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B BRI AT R I SR T 5 IR T R B
il 77 2R A5 R 5 PCOS B HEIIE 4> BTG 1 45 4
B 7 0 S B I A R X FE S R A T 20 42
SOAEAR, 24 T 75 24 VRO o Y S B B oA i i
S 24 By 0k i o C AT U i 3 A D TR LR T
PRI I 7 ¥, BB AT 7 A BB AT SRR, AT VAT 45
S H/ N P 3E A 25 W 0 F R P RS T Rk
PERRIEAE R o XS 2 W T PCOS &, (H
H HT X5 PCOS MR T W82 35 22 4 rh e A= 5 Jy ™,
T 3 245 32 A R R 9 2R T S YRR I I g S
255, SRR JCRIF TR /0, 1 o L TR 7 T ) 4138
B K I & PCOS &9 [ 3L A AL, B 5 1R % U)AH
St B g, SR B LR R B 3 A xR 2
PCOS 8345 AT 5T, 16 B il Ak 2 259 &2 07 24 15
TSR TR s DA RS 25 B T 22 T, DA RGN i
ZR2% DT TR B AR AT T S B R i o 7R
PCOS B 2 BB 4 B 4801k R BORN 98 5 7K O 1 52
Wi, DA 3R 3G 7 PCOS FRE M i) S5 87 Ao JE S

1 MRS

1.1 ##
11,1 BRIk

58 4 % R 2022 4F 2 H —2023 4F 12 A Sk 3% e i
FERF I NI RERZ BT W 80 44 PCOS i .
1.1.2 % ¥iirf

PCOS VG EEi2 Wbk : 2003 4E R P A S A58 ARG
5 56 [ A 5l B2 22423 (ESHRE/ASRM) HE7E Am 1E (3 T35
& 2350 (DR & HEGP 5k TCHEDE ; @i M R I PR B
AR B R E s R R O S R ks, ]
A5 HESR R L2 MAE | HF R BB R TREEBAE e
BT ILPERED e R B R S T A S DG

B K RS E 12 Wb o < 225 (b 2 38 25 1 DR 1 9%
i T JE )RR o B AR 2E ) E < R AE - D2 B RE
R A Q%D skl A , 81U/ 28 Ho Ab
[ AN s B4 (0 (55) I, ol AT I ; DI R R 5K, o
TSR o UCHRE : ORI = 7 s @QPERRIER 5 @)k 2= H-ng al
HA# @/MEF A, s 3 B HE R s @ H T ARBRIK
©HRHE 5 R ol 1 A RS BE . RIS IR S, SCA R
SURSEBE, E LA BRAn . A RS 400, HKE &
D ELA 23, [l 455 5 R 5 IR RUES  REFT 612
B R ILHIE

1.13 ARt

OFF AL Wik ; Q4E I L 18-40 % ;T 542
oA ORFT 5 REHL I BT ; T 2 E AE R 15 .
1.1.4 Herktrf

e A FH A I 2R B i I et s )3 1A IR
T HOBUNIER, e 5 28 44 SR 5 A7 AR )™ 00 I A 0
BIEDIREAR T s @A YR sl mii 7L 9T s ©FE T e =5
@ALT AST 5% I 75 WU K748 E #2258 IR,

A5 T i R 3 5 W oG B (No.
ChiCTR2200056829 ) , {35 £ 5 P i H [ B 16 P25 B4
24t #E (No. 2021-ky-61) .
1.2 A5k
12.1 #HAZHHE

A R PO AL BRI T vk, S R
56 4 BEHLE T PSR A8 (T BB Rk 56, PR
IR EL n,=n,=20" (t,+t,)/ (=) s HH  n il n, 53
R PR 2905 ) ik SR o R R SR AR TR 2 AT AR AR
PRt 2 PR —AN s 78 o It A6 20 518 u, Fl g s
W Ry 20 0 R PR A B R 2 R SCHR™, B o=1.40,
=0.05,B=0.10, n,=2.62, ,=1.95, LL MG, n=33;
ERANE TN 20% WFEAS 5t 06 R D A5, n,=n,=40,
122 F#HF£

