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recommended by the authors. The total score of SPACE model confirmed by captopril inhibition test was =19, the specificity of unilat-
eral PA was 98.63% and the sensitivity was 9. 17% . Conclusions For safety, only patients who met 2016 American guideline crite-
ria for PA and those with a total SPACE score =19 confirmed by captopril challenge test would bypass AVS and proceed to surgery.

Most patients still need AVS to guide the next treatment plan.
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curve; Sensitivity; Specificity

JEL 1 T 1 I 3% 22 i ( primary aldosteronism,
PA) i WL PN 4 W 8 IR 22—, 5 R R
AR B, B8 S5 Az o0 Jili 1 4 <B4 | U 400 4 R AR
BRICHIZAELY ', PA EEAH FARIBIFMGYIETT
PIFP 20, DA [ AR S E A Bl PA R (unilat-
eral primary aldosteronism , UPA) ZE 13U 47 B 1 - iR
PIBRA A5 838 8 10 He B A i 815 o re A ) i 2%
W03 5 LA P TR i1 1 164 22 0 O F2 0 XU PA B8 3%
(bilateral primary aldosteronism , BPA ) 1 ¥l FH 5 Bz
R ARAEHURI AT 250307 o R ot 1 I
WX PA BE BRI G 1E IR YTy G S
FREE,

FHT PA B B2 W)y i 24 'E AR CT A
B I AR KR 1L (adrenal venous sampling, AVS)
P, SE— CT KA 7 BUAERG A 2 AH H, H RS
FEAE D AVS S PA RIS I S bR 2R
AVS JE T AVER A, HARRT SR EXERE K T

FIATRER R 4]
1 wRST®

1.1 —g&ER &l 10 H
Frd R R — 112 PA 3F
17 AVS 5 255 i, LB

ANHHEH 41 1], BN 214 TS AR E: DS %
QI 25 1 B ] i) 15 22 4 12 W i 7 10 L 7 1R (2020
JiR) YHGIZ W PA BRIED  a. G 20156 BH A . 1 SR AR K
72 /INB S, T T 2R 05 P E (B (aldosterone-to-
renin ratio, ARR ). Ifil 3¢ & [& B & B ( plasma
aldosterone concentration, PAC, ng/dl) /IfiL 3¢ B £ 1%
4 (plasma renin activity, PRA, pg/L - h) =20;b. &
BTG A - R FEE A5 ( captopril chal-

[E£TE ] BEARREIL SR H (4755 :82300887) ;1L
TS AR 2 5 IR 2 BT S0 H (485 1 K2023046)

[EREE R ) IME, & W, B, PR RS o2k
I EEAEZ L PHREE S NI S S TR L AREA
LB TLINE A4 4 63 5 55 22 6L TIOR8 4TI 2y & TR AA
B e AR L . BFSE D 1) T A RIS 14 I AR S Al

Primary aldosteronism; Unilateral primary aldosteronism; Predicting mode; Receiver operating characteristic

lenge test, CCT) IlR245 2 /N J5 PAC TR <30% ol
PAC>110 pg/ml; A FEEL KGRI ( saline infugi

pg/ml, WIARHE £ 3 Il PR R B, S =
RGN, o BIF A RIS
PR T AR R FR H. PAC>20
LW PA T HEAT BN

DREE28Y
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P2 B fe BEZE B 2541 i (2021-SR-417. A2) , FF B4 A
W FERT R 2 B I R 1S

1.2 Ak

1.2.1 RS EGOR R RAENS 1
Sl B 45 58 ( body mass index, BMI) | & Ifil &
e W BT K R R AR LA UK P, PAC  PRA |
ARR SIT J&5 PAC(n=160) .,CCT 5 PAC(n=133) .
CCT J& PRA .CCT J& ARR, L4 (25 16 M A4k i
LR EETRIZ BRI ), ARG CE IR [ f |l
=R L e AR IR AR % e A R
) B Dihe (LS AG 5 B /NERIERE ) |

