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AR dE - JT SR - f5F

SoRAE'E bR BB A AR 21- A SR 1275 3R

PAREFLIMF SRS EAARMHFH

Fe KM b AR % 3% 4 JF ( congenital adrenal
hyperplasia, CAH) J2— 40t 5 b iR Bz Jo 26 1 B & 1
T S Y B A M AL B A SR B, 51 A LA B Joi 26 [ 2
RN N R EE R RS K, CAH
PL 21 £ {k B Bt BG AE ( 21-hydroxylase deficiency,
21-OHD) B # W, A5 B KA B F ERERE
SR, B AR B AE K MR AL, B
AER HENMIEIT . 2010 4EH Endocrine Society
Clinical Guidelines Subcommittee % Z #l 7€, I+ X
T 21-OHD I RELEEIER"" . hEEES LB
SN WBIER RS AL RS R bR SEBE
B, S-S E RS 21-0HD 236 IR IERCE , #E
ARG KSIA IR, SR AL E P LR 43 I A G B 2
AR SHE, LML T E 21-0HD # ihh K
Zif,

[#£it]

CAH(OMIM 201910) F 1865 £ 1 f# 324 %K De
Crecchio HIK ZFl. % 20 {42 80 A48 P450 B &
FIR 20 30 A B I 3 R S ™ 5 0 Ak
FERGRIRNE, ¥ CAH KE7 4 6 ML, 21-0HD £
RE AL, &5 90% ~95% , HFRC A RIE K%
#3 1/10 000 ~ 1/20 000" | Z2 & TR ERE il &
5 1:60% ) PR 1/16 466 ~1/12 200, 7E LA - H
FrRETERE A

21-OHD i CYP21A2 EHZEAZS|E, E
9T 21- 2L A ( P450c21 ), P450c21 44k 17
FEELZEE (17-0OHP) 35 113 4 12 o B A4
ZeER(P) Sy 11-J58 A8 B2 T B, P A& 43 31 A B Jo

FREEAR SRR T o DM B A 8 36 T BB, 7 70
ACTH RIBF , AR 17-OHP FIZ0 [ e S &K 551k
W Pk T S B TU S AR AT S R
WERIMAE(E 1), HEMETR BERERTON R
W B S R MR (DHEA) , BB ES
Y3 S L 7 28 TR S il ) 7 2 R % 1 O 1 46K
T, 8ok Pa k8, AT R A B R B fE % (R B4
BEWRRA K 4% ~10% )7, BEEEHNE
DI 55, 76 SE ARG B AL BB Y IR R T 21-OHD
5k PR 760 1 A BRI P e B 4 8 B 14

[fRiEsR] ")

A KH CYP21A2 B F M RA KT H AR,
80% FE[H B A M XS . BHEHEIR T 1% nf
FREAH, FEILBAERRENRERR. BIEHE
1REEA 20% ~50% it B R BE & UL P A2 4 6
TEHEFR B 1% ~2% B, B B AR E W 76 1E 4 S, 5
R (VAT &) . B 1% ~2% i 21-0HD
BER CYP21A2 REHARED,

SR B T RIS R
KRB KR, BE R | B2 BB G = 7 B I R
LT ERE,21-0HD 40 R AR (1) fi Y
21-OHD : 75 [ B = A2 43 H Ak 25 (WS, 24
5 75% ) sl B LA (SV, 4945 25% ), (2) k4t
E121-OHD(NCAH)

B R

T
y | |

B ————— LT3 RBE ey 2T HE

| |
L T R e S A L
FRECRIRS B & 2. BRBE T, &% A Y roas et =W
R ACTH 43 1438 10, 50 80 & b iR 57 J5 48 1 I
W3 A=, LIRS N By SR B A A 5 {1 g R (o A R A 2 "
ZEEEE 11-EH KR L3
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CYP21A2 HRAREFXEEH, &2 H A
AL FIGR R B AT T EA A Mk E
o 040 Bl 55 A b 7R A o VR g LAt i 95 15 T AT
RS  NG T 17-0HP F 2 B % 6 B B
RRAELS A MAE T BEEREK T, fREm e
KREEMAEE", HA21-OHD HHEREEH
At ] 5t NCAH £,

[ioER]