SR H TG — IR Massh#E" ", R G 4%
MEBENLEL 31k ar X BRAA AR 445 4091 X B2
FRIT AL B LUK & iz sh AR 06 7 X IR B is sh A&
KA FEH T2 E 3 H o B ZiAE A &
R 5 5 5 RIF IR RS, B R 2k BT H &0 s
P 28 /3, AT AR R ) a9 o R AT
OB = BHAE () LT B 7O JRAT (OB o 15259
VEFE B 07 2 00 v S U A Aty 240l i S0
735020379) , FE 53 R 2510 I 2048 X gt
A HARBRAE R 5 0, [ 10 mL A S 28 F0 5 5 5T
K A2 mLE T SIHERR . e R Y B
RRIEAT R RTH BEAL B, RS A SRR T, 2%
MEHESEEAR, IR Sk AT R R THE4E , B 2 R ez
FIFRAK TG o B OR Elh TC IS , TRGH0KE 25 A B
AL ESHEEHIFE 0.2-0.3 mL. e, /AN T T
T YA R L, IR EEERIFRAL 3-5 min,
123 #Ark%E

(1) A A2 300 i 0 A AR 4 B« A AR 27 0 i ) 4
B AR B 15 AR BT 45 40 (Body mass

( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology ) 1983
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index, BMI) Fl 2% [t (Waist—to—hip ratio, WRH) . Ifil
AR NIRRT N1 N & R A RN
A, (Glycated hemoglobin A,., HbA, )&, Hip PRI E
£, $5 & S i (Testosterone, T) | B 3 41 i 2 (Follicle
stimulating hormone, FSH) . ¥ & A g £ (Luteinizing
hormone, LH) Ll J 1 8 % 4% & ¥k 25 1 (Sex hormone—
binding globulin, SHBG) o ItAb, i 153 1 ViiF 25 S 1 45
#(Free androgen index, FAL) , L4 5z LA P A= 49 305 2 1
WEIK o Frfy 2 852 1T 1R 7 B it ek
% (Oral glucose tolerance test, OGTT), 3175 0.30.60 A
120 min BF R A2 W0AE , DL 2 A7 ) 4G 15 R0 IR 5 3= 1Y
I 5E

(2) B 41 i B g - A B 5 R TR 5 3% A 4 2
(Disposition index, DI) & P¥Al 28 52 I 15 R ALBU AL IE J5
B AN A TN REARAS . BLAIT 7, HEfili b 5 95 %5 (Basal
disposition index, DI,) . FLAH &b B 38 B (Early—phase
disposition index, DI,) LI M & 4b & 3§ %% (Total
disposition index, DI,,)) 43 5| & 7~ A% 1F g &5 R KL )5
OGTT Z i KA A4H B2 120 min i B 41 RE

(3) 1 5 2R BURNE A8 5 >R ] HOMA F2 2858 AU L
Pt 8 0 (Homeostatic model assessment for insulin
resistance, HOMA-IR) 1 15 Jjk & 28 — 1E #ij %5 b i e
(Hyperinsulinemic—euglycemic clamping, HEC) it 5 15
B 1) 3 %5 B B3 R (Glucose disposal rate, M H ) &7 o
HOMA-IR 3 OGTT IS HH I . HEC I : 523
FEATAS KR 12 h ISP ENR . — 0 B E T 24
70°CRYTEIERE 75— T4 209 (A )
AT mU-kg ™" - min™ [R5 R SR TR0 4E40) . )
6] 4 5 min HCE bk i 1T A 25 B 23 B A SE I B
(BIOSEN C-line, #8[E EKF) , i 1:J i 5 5 4 i i
i 1M 6% 8 e F 4.4-5.0 mmol - L. 422 JiH} 120 min,
LA 80~120 min {2y e A5 A0, MR Hha 1 00 27 2 Ml i 0
FUIAMAE . LA B TR A 7 vk A5 05 218 I

PR R

(4) M35 S AR SORT A AEAH SCTEAR - T FES S E
AT IEME o FACRIEE R : N % (Malondialdehyde,
MDA) (Abcam, ab287797) . j# %A 1t ¥ 85 f& i (Cu/Zn
superoxide Dismutase, Cu/Zn SOD) (Abcam, ab119520) .
AP H T E ALY 1 (Glutathione peroxidase 1 ,GPX1)
(Abcam, ab193767) 5 4 £ #H 5G4 5 - 11 40 il /v 3 -6
(Interleukin— 6, IL.—6) (Abcam, ab178013) . 1 4H g £\~
-1 B (Interleukin—1 B,IL-1B) (Abcam, ab214025) it
& I HE H F — a (Tumor necrosis factor— o, TNF- )
(Abcam,ab181421) . LL_EXIN NI AL RN 24
fabn A & U B ERAE
124 FRREBILE

