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[(FE] BTN I 7 %) Lo M T8 AR W 25 A A (CS) IR AR e 9 43 WA K- RS2 . 75 3% K 80 {5l CS HR 35 B AL I%
BT ST S LSRR BRZA 45 40 {51, PIAH 3438 .0 B AT T B RS B4R o XA SR TR E K A ,2. 5 mg/IR, H
R, 1 k/de AR R AN VR TT 1 500/d, 8 HOK RS 2 WM . J7 2 12 J8 . I0SRIAYTHI RIS 4.8.12 A KT 3T 45 4
DA YT B S 078 ME B (E, ) AR B0 R (FSH) AR 8 R 48 iU ER (LH) (I iE H il =88 (TG) (B E (TC) i % B g 2 O
(HDL-C) K AR % B g 8 11 (LDL-C) 7K - 5 0l it B /55 AR TR U 61 R 48 IR, 5 4 5 98 25 ( BMIT) A /8 1] L (B ( WHR) ;46 0 ¥ 97
5 25 B MWE (FBG) (25 BRI 3 (FINS) | JF3H SR 25 i & 2 VR M 48 20 (HOMA-IR) 5 I 72 A 7 1T 5 I %5 98 = (LP) KRBk R
(APN) /K-, S5 5R: WMERH B A RE 92.5% XTI 87.5% ,2 I 2 R LGt 2% B IR Y7 Ja WAL KI5 34 W] W1 %,
AR KPR YT RS 22 (04 ) LA 22 3 RS B SGIRIT R PR B, KB THE , 4 1R 22 55 Eq it 2 iRy e
W4 FSH,LH 7KV B @ BR AR, 41 18] 25 5 JC 4 1 % 3 X5 3R 97 Ja W48 41 BMI Rl WHR #3697 5 B B B AR 3F (K F o It 4l (P <
0.05) ;3697 J5 W44 TG, TC,LDL-C ¥ EIGYF AT F K, IHAR T X B4 (P <0.05 3¢ P <0.01) ,HDL-C W] & b F, Jf & T 4 B2
(P <0.01) ;7497 J5 Wi %¢ 4 FBG,FINS, HOMA-TR ¥ %6 47 i B A%, 3% T %1 B4 (P <0.05 ¢ P <0.01) ;J&4 47 )5 W42 4 1 ¥
LP KPR T4 B2, APN K F i TXTRRZE (P <0.01) o Z5i8 4N B IR 7 Re B CS i RAE AR Be 4 43 s /KK, Hoy7 s 5 % 3 e
J AR 2 B BT SR BE I T CS R M NR AL, H/E F LI AT B 5 T LVE APN KRR LP KP4 6
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[ Abstract | Objective: The study the influence of Bushen Tiaopi fang on female climacteric syndrome
(CS) glucolipid metabolism And endocrine level. Method: Eighty cases of CS patients were randomly divided
into control group (40 cases) and observation group (40 cases) according to digital method. The patients in both
groups took appropriate psychological counseling treatment and guidance on diet and exercise. Patients in control
group took Tibolone Tablets, 2.5 mg/time, 1 time/day, orally. Patients in observation group took Bushen Tiaopi
fang, 1 dose/day, 2 times/day, conventional water frying, treatment course 12 weeks. The KI scores of before and
after the treatment of 4, 8 and 12 weeks were recorded. Levels of serum estradiol (E,), follicle-stimulating
hormone (FSH) , luteinizing hormone ( LH), serum triglyceride ( TG ), total cholesterol ( TC), high-density
lipoprotein ( HDL-C) and low density lipoprotein ( LDL-C) were detected before and after the treatment. The
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height, weight, waist circumference and hip circumference were measured, calculating body mass index ( BMI)
and waist-hip ratio (WHR). Fasting blood glucose (FBG) and fasting insulin ( FINS) were detected, calculating
the homeostasis insulin rate (HOMA-IR). Levels of serum Leptin (LP) and Adiponectin (APN) were measured.
Result; The total effects of the observation group and control group were 92. 5% and 87. 5% respectively, which
means no statistical significance from the differences between two groups. After the treatment, KI scores of two
groups were significantly decreased, which also means no statistical significance from the differences between two
groups at different points. E, levels of two groups increased dramatically, which shows no statistical significance
from differences between groups. Levels of FSH and LH significantly decreased after treatment, which shows no
statistical significance from differences between groups. BMI and WHR of observation group were significantly
decreased after the treatment and were lower than the control group (P <0.05). TG, TC and LDL-C of observation
group were decreased after the treatment and were lower than the control group (P <0.05 or P <0.01). HDL-C of
observation group increased apparently and was higher than the control group (P <0.01). After treatment, FBG,
FINS and HOMA-IR of observation group all reduced, which were lower than the control group (P < 0.05 or
P <0.01). Serum LP level of observation group was lower than the control group, while APN level was higher than
the control group (P < 0.01). Conclusion; Bushen Tiaopi fang can improve the clinical symptoms and CS

