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O E: BH WELHEMESRN(PD)EE FAEMIGIREE AR EZE ., Ak RABWImIFsE T
% LSRN TPl 2 B PD R T T2AE A PD A2 Wi i Lo M sB 3 m  Bdet , 10 sit— B 11 22 R RN ARARHE £
i e 2 LG5 = (LEDD ) \UPDRS- I \UPDRS-IV A AT MEBSEIEE shE RIS B AT 5 aliE & A4 55 aliE
AR AL B (LD) , BEATZRIA) LA, SR ] € Logistic WA PD B SalE RS2 AN R, &R s
146 B4t PD &3, B ShAE 30 1), & 2R 2R 20. 5% ; S alihE 45 T 5 shAE 4 I PRAFAE FLAK , 53 slRE 4 & i i o
[(54.3+12.5)% vs (62.7£10.0) %, P<0.001] SRR K[ (9. 9£3. 7)4F vs (4. 5+3. 7)4F, P<0. 001 ] i o H [ H-Y
531 (2. 65+0. 58) vs (2.35+0. 83), P=0. 03] LD IR HEF B [ (7. 523. 2)4F vs (3. 2+2. 6) 4, P<0.001] .LEDD 5
15 [(703.2+203.9) mg vs (442. 1+226.3) mg, P<0.001] MR L[ (54. 1+8.2) kg vs (60. 0£8.7) kg, P=0.001] .
BMI B A [ (20. 9+3. 1) kg/mvs (23.4%3.1) kg/m?, P<0.001]., £ Z Logistic [l 94387 , BMI & (OR=0. 770, P=
0. 005) 422 P PD 3 & A= S EAE iR 47 I % L i 2 K (OR=1. 304, P=0.001) .LEDD & (OR=1. 003, P=0.012) /%
THREBARIENEREE, &t LM PD BEAR SR IERN LA R (HARRKEW, = BMUZRITEE,
i \LEDD e T ahfiE kAR R R &
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Clinical features of dyskinesis and related risk factors in female patients with Parkinson disease ZHAO Jing,
WANG Yanhong , CHEN Jiaqi, et al. (Department of Neurology , Aerospace Center Hospital , Beijing 100049, China)

Abstract: Objective To investigate the clinical features of dyskinesia and related risk factors in female patients
with Parkinson disease (PD). Methods A cross-sectional study was conducted among the female patients who met the di-
agnostic criteria for PD at the outpatient service of PD in Aerospace Center Hospital , and demographic data and clinical
data were collected and compared between groups, including levodopa equivalent daily dose (LEDD) , Unified Parkinson’ s
Disease Rating Scale-1ll (UPDRS-1II ), UPDRS-IV , scores of non-motor symptoms ( cognition and depression ) , presence or ab-
sence of dyskinesia, and single levodopa dose (LD) during the onset of dyskinesia. A binary logistic regression analysis was
used to investigate the influencing factors for dyskinesia in female patients with PD. Results A total of 146 female PD patients
were enrolled, among whom 30 patients had dyskinesia, with an incidence rate of 20. 5%. Compared with the non-dyskinesia
group in terms of clinical features, the dyskinesia group had a significantly younger age of onset [ (54. 3+12.5) years vs (62. 7+
10.0) years, P<0.001], a significantly longer disease duration [ (9. 9+3.7) years vs (4. 5+3.7) years, P<0.001], a signifi-
cantly higher severity of disease [ H-Y stage: (2.65+0.58) vs (2.35+0.83), P=0.03], a significantly longer duration of LD
administration [ (7.5%3.2) years vs (3.2+2.6) years, P<0.001], a significantly higher LEDD [ (703.2+203.9) mg vs
(442.1£226.3) mg, P<0.001], and significantly lower body weight [ (54. 1+8.2) kg vs (60.0+8.7) kg, P=0.001] and
BMI [ (20. 9+3. 1) kg/m® vs (23.4%3. 1) kg/m*, P<0.001]. The multivariate logistic regression analysis showed that high BMI
(OR=0.770, P=0.005) was a protective factor against dyskinesia in female PD patients, while long disease duration (OR=
1.304, P=0.001) and high LEDD (OR=1. 003, P=0. 012) were risk factors for dyskinesia. Conclusion There is a relatively
high incidence rate of dyskinesia in female PD patients, which should be taken seriously in clinical practice, and high BMI is a
protective factor, while long disease duration and high LEDD are risk factors for dyskinesia in female PD patients.

