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[ E] B¢ WEANFALAR T 5 G R A % £ 99 8 42 4-4E (polycystic ovarian syndrome,PCOS)
B o M E KR BKEGE S B F la(hypoxia inducible factor—la,HIF-la) . LEK% & #F BCL2 45 A%
@ (myosin-like BCL2 interacting protein,Beclin-1).A% % 7 E1B#48 Z 4k Bl & @ 3(adenovirus E1B 19
kDa protein-interacting protein 3,BNIP3)&y&wm. ik 5 B8 i PCOS B 1004, I LA F &
o At B ARG T A SO, 3T RRAE TR K356 57 6 T AT ANEALR G T AL EE LT 3ANA .
PR AR 20 B E 04 9T BT S v 9P s k)& (follicle-stimulating hormone,FSH) R 4& 4 s & (luteinizing
hormone,LH) .28 (testosterone,T) 25L& (prolactin,PRL) M —EF(estradiol,E,) . ZB(progesterone,P)
49 F A K B HIF-1aBeclin BNIP3 mRNA A kKT, 25 R 94 55 /& M40 & & o ik LU FSH.E,. T.P & ik KT
&, PRL A& K F I 5 (P< 0. 05),/aﬁéﬂfiiﬁﬁﬁ%xﬂﬁéﬂ(k0 05) ;HIF-1a.Beclin—1.BNIP3 mRNA
ﬁ:\‘7lﬁ—'f—i’j|1é’fﬁ(f’<0 05),74 97 LATEAR FBA 2 (P<0.05), #4b: ANE LA fE05 & 5 & e PCOS &%
M E RIS T ﬁél"”wﬂ«‘};‘#’/‘i’}ﬂ’?)ﬂ,kr?%fiﬁPCOS A6 RIEK .
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Influence of Kidney-tonifying Stasis-removing Formula
on the Levels of Serum Sex Hormone, HIF-1a, Beclin-1 and BNIP3
in Renal Deficiency and Blood Stasis Type of Polycystic Ovarian Syndrome Patients
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I Lanzhou Hospital of Traditional Chinese Medicine, Lanzhou 730050, China;
2 Gansu Provincial Hospital of Traditional Chinese Medicine, Lanzhou 730050, China;
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Abstract Objective: To observe the effects of kidney-tonifying stasis-removing formula on the levels of
serum sex hormone, HIF-1a, Beclin-1 and BNIP3 in patients with polycystic ovarian syndrome (PCOS) of kidney
deficiency and blood stasis pattern. Methods: All 100 cases of PCOS of kidney deficiency and blood stasis pattern
were divided into the control group and the treatment group according to random number table method with 50
cases in each group. The control group was treated with ethinylestradiol and cyproterone acetate tablets, and the
treatment group took the formula, and both groups were treated for three months continuously. To compare the
expressions of FSH, LH, T, PRL, E, and P, as well as the levels of HIF-1a, Beclin-1 and BNIP3 mRNA before and
after the treatment between the two groups. Results: After the treatment, the expressions of LH, FSH, E,, T and P
were lowered, and the levels of PRL were raised (P<0.05), the improvements of the treatment group were better
than these of the control group (P<0.05); the expressions of HIF-1«, Beclin-1 and BNIP3 mRNA were lowered
(P<0.05), and the decrease of the treatment group was more apparent (P<0.05). Conclusion: Kidney-tonifying
stasis-removing formula could improve the levels of serum sex hormone, which might play the role in regulating
the autophagy, thereby mitigating the patients' clinical symptoms.