AN BB A 475 i A= A e I i R 2
BEMSR ) B B AEAR WS
1.3 it

JIA B R 2 SPSS 22.0 kb B, THEBERER & £ 5
o THECERLER I (%) 320K o T8 BRI IE Sk
K 952K H shapiro—wilk #5575 . W IE 5340 o A
SEAEAS o K6 30 BCBC R ¢ A B R AT RS o AR RS )
i, 2K Wilcoxon B FUK: 35 5% Wilcoxon 75 B A 56 i2F
FHE . THESTRER A R S LR 22 57 o R 9% 19
AR H Y HIRATTE , 1 27 RE AR R AE SR 25
A HeAG  WOABIETE R BGEGHEFE 5 5 53 o OB o
{H°40.05,P<0.05 W 2257 GEiH7 7 Lo

2 #HR
2.1 MANBEEANEN

P Z A IR 7 AT A AR AR 2R AR PR
I % FRR 5 22 K7 B 41 B D iE \.HOMA-IR .HbA, 5§
ZRB TG EE L (P>0.05,5% 1),
22 RIEZRIEIAL

FEIRITAT , I IRIT AT 6 44 BB IR  Fe Xl

F1 FAEZKELEB(x + 5,n=40)
Table 1 Comparison of baseline levels between two groups
HOMA-IR
BMI Glu, Glu,,, Ins, Ins ,, HbA,
% Age(y) WHR . FAI(%) LH/FSH DI, DL, DI, 1 1 1 - (mmol L7,
(kgem™) (mmol-L™") (mmol-L™") (mU-L") (mU-L") . (%)
mU-L™")
5 26.80+ 0.82+ 25.04+ 838+ 1.62+ 56.05+ 1047+ 604.34+ 18.52+ 144.89+ 5.76+
BT 5.30+0.52 8.55+2.53 4.11+2.65
4.78 0.09 3.74 2.52 0.71 28.68 11.29 306.55 12.64 101.03 0.86
26.95+ 0.82+ 25.16x 8.57+ 1.50+ 58.06+ 11.18+ 588.94+ 16.65+ 132.58+ 5.63+
pop: e 5.26+0.68 7.72+2.66 4.67+3.86
4.92 0.08 4.54 2.48 0.56 26.11 12.81 257.32 14.44 96.46 0.65
1984 ( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology )
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AGETTBIREAR R 34 N5 iAEXT IR 3@ )7 ) B 75 1Y
BE N AN EPAGTHIREA R 36 N (1),
2.3 AT B ART B AL LE R LA
SARH G AT iR T 69T )5 WHR (BMI,
Glu,. Glu,, . Ins, . Ins,,, HbA, #7818 F [ (P<0.01) , %}
WEZHI697 J5 WHR .BMI.Glu, .Glu,,, .Ins, Ins,,, . HbA, 1]
TR (P<0.01) 53697 )5 IR ALY Glu,  Ins I T X
0844 (P<0.05) , 1T WHR . BMI, Glu,,,. Ins,,,. HbA, FAI
M LH/FSH 22 7 L4t it 52 L (P>0.05) , in3k 2.
2.4 MULEIT TG B am T AL kAR
SARGIRITHI AR IR 1R YT )5 DI, DL M DI,
B 755 (P<0.01) , % BRZHIR YT IS DI, DL, Ml DI, B AR
(P<0.01) ;37297 Ji , 16 97 4 B9 DI, A1 DI, & T %) AR 241
(P<0.05), 1] DL 22 53 41145 L (P>0.05) , inZk 3,
2.5 PHULE TR JG MR B ARG LA
TRITAIRYT IR B TR S50k 16 A, KRR
BITRTE B AT e SC o 19 Ao SARLUIAYT R L

B VRITAIRYT T HOMA-IR F&AK (P<0.01) , 1M M {8 B
B TR (P<0.01) , X BEAL R YT J5 HOMA-IR B &8 7 =
(P<0.01) , 1 M {8 F& A% (P<0.05) ;1697 5 , 16 )7 41 1Y
HOMA-IR % % BR 4H (P<0.05) , M {H &5 T-XF FR 4H (P<
0.05), k4,
2.6 W LE i B R K S AR SR FE AR L AR
S ARE IR ET L IR IT AR YT 5 GPX1 Al Cu/
Zn SOD F+ 7 (P<0.01) , Tfif MDA F [ (P<0.05) , 116,
IL-1B FI TNF-o 3 F [ (P<0.05, P<0.01) ; % FRZHIG YT
J& IL-1B FH5 (P<0.01) o BT IRYT ALY Cu/Zn SOD
1 GPX1 & T % R 41 (P<0.01) , i MDA . IL-6 . IL-1B
FITNF—a I FXF B 40 (P<0.05,P<0.01) , {03 5,
2.7 MR BRI
S5ARMIRIT R, AL B EIRIT R L4 .
YA BT ) BRI AR 25 S g T (P>
0.05,%6). i ZikH A RN FMALTT.
BT A R 4 1k, 2R IR Jay i K JRAS