I PRI 92 , IS WHK S KRB AL A
256 W, B R R R 2 T

— I IRFEH

L RERRI BRI T Bk fa g v R
RERFEA R AR, 2B LML MmN AL A&
B FERHERS, RSO K IR 7 & 48 i
ESHAMMm AR TE NS BRI
R, FRZERERBFLN CEORH HEFHER
M BTS2 R K RS A R T

2. FMEME IE  ARERERA-", on
BILENTESMEF S ML E O B2 SRR E
R AR AR A TS5 ) 53 P 404k 5 A B S BN
SMARRIFRRE B Ak, B B I A ARSE HE B RE KR,
RICHEAREA BRI E 2 RE TR EREN S
HOOFRSLERAEASE, (A°HE” AR K
B, B 58 A 0E W B 2o M A B AR A5 4 (B B A
B o B )L R 2 RN RUR, B A L
AEE LA CRIZE Y RGNS A W, R R 2
Wi IR . )L, i & 2 AR R
2, BEEIER R Z R R, 2BHZEE K,
FERAMEAER A A BIILEARUNRZ, &
I HEBERE X T R PR R RO E 4Tl
KEAR W, 2 5 2 & PIVE Al Ak Ry At R 3
MRS HIE R B AN R R 22, At
£ i RS w2 R 23 00 B L&A i
24 21-0HD, Pt fEhE TR R K A R Ak
PR i A e, R A B s

3. HCAt RN B R AN FR I 0 R IR, IR & A
SRR A B, R4 BB LT A

— G

1. [fi3E 17-0HP"; 17-OHP F+5& 2 21-0HD
P2 Wrisin M EBLATT IS AR, %A R R
2 IR RTR ML (AR T2 8:00) , F¢3EAE17-0OHP
MER 3 AMXEES2HMS R, (1)
17-OHP > 300 nmol/L( 10 000 ng/dl) B2 (& Sy # Al
f7 21-OHD; (2)6 ~300 nmol/L(200 ~1 000 ng/dl)

A5 BN R LAY (3) <6 nmol/L(200 ng/dl) Bif A
¥ CAH B2 NCAH, 40l JK #6132 W, % 1E
ACTH #& 5

HEAMEJRES (2)  (3) MiF L, 17 ACTH Bk K
K5, & 17-OHP 3 & {8 8 K BUH Wy 7 K
17-OHP >300 nmol/L(10 000 ng/dl) At 3 [ Hy #1 7
21-OH & fg, 8 BRI A2 B o8 ACTH B K 5
31 ~300 nmol/L (1 000 ~10 000 ng/dl) , .45 HANEFST
HEFEN A8 (UL NCAH 2 ), 17-OHP <50 nmol/L
(1 666 ng/dl) BY A3y 21-OH SREGHTIZHTE A & T4
Wk, BESREMERSEESE ",

2. JEAMi I 5 B AE AN ACTH ; S5 5858 I 3 BX
BT ACTH FH, BRI Y BT AR AN
MEFE SR E/AE)E 2 HId A i@, 6 AlA TR
U0, INER L TR P SR Iy B, o0 T N 48 U R
Ifil, W7 21-OHD B4 & BB 4 (F H ¥ |, M ACTH
THR, T & HALTE bR g8 FIWT, NCAH B2 i fp
BEEATEEH L,

3. MR EREN G B ERERK MG
Fil | S2BRF1 DHEA \DHEAS, 25 MR MME 75 #
B G ANTE AR F I EE S R, L
ERMBIINER(MRAZN), BHE RS
17-OHPA B4 ARG HE 2 WA i) 2 SRk

4. 1ML 2R R B R . B 2R A LA S R AL
= HZHRE R A R . NEUA A PR [ R HE
UL HA S R R E IR A & e i 22 W
bR 21-OHD FHEE™ . RZ, B dEk bR s
HERWAI TS, N B RS REREGKAHES
MERTAE—EHEFEL  HERMLREH
R EF S REABTNE, [Fr 7R, 5
R EREBERE BT PR EELNER

FEREERMR T X Hp R Eh B2 0 B 174 LM
AR [ ] B

5. REEWEALHUE KRB RIGT R
A A FIFREE RN AT R 80 LA o f& 52 A ™ (4
MIE PTEGH RSP I E R R, HAEH M
SE (A =10 mmol/L) AT 5 [ BB ™ E.O B E
ALEHROERE ., SBELBHRER T, W
BILAFERA Mo AT FE EE R, SR
B /INVE RIORERREG , A BT 5 Ho At B (9 A4 1M AE
%5,

