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(FMEARFHET MTailEgBFPo 1L EEL Raust; 2.0k, 3.0m3A, ;&7 M 510623)

[(HE] B W AHEFRMEIREZE  (human chorionic gonadotrophin, hCG) & RIS TEZ Wi A A 43 A1
KESFE (disorder of sexual development, DSD) HOLP A E. Ak B8 1326 DSD s L, Fegs ki
By A6 XX (n=10) 46, XY 4 (n=87) . PEYLEIRSREH A (n=35), HAASA R ILhCG HIAIRE TG PPk
RV, B AS FRSAAEEILALS hCC M AT Ry m ., SR 348 LA )5 S
(testosterone, T) HINIAFE L2 7 G IT2A2 X (P>0.05), 46, XY 4, Sa-if R 2 Bt = A5 8 L & 58 )5 1Y
T 5 XA 2 i (dihydrotestosterone, DHT) LR B T HoAh 46,XY DSD 2 L (P<0.05) . JE&2E b, H2ILAEAA
DSD (LR IR 5 THOINAECE TR SALALUEIL (P<0.05). i hCG IR IREX T PP A 26 A 1 DSD
A LRY IR BB AFAE D) RE ) B A, X TEERR PR BRI AR Y DSD UL, #HEUT hCG BRI .
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Value of the human chorionic gonadotropin stimulation test in the diagnosis of
disorder of sexual development in children
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Abstract: Objective To investigate the value of the human chorionic gonadotropin (hCG) stimulation test in the
diagnosis of disorder of sexual development (DSD) in children. Methods A retrospective analysis was conducted on
132 children with DSD. According to the karyotype, they were divided into three groups: 46,XX group (n=10), 46,XY
group (n=87), and sex chromosome abnormality group (n=35). The above groups were compared in terms of sex
hormone levels before and after hCG stimulation test, and the morphological manifestation of the impact of testicular
tissue on the results of the hCG stimulation test was analyzed. Results There was no significant difference in the
multiple increase of testosterone after stimulation among the three groups (P>0.05). In the 46,XY group, the children
with Sa-reductase type 2 deficiency had a testosterone-to-dihydrotestosterone ratio higher than that of the 46,XY DSD
children with other causes. Morphological analysis showed that DSD children with testicular tissue demonstrated a
significantly higher multiple increase in testosterone after stimulation compared to children without testicular tissue
(P<0.05). Conclusions The hCG stimulation test has an important value in assessing the presence and function of
testicular interstitial cells in children with different types of DSD, and it is recommended to perform the hCG stimulation
test for DSD children with unclear gonadal type. [Chinese Journal of Contemporary Pediatrics, 2024, 26(2): 158-163]
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Pk H 5% (disorder of sexual development,
DSD) JEdE— IR YA AR AL A
oW BNV AC Y 3845 5 BT s o AR gy
RIS ANE, DSD n] 3 o P 4 @ 4K 5 5 DSD
46,XY DSD /% 46,XX DSD ', 7EDSD L, HEfR
RERI VAR s b . e 1697 Jr A48 S5
PEPRSR AL SCHEE B . AAMIE FUIRDLER T k-
FEAR-VEMRR I RER SE 22 8, ARG R IR PR IR
ARr I TG 12 A s bk s L 52 LTRSS AR D P RE . e
PN g0 B IR 42 P IR 3 &£ (human chorionic
gonadotrophin, hCG) P AR ] i B AT 5 L
B S OHL[R) J5T 40 ) R P A B AL B S MRS
SR ENANE A — 28 5C T hCG J A 56 v H] T
DSD A JL S AU 50 240 g D RE VAl A i il (H x4k
5% £ 2R A2 F hCG Xt 46,XY DSD LAY L i it
fi = *, XFF AR DSD JLE hCG B IR 45 H
HIER D, BRI WE SO s 2 5 T 0 7
FE R EE . A HERA T 3R BN R e o i
DSD JLE /Y hCG AR B AH S K, AT
M I 2 )L BE JF b DSD £ 42 B2 9
(multidisciplinary team, MDT) [ Ji2 09 8 JLEA T 9] it
PEWF 52, W & hCG B kK 5 AT 5 52
(testosterone, T) 7K, 3 32k 43 B S 1R 55 B 52 i
(dihydrotestosterone, DHT) b {E (T/DHT), ¢
hCG R RIS AE A [F] 43 B DSD iy 22 5% o[RS 45
B A5 SO AR BTG A R B A 2 85 R X
ANTE] 3 2L DSD B JLEEAT 0 M L, S iP Al L
SEAUTHRE B R R SR
1 RS
1.1 HRXK
[l B e % 2018 4F 8 H—20224F 4 ) Mt
1 JL#E RS 7 0 DSD-MDT [ 112212 19 0~18 % HL1%
Z hCG ARSI 132 B BN EX 4 HERR 12
Wr Ay e A I R S 48 A E SRR AN 255 AR Y s
Bl A DSD 8 LIAT Y IR B i, He e
PRI 5y g 46, XX 41 (104, 7.6%) . 46,XY 41
(87 1, 659%) . P4t f& 5w 4l (35 i ,
26.5%) -