Key words: Parkinson disease; Female; Dyskinesia; Risk factors; Levodopa
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LID)> o WFFE R, S gl 5 M) AR e AR
LD i A5 Z2 A R 3R A OG>l LU K T fidk mT A
£ 8 PRI 22 0] T8 97 BUAE IR S Bl 1Y) & A A B Il R
B AT 8 g e B U A A G 2ot PD R
S BIAE A PRAFAE A e PR 2%, AR an R

1 BEREHEE

1.1 W5 R LR 2023 4E 9 H —
2024 4F- 8 H 2 THLK A0 BEBE PD Lk 112 1 &
PE BB I IR BEORL i A R X A5 5 PD 2 W A 1
(2016 f0) s

1.2 WE5EJ5E SRNBERNE 0T Y 10 s 2 1
PD S — BN 22 BORE i RAFAE , €045 32 ShAE AR |
JEBSAER BTG BIAE KR S S R R
LD FE45 ., 43 Hr 2otk PD R85 S B0 5 S0 i) PR R
fEAATREfE R R . — M A BORMU SR AR I | B
= AR R FE R (body mass index, BMI)

PD I RFFAEAE B« (1) AR e TR
R H A TE 2 ELERGR i (levodopa equivalent daily
doses, LEDD) LD JIx FI4F B 5 (2) 1 FH 98— 10 42 AR
P43 55 =343 (Unified Parkinson’s Disease Rat-
ing Scale-Ill , UPDRS- Il ) ¥4/ iz 8l 1 g , Hoehn-Yahr
53 30 (CH-Y 3 389 DF A0 i A7 ™ 8 72 B2 (3) 0
UPDRS-IV I 58 2 5 A7 TR 5 S ST o3, S AT
A Mot 22 T Z2 B2 (brittle response, BR) 5 (4) W F3E iz
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B4E R (Non-Motor Symptoms Scale, NMSS) i £ 7 3¢
P RS SRR IR 5 5247 A RN PTAil i 3 (Montreal
Cognitive Assessment, MoCA ) 1 3¢ . ] 5 & J1 RS K
2 & 7% (Mini-Mental State Examination, MMSE ) & %
TEH N0 ) fig 5 L %% R i 4 18 i 3 14 (Hamilton
Anxiety Rating Scale 14, HAMA-14) #1 HAMD-17 ¥F4r
FETR AR 2 -

1.3 geitsadrik A1 SPSS 20. 0 8k #r
T 7Rl Kolmogorov-Smirnov K 56 £ 47 1E &P
K6, XA IE A0 A T BB D (es) 7R, R
TEAS 3 A1 0 E s L 57 50 CA o A 8] ) [M (P,
Pys) 1FRon o THE ORI L3, £ B IS A Y
BHE R A ST FEAS ¢ 4 50, IR 1 A 43 A e 1 A
SRR . TR R ARG R ] [n (%) ] 3R
7N A TE] FE R T x4 95 5 Fisher KA A 95 . R
- JC Logistic [71 53 73 #7 Z ¥ PD 58 & 5 S AE 19 52 i)
K., RAMEE, P<0.05 H22 A i 3,

2 & R

2.1 —fAm e R L PD B E
146 {4, 4F-#% (66. 6£10. 0) %, KAGAFE#E (61. 111, 1)
%, 95 AR (5. 624.3) 4F , /K T (58.8+8.9) kg, BMI
(22.9+3.3) kg/m*, H-Y 4351 (2. 41£0. 79) ,UPDRS- Il
(35.2+17.1),LEDD(497. 6+245. 6) mg/d, LD I H A}
] (4. 9£2. AWK D).