Keywords polycystic ovarian syndrome; kidney deficiency and blood stasis pattern; autophagy;

kidney-tonifying stasis-removing formula
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LRI H 22 5 1F (polycystic ovarian syn—
drome, PCOS) 42 P4 23 WA AE 5 2R S8 I » & BLHRAF A,
& A EA A D HE BOEHE DR L 2 2R OP 5L |
E IMRE DA SR S Z L PT(insulin resistant,
IR) o FHRWF TR B, & 2% [K 1) PCOS 52 i £
6%~ 15% ) 7 % Lot , 29 75% B Fe IR G HE O i T
I AN 22 0] JT . PCOS [ R LI 2 5 IR K H 5
R v i B 2R IMRE AH ¢ AR X LA G A AN
DAFEE ], T Fi il o B 1) S 5| R P e o I
PRI S 2 BB RN (type 2 diabetes mellitus,
T2DM) Z5 505 » X 20t B OB RR P2 AR AN R 2

R OSUICRE I A — A 280 IR B 2R 1
A 5 B % 8 i 1Y 9 R ) 3R 2 AR 5 BRI IR, {H R
N I 2 1 3 R P AN, R A
Gy 5l %O VS S B g EIERY . TR,
KR 2 (1) PCOS £ 3% T 46 TR #h 78 S & AR WA
7, FrR A R AR AT Lot N A I D e VBGER OKT
K H & 7wy st . BT, AR RIOF
J& — TAR AL PR I R AR 56 , 38 sk 0 552 4 B A T
X} PCOS F& & T TR J& 1 Wik K B 52, 2 F mRNA
F AR % il Bk A 28 VA ARG DN It R WA S B B R
ik, I8 I 22 5 mRNA Z3 #7, AR 9 52 Wi PCOS 28 35 14
PR AR B T I A5 5 o
- SES)a)

1.1 IEERER EEL20194 1 H £ 20204 1 H
TEH N A P B B i 7= Bt 2 105 RE i &L PCOS
A 10091, 4 BE AL B 7 323 7 A e I AR o7
H A% 50 il o N REAH BB AE NS 21~47 B, SR 1
(28.6+4. 1% ;L 2~35 1 H ,FH¥(12. 13+
4IDANH . IRITH B FHEFER 20~48 %, T 1
(27.3+4. D% RFE3~26 1, F112. 32+
34N H . WA B E L ERILE, ZR ST
S L(P>0.05), AR HE

1.2 St

1.2.1 B\ELWAR4E  PCOSTHEE LW RS %
(% FEOP BLEEAE 12 W 1 S bR < BE 47 P Fn AE D
il 52« DEDHEGE R ICHER s 2) HAT iy MR e
Il PRAEAIE 5 3) 2 ZEOP S s e > AT 12D EAR N
2~9 mm [ 5P, BLON B AABUA DT 10 L. BAH
2 191 2 UL _E AT 2 i PCOS .

1.2.2 ¥ EHERE SHECRAHAIGKTAR
i 5 U GRAT O D B R I8 IR 2 W As A,
fE: AL RMEK SR INE, Ha R/, HE 0 F
W, UM, AT IR S N 5 YORE « IR R
B, Sk B e B2 AR , IRATER A 4
R0 7L 55 K9 5 o K VR B B A, R

Jiks 5L, B KT S B .
1.3 NFRE DR G R R L VEEZ Wrbs
#E: 2 W 20~50 % ;) BE M IS B R E T,
1.4 HRFRE  DER>502, BT 3N AWK
F H A G IT PCOS 254 5 2) A RGBT s D &
I I 55 P 975 B T2DM 5 4) oA 5 S50 B 2R 0 9
5, A0 e R AR B JBR B 5T 3G AR E | e il L R IILAE
TV 53 WA b IR e FR 3% G 41K 5 5) 9 15 fa B, 3 DL
HERA VT 25908 A 2 M 608 R0E V12 P
BB SR 5 BE A0 B 5 DRI 2 M) U
1.5 ®ITR%
L5.1 xrzn XHAHFRs-35( MFH %
RN A WA, F 2545 720100003 , A%
2 mg/FO®HL A, A& RIFIEIRA,
MR 21 R4 TR A HakE . 27y
B 3B E IR .
1.5.2 774 RITH TANE T, A
120 g, IZEHE 15 g, )15 10 g, /3215 g,
489 g, L1 10 g, P10 g HIZEMITTH
I 125 5 1) 351 = o) RRORE . B OH &858 5 RITaa A
BEH 1), FE 0 Mk, 2N IRH &k k.