FirA BILI I N B A W 4, At
FEOAF R T PE B2 PR By o, e . i
HILRHEAET (202245 042401 5 ],

1.2 ZRLE
(1) BILpyhAES . =R EESR, FEN
Zayeas (2) HOLBYTF . B R Ah A 56 25 B B
&y (3) AMEFEAR ERMG AL R, WHEIE. B
ERRKNER, RIBEFFONE . EIAEFAI
FI#ESE, 1 DSD-MDT & R itfrkidr; (4) &,
S R A ) P Ay R AR S (magnetic
resonance imaging, MRI) Z55; (5) 64 & JLIKIA
7T AT AR B PR TR E AG AR  HLA
44
1.3 hCGH &R

hCG RS R 2 S AR B LAFRIS
PEREAR N R hCG (224l LI 500 UAK, L
1000 U/, HHFWIRG 1500 UK) 7, HRNAE
1R, #ELE3d, S UGEFE ST ACE 3R EM
W H RRPATIMBCRE, KT, DHTSKF, Jf
TSRS T/DHT ., AR EEPRIEH, hCG A
PSS TARTHEE BIE, WAy 52 AL 8] B2 i
REA I o X — BB FEA A 0 45 g A 22 5,
A H S E TE 0.38~0.52 nmol/L 2Z [8] ', i T B3
FRhRE N . BULI2~104%, JLEW] 5~101%,
B 2~3 5L AR, LA AN
BILhCG WU IRE J5 THE IR T2 /%, JLEM
BIL TR BT 5 6%, fE RS AR Eny
I {1 .
1.4 MFMFAFENE

K S E VS 7] 23 A1 ) ADVIA Centaur XP 42
PESTT R GE, k4 B ko6l e L
R4 2 (luteinizing hormone, LH) | 53 {9 3]
B 2 (follicle stimulating hormone, FSH) | i — i
(estradiol, E,) . T7K>F, 50 (75 ] F 2wl #2 it
SR FH G E RN DU 2 L3 DHT /K-, 5 & i %
BUERHMUA R PR AL
1.5 SGitZEah

Bl oMok SPSS 25.0 . AR IE &S Ar A Y
THETORER A28 (U5 Bl ) (M (P,
Py) | Fow, 8] HECR H Mann-Whitney UK,
Z 8] 3R H Kruskal-Wallis HAG 5, £ R
K FH Dunn-Bonferroni £ . 140508 L FIECRTH 43
F (%) FoR, FRESR K% KOE 2 Kk
oY, Fisher B VI K 75 o P<0.05 N 2 5 42112

p=Yas
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2 R (androgen insensitivity syndrome, AIS) AR %t [ 7

2.1 IfEEREHE

g A 1326 DSD L, T i4E# 2.96 (1.50,
7.29) %, EEBORAMRREHIX, Hrp R 114
(84.1%), Wi 8% (6.1%), HIF FIVLVE 4 3 1
(2.3%), W26 (1.5%), HAbg o (Biei.
MR, A, mER. BN &£ 1460 (0.8%). WL
IHE TR 1 ) R BB P 108 191 (81.8%), Ltk 24
B (18.2%) . fe'# WG IR RIS % 8
(1205, 90.9%), AE/NIIZE. JRIETRL, Fas,
B A A R 45, i 3% 30 4 45 B b %% /)N 10 4l
(7.6%), AR, PlE i 16 (0.8%) .
B ERIGIRFRISL, 261 (1.5%) GIFER KB
&, 26 (1.5%) SIitiash kKBRS, 44 (3.0%)
IR . BB gE.
2.2 HESH