&1 FHEGH)SRIE () IRREFELLE

ey S [146(100%) ] SAE(+) [30(20.5%) ] FaE(-) [136(79.5%) ] PfE

AR (s, ) 66. 6+10. 0 64.2+11.7 67.249.5 0.136
RIS (245, %) 61.0+11. 1 54.3+12.5 62.7+10.0 <0. 001
R (+s,4F) 5.6+4.3 9.943.7 4.5+3.7 <0. 001
B (2+s,cm) 160. 2+5. 2 160. 9+4. 8 160. 0+5. 2 0. 404
1K (s, kg) 58.8+8.9 54.1+8.2 60. 0+8. 7 0. 001"
BMI(z4s, kg/m?) 22.943.3 20.9+3. 1 23.443. 1 <0. 001
LEDD (x5, mg/d) 497. 6+245. 6 703. 2+203. 9 442.1£226.3 <0. 001
LD JIZ ] (s, 45 4.9+2.7 7.543.2 3.242.6 <0. 001
MMSE (i+s) 25.1+4. 8 26.0+3.9 24.9+5.0 0.247
MoCA (%) 20. 8+5.9 22.345.3 20. 46. 0 0.107
HAMA (%s) 9. 6+6.7 10. 026. 6 9.546.7 0. 689
HAMD (%+s) 10.37. 6 11.2+7.0 10.127. 8 0. 480
H-Y 73038 (s, 48) 2.41+0.79 2.65+0. 58 2.35+0. 83 0. 030
H-Y 43541 n (%) ]

<34 95 (65.1) 14 (46.7) 81(69.8)

=31 51(34.9) 16 (53.3) 35(30.2)
UPDRS-I (s ) 35.2+17. 1 35.9+13. 6 35.1x18.0 0. 803
NMSS (7s) 58. 4+35. 8 63.9+34. 0 57.0+36. 3 0. 347

H:#P<0. 05, ZF A58 X,
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22 REA S TS IR A IRRHE R &
e SEBIE 30 19, A 2R 20. 5%, B & 1345 (5 R K
RIZ 52, 0%) HR & 1Y 17 1) ( 7 B & B 40 14. 0% ) -
BR 10/ (Byk LD 7 #E<100 mg B E ST 3h) L 5 5
BIPE 33. 3%, T 341 (B LD <50 mg) HEE 7 7l
(BAYR LD FHE:51~100 mg) (W3 2).,

SERE AR (64. 2211.7) % R IRAERS (54. 3+
12.5)% B R BAE B 0. 54F el & A A K e
5515 4F SR R (7. 243, 3)4F , IR (54. 1£8. 2) kg,
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BMI (20.9+3.1) kg/m’, LEDD (497.62245.6) mg/d
(£

SEBAE (+) A5 SE (-) LB, 2 AE R A
A AR E  BMILLD IR FHEHE] . LEDD (H-Y 433 J7 1
ZRH G E L (P<0.05) (W 1), 48R S ahiE
20 AR IS TR MACEE N BMI BEIG AR K LD R
JH B 1) BE 4G LEDD Bk, fH 72 A B % L NMSS |
HAMA \HAMD 45412 gl bR S s ™ o 2 B2 7 1
ToH R 225 (P>0.05) .