6. BRI il 7 7212 A 0 2 v N -
UTERE I SO 0 1 B B A ( GC-MS ) v £33 -
JRIEEK A (LC-MS-MS) 5% , el & 30 Fp LA L JR
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EEEEAH Y, T 2B & LS L RER (W0
CAH F'E LR At ) , {8 B A i R 7E I ARAE 9 % AL
-

7. BCERIE X A I AR B B LI 4
PERI R F AL (DSD ) B Wi iR, e £ R /R AR
BHEKEETHALTE. LEMER, B LR
BRI CT %G &4 B T 5 b iR Ah i 2ot
BER(EEAR)RELEN, Z2XTHHETRE
W

8. RO KA S 2L A IR KRB
T, TR AR (LRt R B ) F AU
Retafiridr, LI5S 21-OHD B H AR R # DSD %
Ao Tl ARIE ), X i R A BERR2 21-OHD =X
5 HAAR S5 S A I, 6 U 2 W 12
E IR AR BN E A 1 E B AR S, (B A B R
Saxf, i R K Eh AR R ER AU AT R IVS2 EH R
21]

AU bR R R I B A /R 21-0HD 2
WA & i VR TT T R

=.\21-OHD 4 )Lt 2 P& B2 i

H T A8 hm2 17-OHP, F i 7] 32 5748 LA
HFE R (S iR AR E RIARA
I H o i) DAL LA s 5 %) L R A —
F W BERERERD 2N AEARSBX
CLJT & 21-OHD R A LI & , Xt T ik E , 7
i RO A B I E AR & BEHIWORT A2 LI A 45
R LERFZHIRIGTRIRE M T RLEAER
BT PR LR ) 2016 SR 6 R R
A S R b IR B B A B B AR L O A 3t

g 24
H

,}r:[

o]

JY AN#L7 21-OHD f)i2 WL

NCAH JLEFI# & 195 2 BUE G K 2 A R
R BRI R B, A (R IUA A K A
HRRESE, BEMEKAEEEREEET
FR,ACTH IE# sl R fE, Al 17-OHP Eri{E 2K
BAHE M, B ACTH % f5 17-OHP > 30 nmol/L
(1 000 ng/dl) A]#27% NCAH, {8 7] A 18 FH ¥4 #0 1% FH
P % T NCAH F A & 4 #14 21-0HD gy X
B chiE R M E W, RE SR
HE,
[ %3512 87)
21-OHD §y% Bs Wi f14E T 5 21-0HD LAY
CAH %5013k CAH B9 57 B BE & BB R AN (0 =
HEB R B .

—.21-OHD Li4My CAH

XA CAH HRA 7 R EE A AUBRIG , (0 SR 8
ENREREREAR—,

1. H 17-OHP # & ® CAH: KA. (1) 11-8
fLEEERFE (CYP 11 Bl B H) . i &M E mIE,
B ER, RO K S B I 2 R e I, -
Mm% % K EME T (2) PAS0 4 4k iF J B Bk [
(POR) B LIRER LN, BILEFREMA SHHEE
EXHU, BEHARIIMNAZ TR &L
At SRR B AL (BB IE . £ ERE M
AHMEYRTRARFE™ ; 3) 17-BE KI5
17,20 FREEELRAE (X9 CYP1T EE4E5) Bifp
BEGRFG 5 17-OHP MZEH & (B A KL, 3 1]
AR BIENERESRIET™,

2.17-OHP IE¥ ) CAH: B KL HEHE A K
BRPEfY CAH , (1) 3B-F % S B & % (HSD3B2
HH) BE S A ZERK T, {2 DHEA # 52
HAFE . DHEA 550 MR, (F LB KA
SMREARRES ML, B BRI EES S M
AL () XEBRER A AT EARSE
(StAR #H) FiE'E LR R EA M. B#E
SNBASE A HEAL, ST AR R AN IE B

TRRHEBREHEE FIRAE AR (AHC)

BEMMEE LA (D) EZEERET
(NROB1)-1 P54, 2 X-HE8us "™ Bk R
B2 B B ER RS, AR YE R R M AR DI RER T
MBRARERE, FERMNEEABE, EHA
DU [ 2 g B 2k 45 A F — 34y (AHC 55 H ¥ il
EMPERAR); (2) 8 & EBRRHFI
( Steroidogenic factor-1, NRSA1) A =P B
R EEFNEE R AR A R & R T, B A
SR LRI

