 +6.7% 4.1+2.4%
0.56 25.1+7.6 16.4 +3.4* 20.9 +5.7% 4.4 £3.1"
1.12 26.0 +8.5 14.3 +3.3" 28.7 +11.0% 6.2 £3.0"

See Tab. 1 for rat treatment. HOMA-IR = fasting blood glucose (mmol-L~") x fasting blood insulin (mIU-L~")/22.5. x+s, n=12. ** P <0.01,

compared with normal control group; *P <0.05, P <0.01, compared with model group.
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JE R T = (P <0.01) , 23 ™ S AR R 3= L.
SRR E , Met 2525 6 ~ 8 J&] 1] B i FAIG TC 7K
-, LW-AFC 3 552525 4 ~ 8 J 7R AT ]I FAIK TC
JKF-(P <0.05) , Mot i DB B L (R 5) o
2.3.2 LW-AFC 3 #ERFARKZEREERQRER
[iexsgb A1)

5 IE 5 X FEALAH H, 7 4] LDL-C /K78 2,6
8 JH BT E (P <0.05) . SHERIHAHLL, Met 45

25 8 J§ ,LW-AFC 3 /M5 452h 2 ~ 8 JE Al Hpalfae
A LDL-C 7K°F- (P <0.05) , k35 BE AR i 25 L
(%6),
2.3.3 LW-AFC X #ERFE X R H il =B 0m
F2% 7 AT UL, 5 IE R AL AR L, R4 TG K
PAE2 A B TS (P <0.01) 75 4 ~8 JEJCH B2
o SHRAA L, LW-AFC 0.56 fil1.12 g-kg ™' 4
25 2 JE AT g AR TG /KF-(P <0.05)

Tab.5 Effect of LW-AFC on total cholesterol (TC) level of diabetic model rats

TC/mmol - L~
Group
2 4 6 8 (week)

Normal control 2.14 +0.21 2.23+0.34 2.05+0.26 2.02 +0.27
Model 2.23 +£0.17 2.60 +£0.23" 2.58 £0.28 " 2.43 +£0.34 ™
Metformin 0. 2 2.42 +£0.29 2.45+0.29 2.28 +0.30" 2.12 +0.28"
LW-AFC 0.28 2.27 +£0.32 2.46 +0.31 2.25 +0. 18" 2.24+0.25

0.56 2.32 +0.38 2.28 +0.25" 2.27 +0.36" 2.32+0.23

1.12 2.17+0.29 2.34 £0.22* 2.09 £0.29* 2.16 +0.22°

See Tab. 1 for rat treatment. The serum TC level was measured using oxidase method after drug given. x s, n=12. *P<0.05, " P <0.01, compared

with normal control group; *P <0.05, #P <0.01, compared with model group.

Tab.6 Effect of LW-AFC on low density lipoprotein-cholesterol (LDL-C) of diabetic model rats

LDL-C/ mmol-L ™"

Group
2 4 6 8 (week)
Normal control 0.43 +0.06 0.57 0. 14 0.53 +0.07 0.49 +0.06
Model 0.51+0.07" 0.62 +0.08 0.64 +0.13" 0.59+0.10"
Metformin 0. 2 0.59 +0.11 0.64 +0.06 0.65 =0. 16 0.47 +0.08"
LW-AFC 0.28 0.48 +0. 11 0.66 +0.18 0.60 +0.06 0.50 =0.07*
0.56 0.38 +0.09" 0.57 +0.15 0.57 0. 14 0.50 +0.04"
1.12 0.41+0.11" 0.52 +0.08" 0.50 +0. 10" 0.46 +0.08"

See Tab. 1 for the rat treatment. The serum LDL-C level was measured using oxidase method after drug given. x s, n=12. * P <0.05, compared with

normal group; *P <0.05, #P <0.01, compared with model group.

Tab.7 Effect of LW-AFC on triglycerides (TG) of diabetic model rats

TG/mmol -1,

Group
2 4 6 8 (week)
Normal control 1.4+0.4 2.5+0.5 1.7+0.4 1.6 0.6
Model 3.1+1.47 2.8+1.1 1.9£0.6 1.2+0.4
Metformin 0.2 2.4+1.5 2.6+0.8 2.4£0.9 1.3£0.5
LW-AFC 0.28 2.7+1.1 2.8+0.9 2.4+1.0 1.4+0.4
0.56 1.9 +0.8" 2.8+1.1 2.0+0.4 1.7+0.6
1.12 1.8 0.8 2.2+0.7 1.9+0.5 1.3+0.5

See Tab. 1 for the rat treatment. The serum TG level was measured using oxidase method after drug given. x s, n=12. ™ P <0.01, compared with nor-

mal group; *P <0.05, compared with model group.
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3 itig