endocrine levels of CS patients, which has the similar effect as Tibolone Tablets. Bushen Tiaopi fang can also

regulate glycolipid metabolism of CS patients. Its mechanism may be associated with increasing serum APN and

decreasing LP level.
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W AR W 25 5 1 ( climacteric syndrome, CS) & 48§
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climacteric syndrome; Bushen Tiaopi fang; glucolipid metabolism; leptin; adiponectin

TER LR TC B E 2 R A AT L
1.2 Wi ifE
12,1 PHERIB bR 2 MCr 25700 24 W R B 5
&MY QAERRTE 45 ~ 60 % s @A I 45 &F i
DI RE AR R R« An i B Vs R R 0 R S AR
Pft w2 AR, QAR AR R | B s AR A W R
A B T 2R 4 RE R, A0 B T T R e R TR SR SR A
PRI U PR IR S5 B 43 WA RS T SR - il v
W B (E, ) KSR B A B9 i 3R (FSH) {2 2
PR A L ZE (LH) KT .
1.2.2 B W B UE 2 88 2 0 2 I R B 5% 48
S KR E AR T R TR, A &
JEWIZE L, Sk B Mo = oy i ) S, AR Sk
HORGR | PR R AR, IR BKUTE o
L3 gA#E OFfF G W EZ W Q
Kupperman %% (KI) "' =15 4 ; @B AL . 25
JE WS 2 B2 (TFG) sl () H i 4 52 451 (IGT) ; @ il
BRI S 5 s O BUAS B A 0 ) 2
L4 HEBRbRuE  OF IE0EIRP S H A P 2 W0 s @
e FH 2 I it ik 2 25, B FH R i 245 M i e 24 ; @A 1
B PN I g LR R B LR R S O
O IR LA O 0 1 2R 4 45 D o P s B R A T
AR AEIR A ;©U 3 A2 EHERAY
RITH