PO R I35 T RIESLBIT 3N H &AM,
BT AR G0 R AR B AR ) 5 1R FH 2
1.6 WMBIEFR
16,1 MgFEAKF VYT TS K H U S
e F& 5 LS U R (follicle-stimulat -
ing hormone, FSH) £ 8% & 4= il & (luteinizing
hormone, LH) . % fif] (testosterone, T) . # F. &
(prolactin,PRL) M ¥ (estradiol ,E,) PL K 27
fiil (progesterone,P)FiA K.
1.6.2 {K&%F B F-la(hypoxia inducible
factor-la, HIF-la) LB & G #£ BCL2 £ 4% 4
(myosin-like BCL2 interacting protein, Be-
clin-1). M #E1BA E4E Bl & & 3(adenovirus
E1B 19 kDa protein—interacting protein 3,
BNTP3)mRNA £ A K-F  JRJ7HI /5l id Real-time
PCR K I & 2 If 7% 1 HIF-1a. Beclin—1, BNIP3
mRNA K18 7KF- o
1.7 GERHE R SPSS 22, 0 it # ik b
B, thE TR DLyt RO, Rtk , P<0. 05
NEFHGI R L.
c B
2.1 MEMMERAKFE BT 5 WA S M
LH\FSH.E, TP /KP4 B4 , PRL 7K P FH 155 (P<0. 05),
IRIT A BSGERR AR T XHIRZH(P<0. 05) . WL 1.
2.2 HIF-1a.Beclin-1.BNIP3 mRNAZKE JRJT
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J& W5 #H B 4 HIF-1a.Beclin—1.BNIP3 mRNA /K W2,
) FEAK (P<<0. 05) , YA J7 A% F 5% 8 2H (P<<0. 05) .
F£1 FWABREBTIRIEMEREKELER (x£s)
LH(mIU/mL) FSH(mIU/mL) T(ng/mL)
HH Bl R "™ e o Y e
BT W E BT A B e BT e
BT A 50 11.35+4. 61 7.83 + 2. 54" 6.52+1.29 4.85+2.51% 14.85+3.92 11.48+5. 15"
AEE 50 13. 05+ 3. 54 10.79 £2. 417 6.76+2.2  5.51+1.18  14.15+3.57 12.95+3.01°
E,(pg/mL) PRL(ng/mL) P(ng/dL)
a5 R N - S— -~ S— -
‘/nﬁﬁ'l ‘/nﬁ)é’ Ynﬁﬂ'l ‘/::1?')7—)1'/5 ‘Ix:xﬁﬂ'] Ynﬁ)%
WY S0 123.81+18.41 101.84+17.28" 14.85+3.92  19.48+5.15"% 105.58+14.14 23.84+4, 51"
PB4 50 122.45+24.52 113.21+19.48 14.15+3.57  17.95+3.01° 104.59+15.41 37.56+1.38
W R TG R BITHLLE,P<0. 05 #k 7 5 BB 41 3897 & th 4, P< 0. 05
2 FHAEEETTHIEHIF-1a.Becl inBNIP3 mRNA FiAKFELE (X +s)
4 5 k3 B 8] HIF-1 Beclin-1 BNIP3
BT E 1.123+0.416 1.286 £ 0. 237 1.170+0.143
BITAH 50 )
EIT e 0.645+0. 582" 0.564 +0. 544" 0.797 +0.259
BITHT 1.1047 +0. 474 1.206 0. 279 1.173+0. 148
pogickk 50 )
BT e 0.979 % 0. 160 1.016+0.129° 0.959+0. 290"

xR T 5 ARE BT, P<0. 054k T 5 3t B 43697 6 th 8, P< 0. 05

3 e

PCOS J2& — Fft £ 5 P4 43 b B AR Wt 05 » 5 R 3
A B Re A TS R K Mg e e AR T B R
M, PCOS f & M R R I 2+, T 3 H 12 Wi fl
IR — E 4. AP0 — 5%, fEE 2 MR
7 WS o T PCOS F8 35 TE I PR R I 45 % {8 R
SR 7T 22 5, T AR R B REIR A O B VR VAR
B 7 R AU RGO, R TT TR
TR N R IR A R 2B 1) R 3 T A V5 T =

