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WA IEE S A, DL AR | i 48 585K 2% TR i (51 6 1 5,
PR 17 i 7 S (17-KS) 90. 0 mg/24 h(6.0 ~25.0 mg/24h) ,
PRT B J BZE BEE (17-0HCS ) IE % o T 4E17 4 S _E b
JEEIRE A, A WL /N 4 em x5 em s BIAG 2 45 SR £ )
B EAR R BRI . 2018 4 11 H B E T BRI CT K& 45 R
RN MR RO, AT 0L A, A E B R R NG
4.5 cm x2. 8 cm, I FIEW, AN ERRR/NA 2.5 em x 1.7 em,
P DLBE RS 2 B R . B R L LA SR A R I B R
PR 17-OHCS | il LA 9 e | IV A= Al A 25 45 SR 34 1E %, IR 17-KS
131.8 mg/24 h, 2018 4 11 J 23 H F R [ B Be A7 Z2 M
B BRI IBRA o e B A A 45 R (A ' b MR R BT
PRIGAE PRI AR S TR . ARG O IRSR AR F 20 mg, 55 H
1R, 4 AEHTARIEREE IS  IBIG A E, T AR 1 R A 45
AN TFo BINHAMR L, ABGEEREE:T 36.4 C,
P 84 ¥/4y,R 14 ¥X/4y,Bp 139/89 mmHg, & & 160cm, |35
82 cm, NHREE 78 em K 67 kg, BRI IR, BRI A L2
80, TCPERRTEZS , O i N8 AR K W) 8 5, 20 s S SR B A% 1 W
UL W H WA 2018 4E 11 H 8 H AN A R I Hl L &
(FSH)51.4 mlU/ml(1.4 ~18.1 mIU/ml) , # &4 %2 (LH) <
0.07 mIU/ml(1.50 ~9.30 mlU/ml) , 7L 2 ( PRL)28. 13 ng/ml
(2.10 ~17.70 ng/ml) , M —EE(E,)51. 1 pg/ml( <39.8 pg/ml) ,
27 (T)979. 91 ng/ml(241. 00 ~ 827.00 ng/ml) , #IH2WE: 56
RAEFE R84 (CAH) | 21-52 40T Bk [ AE (21-OHD ) 7] #E
Ko ABEER M S Z1E M 151.1 mU/L(2.8 ~39.9 mU/L),
JEETEI ] 27. 4 ng/d1(0 ~23. 6 ng/dl) , Il 75 12 B F i B B =
(ACTH)142.1 pmol/L(1.6 ~13.9 pmol/L) , 7 J5ii#(8: 00 am)
30.77 ug/L(60.20 ~ 184.00 pe/L) , M3k 220 (P)21. 55 ng/ml
(0.14 ~2.06 ng/ml) , FSH 0. 90 mIU/ml (1. 27 ~19. 26 mIU/ml),
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LH 0.42 mol/ml(1.24 ~ 8. 62 mol/ml) ; PRL 16. 97 ng/ml (2. 64
~13.13 ng/ml) ,E, 45 pg/ml( <47 pg/ml) ,T 1.92 ng/ml(1.75
~7.81 ng/ml) . 17 72 (17-OHP) 519. 00 nmol/L (0. 94 ~
6.58 nmol/L) , Hilig It A FEMEET ( DHEAS)9 720 nmol/L(3 350 ~
8 142 nmol/L) , M4 —H 170. 0 nmol/L (1.7 ~16.7 nmol/L) ,
BP9 8 75 A A 25 R 20 A S AL /N ) R 3.5 em x 1.2 em
3. Lem x 1.4 em, SR AR S], NAR IWRIBRIER R o il ZEk
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I [
(pmol/L) (pg/L) (nmol/L) (nmol/L) (ng/ml) (nmol/L)
0 min 132.1 32.1 429.70  7900.00 2.74 156.00
60 min  630.8 34.88 513.20 7380.00 2.99 164.00
120 min  372.3 31.38 483.10 7920.00 2.82 146.00
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