- 283 -



19 B 24 1
2013 4E 12 H

Hp [ 52 86 07 5 2 2% 56

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 19,No. 24
Dec. ,2013

L5 JRyrOrk WAL YA T 0 M SR T
IEEME RS, WRAMRAZHD A (8172
A PR F) LIS 20105408) ,2.5 me/ ¥k, IR, 1 IR/
do WLZZH R FANE 8 IG5, 24 W) 20 0 - b 85 20 g,
288 10 g, MIAL 15 g, AT 15 ¢, B FHE 15 g, K
15 g, B 20 g, AR 15 g, IR 15 g, A= e B
30 g A 30 N JIEIE 15 g, A 1S g,
412 go 1 Fl/d, HRKFEE 2 ISl 500 mL, 43
T2 IR . JT R 12 A
1.6 WMl QOIidFIGITHT JARITE 4.8.12 4
KI 343 ; @G Y7 i J5 7% E,, FSH, LH 630 ; G4
B YT RS A DY I3 IR =l (TG ) | S E [
(TC) /& % g 85 11 (HDL-C) K AR % ik & 1
(LDL-C) ;@ 5t B = AR TR 6L R 161, 353044 Joit
6 % (BMI) F1 [/ ] L AH (WHR) 5 ® 4600 36 7 1
JG 2 B (FBG) (25 I 1B & 2 (FINS) |, Jf i+ B R
BB 2 PF M 45 #0 (HOMA-IR) = FBG x FINS/
22.5;© R FH S fo 9% 1 A i i 9 R (LP) KOF
( b DU A W B 47 8wl &, k45 2011045) L3R
H ELISA IEBt % (APN) K (27X USCNLIFE 73 #]
WA & LS A0135)
L7 JpihsdE SR KLU TR MIEST
FEfE = (3R Y7 ET KI - 3897 )5 KIZG 97 A KI) x
100% . 58428l : BAVF4r TR >80% 5 AL : BT
TR 50% ~80% ;A% : BV 4 T I 20% ~49% ;6
B BPEA R <20%
1.8 GiilsE4h#l SR EpiData 3.0 ¥4t 4 0k 47
G387, SR A SPSS 17. 0 Geit # i ab # , %ERHER H
xxs Foon, 4L L BCR 0 R E T B RL AT X
K, LA P <0.05 £REFALGIHE X,
2 %R
2.1 W4 KL BUAryr st tb i WA B 30
92.5% W HEAL 87.5% , WA W E R LR IT ¥ &
XL,

F1 FAFHLB(n=40)

A e/ BRG] FR/B R/ BERER %
ozt 17 10 8 5 87.5
P2 21 9 7 3 92.5

2.2 A[EBF A KD PFARRIT TG ZE I AR
] B s KT PES0 VAT HI IS 2508 1 41 ) b3, AR 4 2
T4 A2 R gt F R, WK 2,

2.3 WAIRIFRTIG MW E,,FSH,LH K b8 4
PR E, 7K BT (P <0.01) R Y7 J5 4 1A
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®2 WMARRMNR KIESBTAREEHBLER (3 +5,0=40)

415 4 J 8 J& 12 Ji]
popiict 7.13 £4.89 10. 84 +6. 82 13.82 +£6.74
W %< 7.52 £5.25 11.75 £7.08 14.16 £7.51

2 RGEITFE IR YT SR WAL FSH, LH /K- B &
FEMR (P <0.01) , 3097 J5 41 [H] 22 5 L Ge it 2% 58 Lo
W3,

%3 WHEMBE,,FSH,LH /K FELLB (xv £5,n=40)

25 5] (] E,/pmol -1~ FSH/U-L ™! LH/U-L"!

YR RIFRT 45.319.4 60.3 £22.8 28.3+12.7
WBIT)E 69.4 £25.6" 40.2 +15.7" 16.7 £10.5"

WG JAIFRT 44.8 £21.7 62.5+£23.4 27.9 £13. 4
WITE 721 £27.2Y 35.7 +17.9" 13.6 £12.8"
T SRTH A P <0.01,

2.4 PALIAYT RIS BMI FI WHR HB 3R 97 )5 4

M2 BMI Fl WHR 7 it T ¢ HE R LS IHFE L,
BT G W4 41 BMI F WHR 4348 97 /i B 2 F& I
(P<0.01), M TXHA, ZHFAHITE L (P<
0.01),0L% 4,

x4 TARITHTE BMIF WHR LbE (v £5,n=40)

45 R BMI/kg-m ~> WHR

XM RYTHT 25.07 +3.29 0.85 £0. 07
BT S 24.72 +2.85 0.81 0. 08

WML IRITHT 25.13 £3.32 0.87 0. 09
RIT IR 23.29 2. 44" 0.78 +0. 06"