F2 300 RhERE—RIENR

o FIR(E) O RWREIR(S)  REEILEHS BIKLD (mg)  REETFS B (em)  KE (kg)  BMI (kg/m?)
1 48 36 10 >100 3 175 62 20.24
2 49 39 8 6 164 45 16.73
3 49 39 4 51~100 3 155 47 19. 56
4 51 39 8 51~100 4 156 59 24.24
5 49 40 9 >100 4 155 55 22.89
6 49 41 3 >100 2 165 52 19. 10
7 53 42 10 7 155 50 20. 81
8 49 44 1 >100 3 163 46 17. 31
9 52 46 6 51~100 3 160 43 16. 80
10 67 46 11 51~100 5 160 47 18.36
11 59 46 10 6 158 47.5 19. 03
12 65 47 15 > 100 2 165 60 22.04
13 60 49 7 > 100 3 162 70 26. 67
14 62 52 8 > 100 4 167 49.5 17.75
15 63 53 8 51~100 5 160 40 15. 63
16 65 54 8 > 100 6 160 53 20.70
17 65 55 8 > 100 5 164 48 17. 85
18 62 55 2 > 100 2 168 65 23.03
19 69 58 11 51~100 5 163 53 19. 95
20 71 58 7 > 100 1 165 53 19.47
21 65 60 5 > 100 1 162 58 22.10
22 75 63 10 51~100 7 155 50 20. 81
23 74 64 10 > 100 3 158 46 18.43
24 72 66 0.5 > 100 2 157 54 21.91
25 74 68 6 > 100 6 165 75 27.55
26 74 68 6 > 100 4 160 66 25.78
27 80 70 9.5 > 100 3 153 60 25.63
28 83 70 6 > 100 4 160 54 21.09
29 83 76 8 > 100 2 157 57.5 23.33
30 88 84 3 > 100 6 159 58 22.94

k25 LA gl S RS &, LR R AR RS i A
H-Y 73 1] \BMI.LEDD 24 1 A8 it 17 £ [ % Logistic
M 3B (W3 3) , 45 R 5278 BMI = (OR=0. 770, P=

0. 005) &2 PD U E S5 ol AE AR I 2R T R
(OR=1.304, P=0.001) . LEDD /& (OR=1.003, P=
0. 012) 2L ERAE MG IH & .
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#3 THEPDEERIIELREBKE R ZIT Logistic
[ 13 53 #7

AAw BH SE Wald — P1i OR 95%CI

JEFE  0.266 0.079 11.406 0.001° 1.304 1.118~1.522
LEDD  0.003 0.001 6.294 0.012° 1.003 1.001~1.006
BMI  -0.261 0.093 7.812 0.005° 0.770 0.641~0.925

H:*P<0. 05, R A FE L,
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MR KA BR X S s ESE T WAL 8T, 43
BR ZH Hl no-BR 41 , & ¥ BR 4H R AF I 01 5L g e o
K R H AL (P<0. 05) , i — 2H 7 BMI,UPDRS-1I .
H-Y %3 \LEDD .NMSS . MMSE . MoCA %577 i Jc B it
225 (P>0.05) (W3 4), #—LLIBR AR, DIk
A R AT B AR R T 2 N E Logistic 14
ST (A 5) 5 R R R E 5 (OR=0. 637,P=0. 045)
A PERE BRI N, TR (OR=4. 653, P=
0. 042)2 BRAYSERG H 2 .

%4 BRZAS no-BRAIGKIFIELLE

AR AH[30 (1009%) ] BRAL(+) [10(33.3%) ] BRAL(-) [20(66.7%) ] PlE
AN (725, ) 64.2+11.7 60. 0+9. 2 66.3+12.5 0.173
RIS (24, %) 54.3+12.5 47.2+8. 4 57.8+12.9 0. 026"
Pt (s, A1) 9.9+3.7 12.8+3.7 8.5+2.8 0.001"
B (2+s,cm) 160. 9+4. 8 159. 1+3.9 161. 8+5.0 0.157
M (£, kg) 54.1+8.2 49.9+6. 1 56.3+8.3 0. 040
BMI(z4s, kg/m?) 20.9+3. 1 19.742.5 21.543.2 0. 131
LEDD (%5, mg/d) 703. 2+203.9 710. 8+250. 9 699. 3+183. 3 0. 887
MMSE (xs) 26.0+3.9 26.4+2. 8 25.8+4.4 0. 699
MoCA (%) 22.3%5.3 23.7+3. 1 21. 646. 1 0.313
HAMA (%) 10. 026. 6 12.326.3 8.9+6. 6 0. 189
HAMD (%) 11.227.0 13. 026. 2 10.327. 4 0.322
H-Y 434 (s 311) 2.65+0.58 2.70+0. 79 2.63+0. 46 0.743
H-Y 38504 [n (%) ] 0.619
<3 14 (46.7) 4(40.0) 10 (50.0)
=34 16 (53.3) 6 (60.0) 10 (50.0)
UPDRS-II (s ) 35.9+13.6 38.0+17. 8 34.9+11.3 0. 565
NMSS (Fs) 63.9+34. 0 62.9+22.5 64. 4+39. 0 0.915