KA b ik
n=113 Hx (n=33):
J AEELWATE (n=10)
\ N eEzHmET (n=9)
KL 2 FHede KT (n=14)
n=80
Y Y
ERER i
n=40 n=40
I (n=1) » 3AA al kI (n=2)
RALd T (n=2) | v v T RAedE R (n=1)
AR E (n=3) = A e R (n=1)
n=34 n=36
E1 fmhliRiz
Fig. 1 Case process

®2 WMARTHRAMERMENLIERILE (x « 5)

Table 2 Comparison of anthropometric and blood biochemical indicators between two groups before and after treatment
(z +s)
@B n BE WHR BMI(kg-m™)  FAI(%) LH/FSH Gl Chtao Ins,(mU-L™") Ins, (mU-L") HbA, (%)
(mmol-L™")  (mmol-L™") ¢
e | BITAT 0.82+0.06  24.37+4.20 8.40+2.32 1.65+0.92 5.30+0.64  8.30+2.87 15.65+10.06  134.15£79.23  5.67+0.83
BTG 0.81£0.07° 24.03+4.017  8.69+2.31 1.53+0.88 5.01+0.50"" 7.17+2.01° 11.30+£5.55"" 118.95+69.60" 5.55+0.72"
v | BT 0.81£0.07  24.96+5.55 8.46+2.37 1.50+0.71 5.24+0.69  7.56+2.55 17.88+15.01  117.27+96.88  5.56=0.84
%97 )6 0.83+0.077 25.06+5.5077 8.45+2.57 1.46+0.74 5.38+0.68"  7.80+2.56" 18.60+15.08" 119.86+97.28" 5.71+0.85"

5 ARSI AT ILER, TP<0.01; 5 2 R4 B A bk 4k, 2 P<0.05.

( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology ) 1985



2025 B _+THE FTH K Vol.27No7

T8, AR IRCORE 2 UK B BRI AT 1B R B2 92 1 IR, 28
AN AR 5 ) AH 56 25 9 % i A B % B 2 I6 97 B[]
M IE R AR REIE A G2 i, TR 5280 . RAE ™ EHA
R, XTIATTA RN . PR BRI & R
Fois, 2% G HF 7 X (10.0% vs. 0.00% ,P=0.058) .

3 itig

PCOS & & bk it &= 5 W
tolerance, IGT) Fl T2DM 114 £ 95 2 43 51l & 31.3% Fl
75%,,&7;2%#\71(;T%HT2DME’JHBQ&H$ NEikzNpi
0 1F B B 2H A A AR N IE B IS U R

R3 FWHETEIEBAMINEELLE (x + 5)

Table 3 Comparison of B cell function between two

(Impaired glucose

groups before and after treatment(x =+ s)

% o B DI, DI, DI,
. B 57.60£30.10  11.10+£12.01  634.88+316.43
w34 oL e - 21043
B e 69.97+32.1974 12.34+14.36" 720.47+299.46
AR 36 BT 59.52+26.55 12.18+13.19  608.94+260.80
T BT JE 5258422297 10.56+11.97" 550.60+228.31°°

E ARSI RT AR, T P<0.01 5 5 2 R 4L R A 2R, 2 P<0.05

x4 WMABTHERRESBEMELRER (x + 5)

Table 4 Comparison of insulin sensitivity between two

groups before and after treatment(x + s)

IGT 1Y He 9} B4 16% , 1GT 1 & Sk T2DM () L 451 4
29, LA, KFEIFIRYT PCOS 2 P8 1 1 A i 9
RAE BB X B 5 M R R — A
B AR 5 R A 3 o A R X X T SR S — Fb
BB EAMA AR, A 20 28 50 AR A LR, B
Iz N IR IR A 28 MR, O R sl st
56 K W AR 3 56 24 AF S TG 70 M PR v 1 AR A B IR
o KB A A R AR R BRI, O T S T e AN [
TR IR, DT A AR o (HR o 3 S X
PCOS BHAC I AR CHAE w520, A DX TR J7 11 (A 43K -