PCOS {2 — M B A 2 3 DA R Il PR e i 22
BEAL IO SR A AE , 005 B AR B 2R R A0 05 B PN 43 b 2%
i AP D RE e WE LR A i A 2R AL IR AR
R 1 DA K B SR 3 R AT Ll 2= PCOS i
() EEAR 5 B H & R AR 7« H &8/
“PRZE AN IR i H A P RE IR i R A AL
B R T N A4 T BA 7 Tk AR A 2 i AR
FADIREIEH 55 E R T E AR hRe™

ANE AT 7 & T 2 AR I R 48 56 45 45 T R 1)
BB R IR 7R PCOS FI A5 2% 7 70 5 LI ST 20
EY. A HILER 2T S A )
BEE R i TSR b, i R
TG R 5 Lo ot TR B R I B IR L A R
M5 PFZG PR L s 2048 05 I A e . #2456
M RE < Mg d@, i T H &, #eFEE

JR G N F AL T PR B 22 1 BB D BE 5 B AR
FORAL, AT R N - - O S A D e
e HE T i 7 s e 1k i R JF 3 T 3 44 LHLFSH
TR 2 T3 0 ME SR R (R I AR K S5 R
B IR R LR B, B 15
BE R AN B B 25 ERAE F X Lot A 4 e B
VA RRRCR S S A AN, R A K
PN IR SR 5K/ Bl ik i 4 - 2503 PCOS i
PO A AU I V08 40 52, D59 PCOS B3 I it 22
RS TR O ML TR AORE B AT P55 (0 FE
NFTS R HAE SR AL, B TURERE
TR R0 We B AFCRTE RAE S RIS PE 2 th 5
A MERE R BT, GBI 15 1R IR KT, IF X
| PCOS H 3 MR B A K S A — W B 4L
FErb i T B AR, BATE AR A,
FERE OV R DR, T B I, (et e
PR 3 W, 75 5 HEOR D RE L A5G K 1 B SR B IR
H IR T DU R T B T s T A s R
A XA A R O R PR LA
rUAE RN IR 2GR SR N BE 8 4 5k e g
WU 5 508 T i — 3 A — P Fik el D e, 189 O SR 1
k=N Gy R R B NI & - B L
WRERES , B SRR 2 A

*E AL T B % R T B A 9% B AR IA L
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520 R 72, Rt B R 5 PCOS 2[RI A7 7E % 1)

BRAR . EONE b, B WGRAE O RF A0 7 B DRI Y

J B R AR rh Py e A EE A T X T O

B M AR 1E H A e R0 A B A S0 F) e 4f 22 G B

S DI R B o AR B 2  P B . AIR

K O BE A0 R T B A2 IR R AR IR AE

TOP SLON VAN E MRk . R R 52 B AT R

B DA% ), JF A BE B A O R AR IA R R .

Beclin—1 /& H M5 8l A F A A= 15 72 7T 5 HO A%

OEA. EREKME T HIF-la 2 52 MESH

SR AN HIF-1o B4 RO REIE K], BNTP3

e GRS 2R Y B LA S ) T AR S A

B BV S R R SR B AR . AR,

HIT 190 0325 0 V08 2 15 A 7 v AR A6 3 418 Bl 73 o)

PCOS AT VR YT 2R , TR L6 B 43 % PCOS Y Wi 2

HA TR, L8 )8R AR RAH KBTI T 1) o
AW FE I EEAN B AL 7 % PCOS B35 TR

g B3 BE % B I HIF-1a« Beclin—1.BNIP3 mRNA

Fik, PEAK FSHLLHL T E, P 283 & /K F , HHL ) o]

fE 5 4b 5 AL 5 J5 X HIF-1a/BNIP3/Beclinl 15 5

8 PR AT A AR G
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