TE:*P<0. 05, 2R A G2 L

x5 RIAERELEBREBKEZE I Logistic BIA5 7
i BIE SE  Wald P OR 95%CI
WE 1.537 0.755 4.151 0.042° 4.653 1.060~20.418
AT -0.452 0.232 3.801 0.045° 0.637 0.404~1.003
Voal

-0.185 0.097 3.669 0.055 0.831 0.687~1.004
AEI

TE:#P<0. 05, 25 A g il R o
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WFE & B0, PD B H A E 2 Bk S 1 5 g
(levodopa-induced dyskinesia, LID) 5 74 5l 45 &2
2018 4F 1) — 11 & F PD 2k J A s ) T A1 1 1) BA 3]
WFIE 3 AT 25 SR S 7, o P 2 000 S Bl e & 24 Ay 2 S
KU A1, H HR M 1. 61(95%CT 1. 05~2. 47) , 58 H:

R 52k B R AR B A e e,
£ PD 8 S I E 09 Wl R R AT RE e 6 R 3R 1y &
WY, FEAEE G R o

BT K B A A /N R AR AR I BMI
A% LD IR JHAEFR K \LEDD &5 Ji & 2 ot PD
TR SEIERZ MR K | il 1) 22 [ F Logistic [1] 14
3T FE K (OR=1. 304, P=0.001) .LEDD /& (OR=
1.003, P=0.012) &332 1 PD & 3 5 3 AE 1)
fa k2 . 1 BMI{E & (OR=0. 770, P=0.005)J& %
PEPD B E R AESIEMRI R, 552 Wi
PRAFZEARARL 0% $ 7 I R 3 2 Lo M PD R, 5
B 5 OCTE BMIUA (LEDD 71 2 Ko e

A W58 IE PD #1252 LDIRYT 5 4FJ5 LID &
A FEYY R 30%~40% , 36 9T 10 4F , LID & A= Z2 0] 3k
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60%"" . Konig %" HiRiE , 28 LDIRYTY S4FJ5 , LID [1)
KA RY N 40%~50% , 104F 5 5 2 51k 90% LA .
g —I L R SR AN A 1 558 491 PD SR 3, Lo PD
703 491, LID K AR 11, 4% ABFIEAN A 146 Bl &
PEPD,LID &4 %K 20. 5%, W4 Rm 45 %k
SN B E DR e AR R R OR IR X
AFWEEARTRIA . BRI, B A LID & A S8
FEA . F XRS5 5 0 5[5, 208 vl Be A7 e
DU R A 2 (1) B PD 8 3 i £ 7F — & B2 B LD
“RUEL G, o> 5 A0 Dy B AR BN OGS i
A Z 9 NN R E AR S5 3 AR S R AT T, B
SR REHEIR B ELZE LD M9 FH - (2) LID (W B P 3
W2 AEARES N, FE MR R IS " AL LD IR
I I ) B2 3] i, 254080 0 2% R R 2 0y T 4 R 3R
(3) A FBIF5E ANBEREAS AL S ] - ARS8 Ah &
PERFE R A B PEPD, Lo PD 3 LID KA R i
T LR, S R AR R R AR
BMII \LD JAJ74EBR K & LEDD i 454 6 . AWF5E
HRE BIRAER (54. 3+12.5) % k(9. 9+3. T4, &
 (54.1+8.2) kg, BMI (20.9+3.1) kg/m*, LEDD
(703.2+203.9) mg/d, LD ¥& Y7 EF] (7. 5£3. 2) 4F, i
RS AN A BB Y R AR (63. 049, 5) %,
Jpi P (8.2+5.5) 4F , 1A & (58.5+10. 1) kg, LEDD
(581.7+311.4) mg/d, LD i3 ¥7 I} [8] (5. 9+4.7) 4F .
X AT RE R IRAT Lo Pk PD A LID & T I A