W B IA R B R B, ORI, B 1
IR B0, S BOM S | B9 RS R L AUk
I R AL 1 S L, 20 T 2 BE P AT B Bk, B T
PLHE S 2000 8 K, B PCOS (I ARIFIE , BB
JE L9752 PCOS [ FEAR g 10>, 0 J B2 (14 02, ' Rl
FEUE PCOS 35 1Y IR & A 353k 509", A7 i R 223
IR B R I TR ARG, HAMNE AR 0y h 259697
A B3 B AR ISR PCOS JR 3 IR o 45758
K PRAE TR R, A - 22 T 2XHR YT PCOS J& il
T B I AR IS B Bk TR RABE IR . ABFSER
BB BEHLXT BEAFFE 5T 75, LARTZ PCOS & & R F
X4, F HOMA-TR {5 F HEC 32 56 P4 i 1 28 #5088
PE, R ISE T RN AL 7 TR 5 34 1 X6 R i g%
I PCOS B 1Y IR & 2 BUS A I R . 414
PES LR B T S N L RS A4 W A o e oy N 12
I 376 IS I8 28 1k, %o 4 e PR i e A BEL T 3 4

. HOMA-IR M value
ZE TR 3 B 1 1 L
(mmol-L™", mU-L™") (mg-kg ' *min')
. BT 3.84+2.93 5.55+3.53
CAR ape M 2sgersTe 16 3123072

&I AT 4.49+4.54 5.74%2.59

stmm o — 1 :
¥ wHEE 0 4784466 ? 5334238

M H &AW e BT AR, H I

5 ORIE JT AT AR, T P<0.01 ; 5 A BE 4E ) B bk AR, 2 P<0.05

TSR 12 N T R B LT e Y 7R v
®5 WAMBERLEHRAREEIRLR (7 « 5)

Table 5 Comparison of two groups of serum oxidative stress and inflammatory indicators(x + s)

2R3 ZE SRk PX1 (ng-mL” MDA (ng-mL~ u/Zn SOD (ng-mL" IL-6 (ng-L~ IL-10 (ng- L~ TNF-a (ng- L~
20 5| B B G ( b} A ( ) Cu/Zn SOD ( b} 6 ( D) ( D) ( D)
oran |24 BITET 92.59+26.29 2.85+0.87 69.25+21.14 64.71+19.64 122.61+49.24 228.78+57.96
w B e 133.08+£35.8574%  2.40+0.57°" 126.24+45.9174% 50.81422.03°%  97.26+31.45""  181.09+56.84"""
SR 36 BITE 84.70+20.92 2.61+0.97 61.97+24.20 67.32+23.36 114.59+35.82 244.94+67.89

o BTG 91.99+24.28 3.08+1.15 75.16+33.09 70.50+28.35 119.58+37.96"  237.32+85.96

7E 5 RZE J7 AT HRE, TP<0.05, 7 P<0.01; 55 2T R 2R Rl A b 4%, 2 P<0.05, 42 P<0.01

*xo6 WABITHIG

RBC.WBC.Ht'8

SIRE R MKRIEAREL R (% + 5)

Table 6 Comparison of RBC, WBC, liver and kidney function, and coagulation parameters between two groups before

and after treatment(% + s)

28 3) n A 1] RBC (x10"”-L7")  WBC(x10°-L™")  Cr(pmol-1”") AST(U-L'') ALT(U-L) D-Dimer(mg-L"") INR
e 34 «é‘ﬁ'ﬁﬂ 4.82+0.65 6.93+1.53 57.93+12.15 24.22+8.44 21.58+6.42 0.75+0.08 1.12+0.10
B e 4.88+0.71 7.01£1.60 63.28+10.36 22.75+7.52 20.43+7.05 0.77+0.07 1.10+0.09
sma 36 b ﬁ A 5.04+0.80 6.86+1.48 60.64+11.72 23.16+8.08 20.08+5.88 0.77+0.08 1.08+0.08
B e 4.910.82 6.95+1.57 57.42+9.93 24.21+8.26 22.61+6.50 0.76+0.09 1.11+0.11
1986 ( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology )
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XTI ST RRE A B R PR, AR — BN 2
BB AT AN B o, TR =B Z AR AN =
BN Y LB S RN €20 ] N B/ Rll=1
VA = B R AN UM 08 7 I T A 7 T T R
R . B AT RS R A AN B R R
(S P = T N 1 N 7 T e SR L R R
Z I A S I TSR A LA RN
P 2% il 228 SRR T, R AL R4S et
SeJa RIAIE 38 2 40 BT i, AR, DR R - R 5% -
A - B A A SR I A S BH A, FE S 45
FCHR, TR] s 38 oA 3 A8 T 5 R U B 1Y