1.2.2 B LR CT A g BRESIT2HEE 2
B LR CT R 34, B b AR &S 7 e L IR &4
B S IR 23 CT B A B2k, LAY Conn” s iR
JREILWI A E K CT {H <10 Hu ( Kupers 4315 4
o) o DR AR BG AR R REEE B b R AR 2 R
AHULERHZ W, B LR AR R AL 4 . DH
L5 A5+ A7 76— 25715 F0/ sk 398 A= 5 @ WU A% < 47
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PAC SR TS S e Kl (0] &0 A b stk I A
PrEARWITEIN ) ,2021 4F 9 H IR A R AL 7 & 6 12
A (iGR) & RN B 2 m 343 ) o PRA SR TR
¥ gy (1R &8 A AL 5L I A EORWFSE )
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1.2.4 UPA TR 44 A 2016 3 [F N4 i

S E BRI R Z 5 2025 4F 1 A4 22 551 )

2 9 A B B T I ) 186 22 9 R I R 32T HE )
(PARfi#R 48" ) , Kupers W43 457 Nanba 143
iR CONPASS i SPACE 14345 A  Puar £
F Ma RS AR A U0 A S0 B S, 4%
BEAY B 1) Uiy b o 4 7E U0 050, BB FVRE S R UL
#1,

F1 AR UPA BBAMRE EEVS REENSREEENA
LAY 2 R Wi e D)5 RS S
Feig[4] Pl <35 B A <3.5 mmol/L PAC>20 ng/dl HMMZ575 =10 mm + /
Kupers 17435 21 8] PRI RIRE =8 mm , [F) A0 LAY A AR IE 8 (2 43) 5 I8 <3. 5 mmol/
L(3 4%) ;eGFR (MDRD) [ 80 ~ 100 ml/(min - 1.73m?),1 43; =100 =54 % %
ml/(min - 1. 73m?) ,2 %3]
Nanba 174345110 AN <3. 4 mmol/L(2 43) ; H:fili PAC=165 pg/ml(3 43) ;CCT J& ARR
4 75. 8% 95.0%
=1000( pg/ml)/[ng/(ml - h) ] (3 %)
CONPASS fi#110] M4 <3.5 mmol/L LRl 37 fii PAC =20 ng/dl, JE4li 37 if PRC <
. + 52.0% 100%
WIU/ml 2535 =10 mm
SPACE F-4p iyt AT PAC>25 ng/d1(0. 5 43) s iR IMAR ( <3. 4 mmol/L,5 4
3.9 mmol/L,1. 5 43) ; B2 ik 55 PAC(15.1 ~19.9 ng
ng/dl,2 43) ;CT LAFAEE EIRZESY =8 mm, 4 43 =16 4 47.3% 98.2%
~30 mm,1 43;>30 mm,2 %) 3 & b BRI 5 (4 (- A
AR 4.5 %)
Puar A5 % [12] FERE 7 AF PAC/ IMLAP>15 (pg/ml) / ( 01/1,) + 45.7% 90.9%
Ma fEi%0(13] SIT J& PAC/IL#F>8. 7(pg/ml) /( + 70.7% 92.0%