10 141 46,XX DSD L3447 Yo 0 (A T30 B 5] A )
Kadh Ay, Hd16 (10%) 778
CYP2IA2FEH AR, 25 [k 21-F2 Ak Wl e = 0E 5 1
B (10%) 174E SOX3FLHFELZA T 24 (20%)
FETE NRSA T EER 578 3 HAR 649 (60%) Al i}
A AR 5

8751 46,XY DSD B JLIAAT Y Gu i fA i i g IX.
SRYFEPIRGIN, S5RIIEH . 524 (60%) @il is
TR TR I BB T 1 & B S s A e,
18 ) (21%) ¥t Sa- 346 5Ll 2 Bt = 9E (5«
-reductase type 2 deficiency, 5a-RD2) SRDS5A2 3K
SEH G 9 (10%) K HE R AN U ZE B AE

#&1 34 DSD#EJLhCGHKRIRWHTE MR AKFLILE

W HARG IR 256 (29%), 945 23 il i 4 ah
TIPS B w5 R IR P R 1
INREVRSE M FGFRI, PROKR2, CHD7%:[H, 5l
i 46, XY PE#L AR 5 5 4E B DHX37, NRSATF:A
L & C€CDC22., DVL3. GLI2, HSD3B2, LSS.
SAMD9Y., TBX22%3EH) 12 45138 i e Aok 4 51)
o e RLH Y AR O (9 5 b £ (AR fl sk
& 105 YRR ) o 3561 (40%) Eid
B ORI AR R BT A AR S, R PR AR

35 G (o A S 8 DSD 8B LAFEAE 5 R oA 4%
R, 256 (719%) R 45,X/46,XY 1Y, 46,XX/
46,XY . 47,XXY BB ILA 361 (9%), 45,X/47,
XYY, 46, XY/47,XXY #% # &8 L4 1 6 (3%) ,
46,XY/47,XXY A IF AR P &AL | 47,XXY A IF
NRSATFEHR AR BILS 16 (3%),

2.3 34ADSD #JLhCGHEZIRILBTFEHEAKTF
2%

132 41 DSD F L hCG #U& R B AT 5 T K551
7038 (0.24, 0.76). 8.17 (3.61, 13.71) nmol/L,
THEMAEEL N 14.06 (474, 41.50) %, WK IRE
Tl J& DHT 7K 43 1] 28.52 (18.80, 51.39) . 94.40
(51.85, 186.51) pg/mL, ¥ %56 5 T/DHT M4
4121.08 (11.34, 34.91). 3408 LA REHT LH .,
FSH. T. DHT/KY-, PLRURRSEfG T HOMAREL
DHT. T/DHT b4, ZRIegiit2#m X (P>0.05),
3] hCG I & R 5 T K e 22 A G2
X (P<0.05), ZHE B ER, 46, XY 4 kX%
Ja TAE R TR AR R4 (P<0.05), WK1,

(M (Pys, Prg) ]

ity 46,XX 4 (n=10) 46,XY 4 (n=87) PR TR A (n=35) HIH PiH
2 Hi LH (IU/L) 0.09(0.07, 0.31) 0.07(0.07, 0.47) 0.07(0.07, 0.15) 1.689 0.430
LT FSH (IU/L) 0.84(0.30, 1.59) 0.90(0.30, 1.95) 1.24(0.55, 4.17) 1.100 0.577
T
R IRIEHT (nmol/L) 0.43(0.24, 0.86) 0.38(0.24, 0.73) 0.35(0.24, 0.71) 0.316 0.854
WORIASE)E (nmol/L) 7.11(4.21, 11.89) 9.16(4.43, 15.07) 6.04(1.64, 8.34)" 6.856 0.032
A 16.87(6.01, 39.86) 17.49(4.52, 45.41) 10.75(4.03, 33.64) 2378 0.304
DHT (pg/mL)
TR 41.63(25.32,76.91) 28.01(18.27, 52.03) 28.87(24.10, 47.92) 1.829 0.401
ORI S 176.87(88.79, 516.92) 98.47(50.28, 184.23) 74.94(44.03, 140.87) 5.802 0.055
W% R85 T/DHT 11.91(7.40, 25.93) 22.66(13.00, 37.78) 17.83(7.32, 30.49) 5.769 0.056

e [DSD] PEAEFE S [LH] #EAAEREE; [FSH] Imyiiligst; [T] SEM; [DHT] XA, an5 46, XY 4 HHE, P<0.05.
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1045 46,XX DSD fILH 9 Bl & 56 f5 TR ARG TAKY- . THEOIATEUL T/DHT H 2% 5+
B 5.57~39.96 1% ; 1HITAKFEGIMA S, A4t #E L (P<0.05), Z2EIVKTR, 5a-RD2
1.09 £, 44b T4 )57 $E7R h CYP21A2 & ARG T KT = TR R 4L, T3 54K
KA, T T AIS 40 K HoAl s [ 2, T/DHT & 1 Hifts 3 46
46,XY DSD LRI/ N 4 NF4 . 5a-RD2  (P<0.05)., W2,
2. AISHL . HABE PRI ZH o R R el , 4 4H 1] i)