BRI SE 2 ], 1R 700 UL ok £ 5 AR T L e
F HAR R TSRO I A P A R 9 B
Ay G L 59 25 ) B T B i ST fE R R R — T
[ B, S8 08 B S L DR ok 75 & IR 5 Rkt E
R 22— RIS 7 A 58 %k g 4 2R
SGepEIR AR AL ) TBOR R E R EH . AR
BRI BRI B A 5T 5 A BT R [, 5 SOk E —
O, {H VEM X B ZH AR AT SR 1 S A, e A
VEC JRB1 5 Ty, bR S50 45 427K, SRR B2
PUOH ™ A BE B BE BE. 45 7 LW-AFC 0. 56 Al
1.12 g-kg ™' 8 JE AT LA G5 35 FAAIRABE A K BLAG VEM. Al
VEC, 5 ME T RE b o 3 i i 280 908 e 1) el 55 T R
i 15 BB (0 G A Rl e e v Kl
JKHERERE AL S5 M PR & AE (1 BT 3 #1 B A T3
TR 7 3

Ji 5 ZEARPUAN (B8) RS B 200 L 0 s 2 A
FRR 114 5 B BT , T 1 0 AT S 2 TSR
I BEA LI i R AR D IR T o AT AR B AR Y
ZH R BRAE 2 ~ 8 JAI 1) S 0 J&] 499 P 2 B i AR E 1) vy
AR RN 5 RPN RRIE OB 2L, 447 LW-
AFC 4 ~ 8 J&| ] 5 25 R AR A4 O B I8 o Jok ) R 4K
PURES  $7R LW-AFC XK E I STZ B G175 T bk
PRI R Sl ey MK 0 5% 28 R 5 AT I S A
o LW-AFC X g & = HCH0 32 90 8 0 b ) el 3%
F L, $278 LW-AFC 0] g o {2 2F 41 & 2 23 F) FH 26 7
W, DT 26 A KRR , 435 Jon ke 5 25 32 (AR A B30 F D g
RAFNEH, 2RI 1 I 2R 7 K o, LA 53 1
1B 5 25 1 KO R B AH AR VR AL A itk — 25
5% o

AT 5% W 31 1E 5 X BEZH K BRUBE & Z KA AE
W%, ATRe SRS R E T IEARIERRES
Koo AMHFER IR G5 o3 s R I B &5 22, Ny
R A RO vk A I JBR 5 2R B R e ik R
TR AEAZ AN TR HE UG R & TR R AR iC K A7
255 IREIR  HEIRIR ZE 8K . FEABEIE T, S 1 BEY
ARAG S0 A W A 5 K, LSS T e
RUFEHRASAE FNZG W) () BN, A B 580 25 JE IR ) 36 A
KRBT SR ML SE IR 7. B HEAT R0 i 7 v, TR e S 0
1] g 5 Z K B A R o R BRUR  2R 1) EAil fF—
JBAE 15 ~56 mIU-L~" Z [l sh "7 A wFse sk
5 3CHRE FE A S — B0, e T 3 A2 B LY .
ARSI AE SE 00 Je R T R IR B = 1 A ks
AP PR 9 /)N B ob/ob /N FRATE S 155 7R By 1) %of
LW-AFC) 25 BLVE i 47 T 3 — 26 IR AWF 59X

ob/ob/INER R TE 2B =, 11T 230 L B S A o i
RIMAE RS KRBT, 44 T LW-AFC X} ob/ob /)N
Y e JER B2 2R IMILE AR 5 ZEHKPT Y A B I A ek A
H(FEZR) -

Ji 5 R HRPTI AT LA & LA s IR A ARR A BE AR
WEEL. I AP T BB S 2P0 ) il 2% b R I
PIVE FREARR, IR 1D R B TR, I e o fi ol LDL-C
e JR B2y 2R IMIAE 30 o 2 S T 48, I -2 1A g
A IR B R A R T Y 32 AR U R A
AR AP35 5 1R 25 A 0 b, 84 T AR AIG %% BE Mg B 1)
R PIL, & R IPT it — 2 2 BURARE AR R
HREE = BeAh, RS K id v] LU i fiff
LDL-C Z K3 M T R m & IR E O G 2% %2
it — A INE AR ZERL . AT A AT 2]
KEMLYE TC F1 LDL-C /KB B T, B Bl T /™ 5
HINEICIZETL. LW-AFC 4525 2 ~ 8 J& n] A [u) 2 BF
iR REAIK TC A1 LDL-C, e 380 PR s K B A9 s 1
WAL, AR IR & B, ALK B TG /K7 1
W STZ )5 2 JA & T+, 76 6 ~ 8 JRIYK A 28 18 X
WL IR SR A2 R BB TR AR 1Y 5 TG IMILAE o
A SCHRIRE , TG (g Th st BRAE e 2 ~ 3 SR ™,
BUJE AT R L K A2 2 % HE 2l K, H LR BL A
Frgk— W98, LW-AFC 2525 2 JE a] DL 2 B AIG
TG /Ko AR 7E 5 W1 52 55 ok Hob/ob /N ER,
WMEL T LW-AFC X HFR A8 052 e, 5256 1 1] 45 &
R ob/ob /NI TG 7KF- 34 i 25 T w85 HL AT KK
3l1, 457 LW-AFC X ob/ob /N A& TG HMiLiE HA ]
W BEEE (R AR .