1.3 Sit=EAHE S~ H SPSS 27,
PR, IE A0 A0 R DL B+ b o 22

K, HHEORAT 3
K5 Fisher ¥ 6 K6

YEREE (ROC) 128
AUC), HRERHE R

B 5000 {EL (NPV ), P I 47 4+ 2%
2 #R
2.1 MRMNREMERFFAE AR ELIA 214

%1 PA, £ & UPA 129 4 (60.3% ) F1 BPA 85 4

(39.7% ) , PRUISEERAFAE LA W2 2, 214 Bl R A
182 1] ( UPA 109 4], BPA 73 f4]) 4T SIT, 154 4
(UPA 101 f,BPA 53 #5]) 17 CCT, 5 BPA 401,
UPA A 5505 T &7 5K | I 2% JIEL 3] st ARG 2% B i
B KT MIUEF 707 PAC B35 (P 19<0.05) 3 BE
FE S AR IR KO- | g I 5 A A 2 L I e S5 BRI
(P 3¥<0.05) ; W4 [H] 4F i BMI W4 & AL I 21
A ISR =R AT | s % AR A K-
eGFR 3717 PRA il ARR L4 il (P B>
0.05) . PA #fii2ikE 4, UPA 4 SIT & CCT J& PAC
IKFEH = (P #<0.05) ,{H CCT J5 PRA & ARR 2
S (P >0.05), Bz 0aE AR
CT 72 i L b, 22 R EgiH#E L (P>0.05) .

F2 7AFE PA TE BHWIGKREFIE

STIRE] B(n=214) UPA(n=129) BPA(n=85) Giit P

R (X)) 52.81+10 52.30=9. 18 53.59+10. 02 1=-0.967 0.335
BHE[n(%) ] 124(57.94) 87(67.44) 37(43.53) X>=12.023 <0.001
BMI( kg/m?) 25.57(23.24,28.25) 25.96(23.24,28.41) 25.09(23.44,27.34) Z=-0.821 0.412
M4 (mmol/L) 2.91x0. 57 2.810.53 3. 06=0. 59 1=-3.141  0.002
Wi i (mmHg) 140(130,151) 139(129,151) 141(131,151) Z=-0.491 0.624
#73K H (mmg) 85(77,94) 87(78,95) 83(77,91) Z=-2.065 0.039
o R (4F) 8(4,13) 8(3,10) 10(5,18) Z=-2.083 0.037
23 M MU ( mmol/ L) 4.87(4.42,5.51) 4.77(4.30,5.35) 5.09(4.50,5. 68) Z=-2.058 0.040
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WiH B(n=214) UPA(n=129) BPA(n=85) it P
WML 2 1 (% ) 5.50(5.2,6.1) 5.46(5.15,5.98) 5.59(5.26,6.13) Z=-1.386 0.166
BEWRIE [ n(% ) ] 63(29.44) 37(28.68) 26(30.59) X*=1.583 0.473
S JIFL T ( mmol /L) 4. 56+0.99 4. 69+0. 99 4.37+0.96 1=2.345  0.020
Hl =18 (mmol/L) 1.40(0.98,2.03) 1.43(1.01,2.01) 1.36(0.96,2.11) Z=-0.212 0.832
F RS E A (mmol/L) 1.17(0.99,1.38) 1.15(0.97,1.35) 1.23(1.01,1.4) Z=-1.224 0.221
IR B AR & 1 (mmol/L) 2.82(2.36,3.35) 2.95(2.57,3.38) 2.62(2.13,3.15)

JULEF( umol/L) 71.1(57.5,84.0) 73.1(61.2,84.8) 64.3(55.9,81.9)

eGFR(ml/min « 1.73m?)

97.93£21. 19

97.23£19. 89

PAC(pg/ml) 240.60(145.90,379.19)  263.92(155.50,417.49)
PRA (ug/L - h) 0.32(0.13,0. 66) 0.25(0.12,0.69)
ARR 86.98(31.38,203. 36) 98.00(36. 11,249. 80)
SIT J& PAC 140. 32(95. 76 ,224. 09) 155.7(103.99,225.21)
CCT J& PAC 243.33(159.66,382.82)  273.64(187.50,398. 13)
CCT J7 PRA 0.35(0.14,0.71) 0.37(0.15,0.71)
CCT J& ARR 65.59(33.99,169. 64) 76.98(36.05,177. 46)
B LR CTIn (%) ] bR 105(49.07) 69(53.49)

XU AR 107(50. 00) 59(45. 74

KU E % 2(0.93) 1(4

0.32(0. 16,0, 62
73.74(29.02,1

98.99+23.09

202.32(140. 00,320. 5
)

36(42.35)