T HIRITRT LAY P <0. 015 5 IRALIAIT IR AR P <0. 05,

2.5 PHALIRYT RIS AR KT LR TRYT R R4
TG,TC,LDL-C ¥ %5 497 i F %, HDL-C -7}, {H 3
ST 2E B IR IT A W84l TG, TC, LDL-C ¥y
BARITHT FRE(P <0.05 5 P <0.01) , IF-fik T X ff
H,EZFABHGIT¥EX(P<0.05 8 P<0.01),
HDL-C B & I F, Jf & T X 4 (P <0.01), I
%5,
2.6 W4T FBG,FINS,HOMA-IR /K b %%
IBYT IS W20 FBG, FINS , HOMA-IR 4 #5347 1 [
flR(P <0.05 5 P <0.01) A 47 J5 WL £ 20 11k T % i
4 (P <0.05 5% P<0.01), 36,
2.7 PRALRYTHIIG LIE LP F1 APN K-F e R
ST JE W AL I W LP KPR, APN K P EJH(P <
0.01) 3875 MEL 4 LP /KK T %F B2, APN /K
PR TR, EZ S AP EE X (P <0.01), 1
x£7,
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x5 WAHBFAIEMABKELLE (2 +s5,n=40) mmol - L~
A5 TG TC HDL-C LDL-C
XFHE RYTHT 1.72 +0. 85 5.41 +0. 87 1.37 £0.28 3.27 £0.65
WIS 1.65 +0.59 5.36 +0.72 1.46 +0.33 3.05 0. 57
WL RITHT 1.70 +0. 83 5.39 £0. 90 1.38 £0.27 3.30 0. 61
BIT R 1.24 0. 48%% 5.020.51"% 1.62 +0.36"% 2. 64 +0.58%

FS5IBFTHR"Y P <0.05,2 P <0.01; 5% 4EY7 5 LB P <0.05,Y P <0.01(£ 6 [7)

%6 WHEBTHIS FBG,FINS, HOMA-IR 7k FEEE B (% £5,n =40)

A5 B FBG/mmol - L~ FINS/mU-L"" HOMA-IR

PR IRYTHT 5.72 +0.53 8.71 £2.75 2.23 0. 62
BRI R 5.48 +0.47" 7.24 +2.08% 1.79 0. 41%

WEE RITHT 5.70 £0.55 8.67 +2.68 2.21 +0.59
WBITIE 5.12 0. 44>% 6.04 +1.97%% 1.40 +£0.32%%

F7 WERTHIFME LPF APN KELLE (x 5,0 =40)

41 e LP/pg-L~! APN/mg-L !

PR JRITHT 23.48 £5.07 6.41 =1.26
WRITIE 19.73 = 4. 48" 7.21 £1.31"

WME IRITHT 23.73 £5.12 6.37 +1.22
RIT R 16. 65 +3.79"% 8.53 +1.35"%

TES5VETFRTILEL Y P <0. 015 5% BALE TR i P <0. 01,
3 itig

HAEMIZEAAE (CS) AT 2= 1y i A o, H il
EEAE AL A0 1.3 42, i RFE I CS 1y nf
BB LA T G I B R AT B A Ak
M7 CS, #8094 06 i i 2 o 2 A4t & iR
R e e fy 1) g > — 100

R CS BN “ 46 200 5 e, A i i
W Z B TAEZ I AR W ok R A A
g ARIIE VB 7 R IR O TP IESE R, R
AR 5 A K R 2 AR I 25 5 AR Y 3R B
Mlo RZEJE'E, vh kil v, B b s i =2 0, DA e S
HIFERMABYI LR, FEARILHHE A L, B
FH -5 2 9], B0 B 5 PH e B o R 4, sl el T
BRI, ERG, IR, R A AR ARk
FHEWNNER T VB, BERRN A REEEN.
(RMPEHLAERG - AR ) PR B TEHERD
WA \AANEHRERITZH, E RSN,
REWAT, E A2, REC %4, )R K%
" (E M - Bl REE) A T E RS (B
k™), AMAC AR R Fe R KRG KR, Bl
JH B ORS IL =5 A6, T AT BT AT KR, K i ik
A RBEWT REEIAC  H AE R BOT, AR RTT