ARSI X 10 90 F7 A8 e Ve 22 i 22 12 5z (BR)
B R AT T AH G A BT L AR R Bl E 1 33. 3%,
BR 4 K& 4E 14 (47. 248. 4) B IR AR (12. 8+3. 7)4F,
A (49.9+6. 1) kg, BMI(19. 7+2. 5) kg/m?, #F —
FL#2 BR 415 no-BR 41 , & Bl BR 41 (& & R AF iR o
INCRUE R ) R BMI AR, @it — 5ol
5307, R IR R E R aE R R R
BR WG R 2, R AT 2 & A 5 shE i otk
U HOE R R R R L O R A A
IR A%, 75445 BR kAT BE, R X ) g
P A 6 S R RN BURPERZ I T K . 45 T BRAIME A&
B BN AT LIS IR 245 6 AR AR,
OB T i BR W & L B nl BE ) FE B R R A
M= Lo T BREEE, iR J& i Mclellan 7£
1982 442 1y . 4T BR & Y& R 1 Martinez-
Ramirez 1™ o XF A 47 i TR 355 42 # 2% (deep brain
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stimulation, DBS) = AR 1 PD &2 32, i 9Bk LD F| =
7E 100 mg B LA, B & A= rh B DL 305k LID, 3R
W12 B A7 BRI G , IR B LD ) & K/,
g3 kv R RN EE JE, BIEAYK LD A R AE 51~100 mg 22
[&], A H EE BR, 50 mg B H /N &, W EE B2 BR, A
WF5E 10 5 BR 835, 794 515 3 4 (7 55 3 0E 10% .
BR 30%) HBE 741 ( i 5 BhE 23. 3% .BR 70%) . BR
(1) 5 LI PR3 B 2 1D M 565 30, MUE L] 5 57
BRE AL, 3k 5 fish BT AIL A 1 2 )5 AL )
Picconi 55 7[Rl EVE AR 5E 40 M 97 51 PD 35 1 78k, BR
ZH 11 4], BMISE- 44 19. 5 kg/m?, SF- YK 8 53 kg, 01 8
B, &5 72. 7%, 5 no-BR M L, BR S R AR XS
%, R BMIAAE, LD # i, (B7ENS4E AR
SMAEA REM BEIRAT A A F AR KM 2ES, 5
AT FE 45 AL, AT K A7 AE S sl , HE 2 BRAY
2k PD B, 5T S AE AL L, 1 25 SO TE
EE . FAVERATE X Lot PD B E B I FIR RS
(wearing-off, WO) (Y BF5E & B, WO (+) ZH AR T
i E ST WO (=) B (P<0.05) , 40t L X 25 )&
AT BE A S PR ZS 1932 o M sl R 32 shE R i Jin 5 2
KT 5 SIIES R 1 X 15 4 5 Wl

25 L prd, REELE o PD B S R )
B E G AL  BMIE SR K LEDD K, T
JEA A BREKWEIEAE SR T hEY]. Ak
TEFR LD G 580 2 W F R /N T 45 4 1
% PD H %, B Wl PARK2. PINK1 . DJ-1. SNCA .
LRRK2 ATP13A2 .GBA .PLA2G6 ,VPS35 25 KL ] 1021
PEARBIF 5 AR oy 38 %ot 2 JER L TR ARG . 53 b, Sk
PD H 35 S5 BIE I PR AE B S 6 R R L A, 3
T R T4 T PD BE S S AE 1 I PRARAE K &
B R 2 B I — 2 R AR & LA T IR AR
SEH T

RIBZER: AR T EEMAFT CERMSE
£ R 4 F (5 :2021-ASCH-009) , & # A K &
BEEZmERES,

FEBAHRER: TAGEH EATRGEF &
FR.
EZRBKAERR: % AT R T HIKE ES
WX EE R KRR f o B H AR AR R SR
LY RATHACE HEER Tk T
VY E TS F RIS X T B
HEAERATKFEEEL FTHHRE L.
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