48(56. 47)
1(1.18)

Z=-2.675
Z=-0.698
Z=-0.991

x> =2.835

7. 3L 95 5] UPA M 165 {5 BPA M %52 SIT;88 i UPA #1145 ‘l BrA

2.2 ZFEBRIFIEEIRIE 129 i UPA {6 fi &
FAERRTE3S B LLE, A 3 il 83 [ skt i

0.05), FEFARMFTE
BRI ROC th4kmy AU
AT REUE Fr

SEHRZIPRY
58 75 47

ME5ERY SIT F1 CCT 1Y 3 M
4),
SPACE( CCT) -3 15 7% S AN SN}

TR, H 0.679 (0.593 ~0.765) . $8F M Nanba
WM RIS 7 3 L (P>0.05) , A4 %L ROC
HIZEH AUC 3<0. 7, 53 RS s RE IR (R 3)

SET AR E S, Hie IR A 2 422 0 D) 1
BT, T AL ) A R S B 8IS Je ) i F 5
X (K 4) .

Kupers P73 15 8 75 B AU AR 25 4 77 U1 40 B 43
=5 Jrit R K 29. 46% KR E N 85.3% , Bl
BEVLSREERS 7 08t SR LT E 92.94%
B8R TS 13.18% , 26 Bl 2K T 4F,
Hr UPA 35 20 9], BPA H34 6 9], UPA g
A 34 CT 55 AVS AN—EFL,6 ] BPA EHN
ahk,

Nanba P 73155 B 7E 7 AN BB rp g S5 3 0 22,
BT 75.5% 1A <3. 4 mmol/L,66. 7% PAC
=165 pg/ml,

A 154 Bl B & 5¢ W SIT, 182 il e & 5¢ W
CCT, SPACE TFAM R FEHERE A2 16 43 R Ul sk
I, 4 S AN 73.97% (SIT) /64.15% ( CCT) , R
N 38.53% (SIT)/54.59% ( CCT) ; biti 5 V] i 42
Fh RSN, M =R 19 o R R E>97%
HRPEREZE 9. 17% (SIT)/19.80% (CCT) , 1 14
BPA 3% SPACE(SIT) #l( CCT) #4390 19 43, 1
il UPA % SPACE ( SIT) 4> K 19 43, SPACE
(CCT) PForBeds | H CT A1 AVS fE#viiA—3, Tt

B BATE 19 L b
F3 BWNERIZHE UPA K& TER

LAY AUC 95% CI P
EiFt] 0.512  0.433~0.590  0.774
Kupers 743151 0.616  0.539~0.693  0.004
Nanba P1-4345 84 0.584  0.487 ~0.682  0.086
CONPASS #i7#1 0.615 0.539 ~0.692  0.004
SPACE( CCT) 431 0.679  0.593 ~0.765  <0.001
SPACE(SIT) PP 54 0. 641 0.560 ~0.723  0.001
Puar #78 0. 607 0.531 ~0.684  0.008
Ma #5271 0.611 0.527 ~0.696  0.011




40

S E BRI R Z 5 2025 4F 1 A4 22 551 )

R4 BEBISHE UPA NREENHERE (%)