%2 46XYDSDZILAETANCCGHEZRWERLE [M (P, P, ]

TR 5a-RD241 (n=18) AIS# (n=9) HARHEA (n=25)  WHEAKRMA 0=35) H{E  PE

T

WRARIRRT (nmol/L)  0.35(0.24, 0.49) 0.52(0.24, 0.88) 0.45(0.24, 0.73) 0.37(0.24, 0.92) 2,546 0.902

RIS (nmol/L)  11.27(8.48, 19.28) 9.11(3.19, 12.07) 4.23(0.76, 11.31)" 8.97(4.44,16.415) 15466  0.003

HmARE 38.56(22.94,67.11)  13.76(2.85, 20.60)" 8.29(2.90, 17.46)" 21.44(6.30,47.38)  18.434 <0.001
DHT (pg/mL)

BRI 25.01(16.76,39.49)  47.11(20.21,76.99)  23.82(17.21,3527)  28.01(23.51,49.53)  2.924  0.403

i oany i 81.87(45.47,179.51) 108.91(75.21,204.37) 74.24(26.20, 151.36) 109.52(53.48,219.27)  4.653  0.199
WSS T/DHT 39.57(37.02,45.00)  25.17(15.38,32.67)" 13.53(10.88, 18.26)"  21.41(13.87,30.79¢ 20256  0.001

W [DSD] MEBF S [LH] BN [FSH] Bl s; [heG] ANSBFMEMEREEE; [T] S20; [DHT] XU S ;
[AIS] HEBZREAEUREESAE; [5a-RD2] Sa-iR R 2 B2 5E . a7n5 Sa-RD2AIHEE, P<0.05,

2.4 AREEBRMBESFRBILMNCGHARELE  SUNEJLBUIRES TR TH SRR T8

Bt FHBE L (P<0.05). W33,
132 5] DSD & JL ¥4 58 % 48 5 Kz A, 15 ) 64 19 B L T AT PE R TR TG Kz, Hirp 58 441

(11.4%) SERLAEE MRLK A o 114 6] (86.4%) f£  (91%) WRIRES R BIRAFTEEIAL, A EIHL
TESEILAL (FRREEAE), iE8f46, XX DSD & BB LI LIRS T/ . TR TIo AL
JL. 83446,XY DSD LK 23 itk e tafhk S wy e 8L L (P<0.05). W33,

JL; 1841 (13.6%) KREIEEIHL, A 204

£3 REXBMMEHESELCGHERRHETATLE (M (P, Py |

205 [k HOIAEHT (nmol/L) WRIRIS S (nmol/L) AR
AR KA
REE SR 114 0.42(0.24, 0.74) 8.71(5.02, 14.22) 17.22(6.00, 45.21)
ToE AL 18 0.35(0.24, 0.73) 1.64(0.75, 3.77) 3.30(1.30, 11.49)
Ul 998.000 381.500 503.000
Pl 0.620 <0.001 0.001
SREIE A
HENHH 58 0.37(0.24, 0.66) 7.75(3.54, 13.40) 13.35(5.57, 43.25)
TeE AN 6 0.52(0.24, 1.08) 0.90(0.24, 1.44) 1.27(1.00, 1.94)
Ul 153.000 22.000 23.000
PiE 0.537 <0.001 <0.001
3 iTfig JILTEH: %2 hCG W & X B f5, T /K -F 3 hn

e R, AW KB, 46, XX DSD,
hCG 3 &30 BRI B s . JRIE T, 46,XY DSD FItEGL oA S5 DSD L hCG &R T
46,XY DSD 25 LS LR B AN AT BB 220G )5 TIINMR B AR 2 R eg 24 L X — 4]
IRTH ™, LGS UCHIA Y RaEMDSD R e 5 DSD e Rt . MRk B IREERREHIK,
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WA AR Y T, ARFRHE R T DSD L
WA SR . AR, 341 LIFE 2RI
R A8 T o AR S o ELAROR I, 40% 1) 46,XX
DSD LI 60% 1) 46,XY DSD H JLAETE A8 1) T 5
o VYRS R DSD gL A Y (o AR T 2k
PEJE— RS T DSD BILA AL 7 itk . s
Jo AR S S BOPE ) p v mOPE B o Al R R A
51 & WA B AR S5, DT 2 i L 245 4 B
FRIRN 5 INAE 46, XX DSD H & B a1 )
Yo IR, W SOX3. NRSATR:K %, H
PRz LR LI R p v sl e Y, BRI
HEUE, 5l hCG I EIRE S TR BT .