AWM, = MRS AE 5 5 | R PR s I &
B EE B R o) ik ok BE B AL 1 OC R o
PO M PR B I R A 9T 1 R v 36 AR
B B T R IR YT 458 = k5 B (NCEP ATP
I0) )", 4 45 33 it A 46 b 19 LDL-C 4 Ay i 32 %2
PRIDE A, L S B By Sy R I [ R A, AR
LDL-C 34 =475 R B0 o9 F 30 ik ok A0 4 B E 22 1)
Mgk AE >, ARFFE KB, LW-AFC %} LDL-C {2
VAR B, ASE R RS ) 5 i LA A Ay
Ao PHRULAIAEN , LW-AFC 7585 e O 2 ALY
[ B X sl ik sk A A At Pl e 2 T E B s A

RWFFEAS R R, LW-AFC 1] [H] B ol 35 0% iR
I A TR A R P 75 RS A AR I W R I g 7K S, i
SRS R ACPURS . o xR AR Bk A LDL-C )
B FHAR 7R LT RE X PRI I A& HAT — 2 1Y) 1
BifER . PRtk , LW-AFC F B ia b8 R 9 H A iF —
HAFRIT K ME
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Therapeutic effect of LW-AFC on diabetic model rats induced
by high-calorie diet and streptozocin

XU Zhi-yu, CHI Xiao-li, MA Yuan, ZHOU Wen-xia, ZHANG Yong-xiang
( Department of Traditional Chinese Materia Medica and Neuroimmunopharmacology, Institute of Pharmacology
and Toxicology, Academy of Military Medical Sciences, Beijing 100850, China)

Abstract; OBJECTIVE To investigate effects and characteristics of Liuweidihuang decoction
(LW)-AFC on diabetes mellitus. METHODS Diabetic rat model was established by given high-
calorie diet for 5 weeks and ip given streptozocin (STZ) 30 mg-kg ™' once. After that, LW-AFC
0.28, 0.56 and 1. 12 g-kg ™' were ig given for 8 weeks, and then the fasting blood glucose( FBG) ,
fasting blood insulin( FBI') , homeostasis model assessment of insulin resistance (HOMA-IR) , total
cholesterol (TC) , low density lipoprotein cholesterol (LDL-C) and triglycerides (TG) were meas-
ured after LW-AFC was ig given for 2, 4, 6 and 8 weeks. At the end of the experiment, the visceral
fat mass ( VEM) and visceral fat coefficient ( VFC) were measured. FBG, TC and TG levels were
measured by oxidase methods. TG level was measured by clearance assay. FBI was determined by
radioimmunoassay test. RESULTS Compared with normal control group, VFM and VFC in diabet-
ic rats significantly increased (P < 0. 01 ). Compared with model group, LW-AFC 0. 56 and
1.12 g-kg ™' could significantly reduce VFM to (16.0 =3.6) g, and reduce VFC to (4.3 =
0.9)% . Compared with normal control group, FBG level in diabetic rats significantly increased
(P <0.01). Compared with model group, LW-AFC 1.12 g-kg ™' could significantly decrease FBG
level to 14.2 4.0, 11.8 4.9 and (11.2 £4.9)mmol-L ™" in 4, 6 and 8 weeks. Compared with
normal control group, FBI level significantly increased in 2 and 6 weeks but LW-AFC had no obvi-
ous effect on this change. Compared with model group, HOMA-IR in diabetic rats significantly in-
creased in 2, 4, 6 and 8 weeks (P <0.01) and LW-AFC 0.28 g-kg ™' could significantly decrease
FBG level to 17.3 +4.8, 17.4 +6.7 and (4.1 £2.4)mmol-L™" in 4, 6 and 8 weeks. LW-AFC
could also improve lipid metabolism disorders. Compared with normal control group, TC level in
model group significantly increased, and LW-AFC 1.12 g-kg ™' could significantly decrease TC to
2.34+0.22,2.09 +0.29 and (2.16 +0.22) mmol - L.™". Compared with normal group, LDL-C
level in model group significantly increased, and LW-AFC 1.12 g-kg ™' could significantly decrease
LDL-C level to (0.41 £0.11)mmol-L ™" in 2 weeks, and decrease LDL-C level to 0. 50 +0. 10 and
(0.46 £0.08)mmol+L~'. Compared with normal group, TG level in model group significantly in-
creased in 2 weeks, and LW-AFC 0.56 and 1.12 g-kg™' could significantly decrease TG level to
1.9+0.8 and (1.8 £0.8)mmol-L~". CONCLUSION LW-AFC can ameliorate obesity, glyco-
metabolism and lipid metabolism disaster and insulin resistance on diabetic rats.

Key words: Liuweidihuang decoction; LW-AFC; diabetes mellitus, experimental; blood

glucose; insulin
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