R UPA/PA RAE S [UARESTRIINED ISF) 2 T
1) +(2/214) 2.33 100. 00 100. 00 40. 28
Kupers TF4315 78 =543(57/214) * 29.46 83.53 73.08 43.83
=6 43 (47/214) 24.03 84.71 70. 45 42.35
=7 43(26/214) 13.18 92.94 73.91 41.36
Nanba P¥43Hi%! =543(113/154) * 71.29 37.74 68.57 40. 82
=6 43 (58/154) 37.62 67.92 69. 09
=8 43 (54/154) 34. 65 69. 81 68. 63
CONPASS #i# +(21/214) 16. 28 92.94 77.78
SPACE ( CCT) #4453 =16 43 (78/154) * 54,46 64.15 74,32 4.
=16.5 43 (67/154) 46.53 69. 81 74 . 66
=17 43(60/154) 42.57 73.58 44 40. 21
=17.5 43(38/154) 29.70 90. 57 4 40. 34
=18 /3(34/154) 27.72 92. 7.50 40. 16
=18.543(29/154) 24.75 4 .29 39. 68
=19 43(21/154) 19.80 100. 00 39.55
SPACE( SIT) B/ 7 =16 /> (64/182) * 38.53 7 68. 85 44. 63
=16.5 43(54/182) 782 72.55 45. 04
=17 /3 (45/182) 28. 83.56 72.09 43. 88
=17.545(22/182) 4.68 93. 15 76. 19 42.24
=18 43(20/18 94.52 78.95 42.33
=18.5 43 (1 ) 11.93 94. 52 76. 47 41.82
=194 oy 9.17 98. 63 90. 91 42.11
Puar 127 (50’4 \ 27.91 84.71 73.47 43.64
Ma F5 78 21. 10 86.30 69.70 42.28
* RIS MR UL N
CONPASS #5171 ERTE AT AN E IS AR B R o B
K B\FIET UPA T P& bR (18-5 S BT A 18-F% By Jit B ) 47 Fui K

PR = 1) R AU N S
Wb, 7E A TG C AR EE N
16.28% , ¥ 5 By 92.94% ; Ma i AU 53 4 JF Ky
21.10% , ¥5 5 N 86.30% ., BPA 4l H 6
(7.06% ) & CONPASS #5 &I #51 J0 Ay ), H:
Kupers P43 BRI FUN 7R A BHA:

Ma #EHI DL SIT J5 PAC/ ILER1E K #EBL S b | i
Puar FBIZN A FEZST A PAC/IMAR , VAR B ) 4
SEEE AL 21K 85% , Puar 5 4 5% 45U &5 Ma H5E
RIS THE (27.91% vs 21.10% )

3 iTig

AVS 2 HATE M RN PA /32 BLZ I« £ 45
HE” B R A% B Bt BRAEXERE K AR APER & 45
SRR Z 2R 6, M T AT 2RI TIRE
PA W TGN 43 8L, A 56 5 DL i) 2E Ak 3R AR A48 BR Al
B PR T AR AR R Ga BRiE CXCR4 X 14 []

MLas# T4, LTI Es Lt SEEnEE,
AW H LA D Geit ekl Atk 1%
SEFRARAA A UPA FIOIASEAY X 2 & R A93R 4 UPA
TOINASE AL A v R P A2 WS RE R AT B, PEAL
HAME, & BUAE K i S5 A0 5 A (8 A
(&7 S e NG 1 S =Y S B N OB o 2 N T
g et AVS,

FE R A 6 A TR AL R I A ()38 bR A 55 AR 1 |
MR FEZE 37 PAC  FE46 57 PRA,SIT/CCT J&
PAC .CCT J5 ARR .CT .eGFR, BEAE#FSEH,48% ~
88% f UPA BBE M 17% ~56% i) BPA BFTFAEAR
B R R B A UPA TS AR, 2R
A L I 35 80 R A2 DL IX 43 PA S AT FE Song
VOV R I T AT A SO R R, A 0.94.(0. 90
~ 0.97) (HEFMEAUN 0.53(0.43 ~ 0.64) , Fi—
IMFF 2 W A i, A B R B 5 Al A 12 51
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% )5 PAC PRA 0 F R S2ARSE [R50 PA 7 AU T
RER . B IR E AR KT 5 32 AR AR A I PR A
25 (8 AN 8 I 8 5 SR R s i e A B st b
ARIFFENA AVS FrEAR i #iKF-, 78 ZIKEMEP,H
84.11% 1y PA f8 2 H A Ik #5552 (UPA
89.16% , BPA 1 76.47% ), UPA 41 Ifil 4§ 7K % Hy
(2.71£0. 53 ) mmol/L F1 BPA ZH 1l #1 7K -4 (3. 06 =
0.59) mmol/L, 6 MEAIH Puar 5 Ma 455 7Y B
PN BT IMA . B Puar B8R UPA £ 1f 40
2.5 (2.2 ~2.9) mmol/L, BPA 4L fiL4F 3.0 (2.7 ~
3.3)mmol/L], A<HF5T BPA ZH ) ifn 4 7K I ik T 4%
R FF 2 BA S A5G IEBA S 3. 36 ~4. 1 mmol/L; UPA
A 1M # K5 CONPASS A7l Puar A58 A7 T , {H
[FIAEEAR T A AL, At = EBE, PA B
i%&%‘#jttf&\llﬁfiﬁﬂtfzi,%%ﬁti@ Lo A1) e Y D