TRAEIB ML 7 T UL, K A 208 At A0 B
BR7S I, 7855 F AL ok s ZE I A A 2, T2
D I N I 111 11 R N g o R 0 A
B AAER(REFEEANR T ) . HILh g S w5t
H AR 20K 7l /e, 28 W i 5 10 A ] LA T By A0 A5 2
TRIT o MR H B IG RAF 5% 0 & B, AN /0 B AF A 25
AR M EEYE = 0 IR A S A R
TERER T R eI PR R T R AN T 2 B B o
R e D {12 o £ ot W 4 = s e R D
B AT I 2R MRS L A UK 23 BE L A AR
TEFFE RN AN P, 3R R IR 2 Ak
IR N 2 ARG oY 7k 7 S IR A R 1 - 2
W A AN T SR BB A AT AR I . &
J7 JOKS #3288 G AN S BH L g5 AR, BEAME R Z BT 2
BB, SN RS

CS Bl PR L2 Fh 24, EL IR 19 % o5 HL 0 14
AN, 5P SR D) BE o IR S 300N VR M T R B = O R
5 0 2 0 DR 225X — WL AR NN, 2 E
F| CS 1L 58 & 4 Ak R 5 103 B K K Z [N A7 7E B
WAH G, MR A CS {k it 48 % (BMI) | BB
(WHR) ,FBG,FINS, LP B & 75 F X% FR 241, 18 0 19
W)Lk CS 8% AR TR 6 W TR RE B AR S
Rossouw "' 45 (1 BIF 5% 5 715 B 4F 00 0 R ™ &, H
L9 T v DAL XG94 o, T i A S AR A e
FrEk. #F— 25 B o 5 R B ) BMI, TC, LDL,
FBG 84 7.0 M8 B i XU . CS A
Ay 1L iE TC,LDL, TG g & H a(Lpa) 7KV DL &AL
f¥) HDL 7K -, £E I % 46 4 , LDL /K F- 20 T 5 10% ~
20% o P8y ZARHT (IR) 0o 0045 PG 2 TR JR G
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HKOFII AL TR A 5, 40 25 5 2 Ve 3822 00 T e %
U 5 T 2% %) R KT 15 o 2 i A R g I AL 20 HE R,
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T X CS B AR5 25 L 60 T 1906k B 57 0 1485 9 05 4
Kb AR R FH LSRR A BERNE X,

AW 5 5 7 4 B R B 7 AE B AR KT 8 5045, A
WILYE E, ,FSH, LH KV J5 10 58 80 b R y7 80>y,
R T HA ) B IE R YT 3. ¥R YT 5 W E 4L BMI Al
WHR 697 51 B 5 R JF A% 76 B 4H, WER 40 TG,
TC,LDL-C {i& T % H 4 , HDL-C 7K - &5 T % H8 21,
2240 FBG,FINS, HOMA-IR & T Xf B2, 32 7% %0 5
G5 A€ PR 5 CS fR 3 8 N A O T A T X R, A
TN B A ) T R AR O LA 58 8 % A 1 XL

APN Wil i 5 5 F R 2 IR 85 Al R A Y 2
BN, 2 5 2 WE R IR BT i AT, B A TR I R A
H,APN 5{k FBG,FINS &2 fi # 3¢, 5 B & K )
S ARG, APN 1] BCEE TR B0 %8 B4t 3 ko ke
B AL, TR K% 30 0k 06 e B A f) A 4P PR B PR 707
LP REAE 1 il £ 6K, bR Be &3 €, 30 #1005 105 & 9%, i
LA 0 AR S A 3 1 S A e A Y
FEHA R T, W5 8o 46 2 W0 4 il LP K
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