Ueak, PR E B MIGERA M 22 R R
i hCG BRI A &5 R . AR Z B, HA S
WAL hCC R 5, T InfEECE
h . X—RIE AT AR, A AN
MRI 425 & I F A8 5 7 DSD LM IR A7 78 T T Y
HER R 1k 82.3% ' BEAEMIFEHE R, DSD LY
P BRI BEIE 25 24 8 R B BN — AN % 4 & S a4k
Mt e, MERA R B E LT B,
ARG R IR B S F AR RN E RN K
BRI, MY SE S IASUNEIL, hCe
WO RIS G TR BCE B3 . SRim, RIMEZEAER]
o R LSS AA RS2 LA 28U B L, hCG ik B 5
THOMAE A 22 5, I 2 — W16 1
o X2 AT RS BT R IE A (L RE AR P AR
) — /N L 2L, Jovk s AR AR 0L .
BeAh, B AR AT 25 A o8 e — 2, PERR )
AN A D RE PT RELAFAE 22 5, AT BT THs
JEARTR] . L, hCG ARG RE S T E R b S e iR
JUME R B R AR B TE S FIENAE , hCG i & i (1 17
FHYE RN 2R TR 2 DSD UL, LAt
PEAGFIZ I S22 LD 6E

hCG i & R AE 2 Wr 46,XY DSD LAY A [FR
DR v e 5 25 SCREVE T o AR R, B B A
2 hCG I R T, T w8 2~10 1% . AHF
e, 8719146,XY DSD L hCG ¥ &5 5 7 T
B BGR 1749, M 1065, X — B2 R e
VR 95 B S Bt L R OL IR A 25 57 A KOS [R] b
X ABEEY R A5, Sa-RD2 HLTE
hCG U ISR J5 T3 INAEECE T ALS 20 M A K]
4, T 5a-RD2 BILZIREFG, ToikA 80k T
f& 5 DHT, 33 hCG ¥ & il 50 J5 T 3 hn A% 0rn
T/DHT & 35 7Hes 2, 1 AIS B L T AR SEH 28718

SEUEERERZARZ , RIS E AR, 7]
e EUE L hCG WIS T TIKF-HEIE 7 B AU
B D, ARS8 i, H5H
o PR A B PR AR N AL AR e, ATS SBLEY T 3G A
B E 255, XAl BE R T FEAS 2 1 s R 4 5%
At PRI 2H R8I R R E I B bk . hCG IR
RIS T/DHT &5 B2 Wi S5a-RD2 I Z4E bR, X
— PO 0 (B G B K 8.5~30.0 2 2 A HF5E rh
5a-RD2 i JL7E hCG ¥ & X 55 5 T/DHT “h 39.57
(37.02, 45.00), WEm THA3LA, SHH—3.
H A R [ B 8.5~30.0 (19 B, T g5 rp = AR
it 22 %A Ko hCG IR IR TEIZ T 46,XY DSD
BILP HAEZENE, HHERZZMEEZm,
o g A HLAOR R A A 22 i T 2R B AL

ZE LTk, hCG ¥ & R 56 T PR Al R [A] 2 A
DSD £ JL A% 52 AL 8] 5T 48 M A7 76 F ) fig A 2 AN
B, X FPERRPE A B0 1) DSD UL, s
JEAThCG RIS . B TAM R EAREN, B
FERFRVE, RORTHE 2 KA, 20 iy & i
TSRS UE SE hCG U R AE DSD L g 1E
H, g3 DSD BILRYi2IG . Hls PEAR 2 vk 51
TP
EETEREA . REWA N THRE T4,
B G AAEHER I TR, FARERE
P FBRAET W, KT, kWA PR HEALAL
BAEAE AR, R Ao WA RARAE T 355
PR TR
I A I N I

SER TS LE

P

Ro

%
(& % XX #k]
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