AT e B0 = E A B4 R I i RS ™ SR ol
7J<¥ RARASE 2 107 FH A1 A it DR 5% i) I B0 A A4S oh
DA TR

m%ﬁ?%xiﬂzﬁlliﬁﬁﬁfﬂﬁ B — [fil F 12 W
TR B0 SR IO R IR 5 At AR AR R A
2012 4 Kupers ISR BRI A L UPA T

PRAMHUR 2 — R AE AR CT Al eGFR =338

B o ZBEIE R AR HAE T W AP HE AL W%
e R K , Riester %[19] I BRI AR AR A
SENRET W R e, 2014 4F Sze 1
IR FEAT R, B Kupers g
3.5 mmol/L 15§ 2 43
41 3.5~3. 8 mmol/L
551, KRBT T
— AN AR
PR RN v AR
N PR & B 7K S 2517 o R W KR Kupers
PRI A FH T b T (] 0 Y00 o ot 9 1 )
o ASBIFGE R AR AT BRI [ LA 000 17 TG 925 2R AT AR
RIRRLRERAE, 5 Zhang 25" BF 98 — 8, A5 ]
RN eGFR TEMZHHITE I i 22 5 5 CT 75 Bl 2%
5 AVS fEHM ) — R 53.33% , X AJRER T
2 Kupers 4345 B I R B H A (ELAIC A LR, BPA
A 71.76% HBHF LT <3. 4 mmol/L,62.35% 1Y
PAC =165 pg/ml, j& 53X Nanba P15 R 45 5 Pk e
A9 H . Kupers 55 Nanba £ /N SY , UPA
H/NTF 50 B, AT ReAT BN T, B = AR
2016 AELE (TR MEFES ZUTAIFA ALK
e S I ARG LR, CT b Sy SRS B R A PA
BE BT RS ERIBROR , i AT
2014 4F Lim 552 (058, 258 R ILAFE R <35. 1

41

B PA BE T EIR CT 455 AVS 584 —3%L,
{H Lim %2 058 P A 6 BIFF A A FBIREAR 2518 1

T A7 T BE e T R M A R B AR, S 2018
4F Umakoshi 5 2 BF 5t — LU T & IH A %
P v T (T N I 0 7 4R BB CT 12 W e 2
100% . AWFFEHAF 416 F 2R W] BT AR P B H

A2 4,2 )5 AVS ¥ 9 B i3 2 5 CT —
X (E) LIHA? Fﬁ%kﬂﬁfmﬁw'\ %?ﬁ‘

r“ﬂm }Fklykﬁﬁﬂ?"ﬂl%ﬂ
2% , RELE R 47.3%
Eiﬂﬂ%’ué éﬁy 19 43 ,

i wluﬁﬁf%%ﬁtt 82. 0% ,i%}(
_' ,Wﬁﬂﬂﬁ%*%ﬁ%%ﬁ%ﬁ

%uﬂkmﬂﬁﬁf M

ONPASS ﬂMXT%kM?U%?ﬁ%&?Eﬁﬁ?gﬁ
logistic 25 [, & #L LA . PAC  PRC,CT L f#7¢
B 255 & UPA M fa e B R, A SCHF R T
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