FR 7 IR, PCOS L PEWAEA B 4l Lh e %", H.B
4 R ) REXT AT IR 25 SR A AN RS2 [RIFERY, 7 T
S5 AT RO PR AT 30 A B A I I RE, el /D PR
KB B AN 1= AWIE LI 67 5 I T
DI, DL, i X IR, DL A T # (RS2 2
S HRIR N VE S TE R IR R, W BB B 40 )
fit. (H2 I TS5 G K Glu, A Ins fIK T XF R 4H 10
BE B 1) Glu,, 1 Ins ,,, LS HbA, TG B i 25 4k,
RSN PCOS B MUK A=A .

AR AT A BE R IR M EHLE . KTk,
K 5 ¥ 32 1 T IS LT AT R RN A RE AH 5C [
TR, SRR IRIT IS L IRITH Y Cu/Zn
SOD 1 GPX1 & F Xf B4, 1fif MDA | IL-6 ., IL-1B F/I

EETE B
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Clinical Observation of Acupoint Injection Improving Glycometabolism in Patients with Polycystic

Ovary Syndrome of Kidney Deficiency and Blood Stasis

WU Jinlin, ZHANG Shiyin, TANG Liu, ZU Yizhi, ZHANG Xijian, ZHU Danping
(First Affiliated Hospital of Chongqing College of Traditional Chinese Medicine, Chongqing 400021, China)

Abstract: Objective  This study aimed to investigate the effect of acupoint injection on glycometabolism in patients
with Polycystic ovary syndrome (PCOS). Methods Eighty patients who were newly diagnosed with polycystic ovary
syndrome (PCOS) in our hospital were randomly allocated into two groups: a control group and a treatment group, with 40
cases in each group. The two groups were treated with dietary exercise lifestyle and dietary exercise lifestyle + acupoint
injection intervention for 3 months, respectively. The basal disposition index (DI,), early—phase disposition index (DI,,),
and total disposition index (DI,,,) represented B—cell function at fasting, early phase, and 120 minutes during the oral
glucose tolerance test (OGTT). The homeostatic model assessment for insulin resistance (HOMA-IR) and the M value
obtained from the high insulin—euglycemic clamp (HEC) test indicated insulin sensitivity. The changes in
anthropometric indicators [waist—to—hip ratio (WHR), body mass index (BMI)], blood glucose and insulin levels [fasting
blood glucose (Glu,), 2 h post=OGTT blood glucose (Glu,,,), fasting insulin (Ins,), 2 h post—OGTT insulin (Ins,,,), and
glycated hemoglobin A, (HbA, )], sex hormones [free testosterone index (FAI), luteinizing hormone/follicle-stimulating
hormone (LH/FSH)], pancreatic f—cell function and insulin sensitivity, oxidative stress [malondialdehyde (MDA), Cu/Zn
superoxide dismutase (Cu/Zn SOD), glutathione peroxidase 1 (GPX1)], and inflammation [interleukin-6 (IL-6),
interleukin—1B (IL—1B), tumor necrosis factor— a (TNF- «)] were compared before and after treatment, and safety
observations were conducted. Results The baseline levels of the two groups were consistent (P>0.05); after treatment,
the Glu,, Ins,, HOMA-IR, MDA, 1L.-6, [L-1B, and TNF-a in the treatment group were significantly reduced compared
to those observed in the control group (P<0.05, P<0.01), while DI, DI,,,, M value, Cu/Zn SOD, and GPX1 were higher
than those in the control group (P<0.05, P<0.01). However, there were no statistically significant differences in
anthropometric indicators, sex hormones, and other glucose metabolism indicators (P>0.05), and the incidence of adverse
reactions between the two groups was not statistically significant (P>0.05). Conclusion  Acupoint injection can alleviate
glycometabolism in patients with PCOS of kidney deficiency and blood stasis to a certain extent, improve systemic
oxidative stress and inflammatory status, and provide a possible external treatment method in traditional Chinese
medicine for these patients.

Keywords: Acupoint injection, Kidney deficiency and blood stasis, Polycystic ovary syndrome, Glycometabolism,

Oxidative stress, Inflammation
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