=B F AR R B Y

ILEE b AR Bz R e (LR ERIL) # LA i
B IME RO PR R B 0 (A BN B I e o3 WA 3%
%), EAH 17-0HP B EF+5,{H ACTH BH B {XT
RENESR, BRFELEMRE,

[i&77)

— JRIT BAR

IR 21-OHD RE &% € 59T B¥r. 16I7H
AR AE TR B LB L AR & 4, [ af & H4
R UAE A0 R R IME B AR 2 R ARIE
KEFERNMMEEENEUERKMERERT, B
CRESEZIGEELEERMBEERETTNEMR



£ 572 - e LRI 2016 4F 8 A% 54 %55 8 i Chin J Pediatr, August 2016, Vol. 54, No. 8

P HBE S, BB B SR AL R DO I R X
B, BT FREFE ML,

BRI A T LEME F R 89 B R
MEFTREBELERBENA LT M0
(‘hydrocortisone, HC) FlJ@ b 2 R E #Y 9-o B E 7]
(AL (flurinef, FC) o SMJR HC ML B2 FRERAY IE
WM BR TR TI ZE M ACTH-f FiEE 2
EIREEERRBRR, BRIEHREFMER:
FoEEAS R LA o B M R MLE SO0 B B B A
KO EERERREERS S 4E Rl MR
FUANHD I A2 1K 18] 9 P 7 A ST Bk, FC B
PR RLER D LR B S B2 ME
L) R I

Z R REERAAY T T R AR

SAL TS R A A A B UIAYT , R LR
TE FC, B Rl BAEMEERPES
FIRAESRFOHETR(R L Fafb), RIELE
FRE RSB (ERL F ). BBIBE
BREET UGS ZHEN KAFF(RLH b)),

R EREARRRAT RN SR

B B ) & H BRI E (mg/d) BHSK
a. A 1kA K A 21-OHD /M g BREEER BRI AT R
E=RLATIN:OEN 10 ~15 mg/(m?® - d) 3
FA TR 0.05 ~0.20 1~2
SN 1~2g/d (BJL) ST et
b, FEIRF S RE K REEHAH AT RE
RN OEN 15 ~25 2~3
& em 5.0~7.5 2
kel 4~6 2
HhZEAA 0.25 ~0.50 1
FE TR 0.05 ~0.20 1

= SALTT AR IAYT TR

TE5 BAZ5 R 3 A B RN _E BT MR T

1 AR EFIRD G T 1 % M GC M)
FE KRR L U R LA X A 0 R M SR
U LRI B8 ~ 12 mg/(m® -+ d) ],
REE SR R B AR, S E A LA
B LGS I SR B b R B A R A L AL
PP KT S EHFREWIRT10 ~15 mg/(m® - d),
EBHEMEETEMPLEREEN, FEHEMLT
SRS, AR CE, FIBEM3 L, BN
BT A KB R, B A 17 mg/m? P
TR TR AT BRI N &, E &S
HEALT AR B R AEXRD,

2. AMRTRIEN A B TS AT BRI 257K
e MR B U R R LR B A B, BRE
LTRSS I B ST e A S &
FE42 WHRA, LA 3 WO EL (I 25 B Bl e 4 1 B
RABNETFY 6 ~7 h) ; MRKZLHAH &
BN, SPRFIBEAMEL, 4 RE RE R8BS
BEBREEN TREEH .

3. AR . E5 B M LSRRGS
BRI PRAYHEAR R TR SAL AT BRI B0 & 28
P BT LA, SEE0 S 80AT 15 3 B 69 FI T 45 4%
B MR K B T B B R &, B
BB LA W,

(1) AR e . EE W B B2, R
FRSLAL AT B FA BT 2 9 17-OHP FIife % R, B &
MHEFTL A 3> . 17-OHP BT ACTH #4#1
HPRES, B 5 & MM E X R/ /R 17-0HP H &
HER —ERAR SR , 5 B A — R 25 i 2R A s PR A
BIA%Y, WS EEHENS THRERRH
EHHN S BETEES ERE, KEHE
“ER7KFEERT, RGBT 8 H 4
KA R B S HEE . FRIE, 17-OHP Al
A BB IME M TR SRE” VR, SR ES
BB RIERAT R, FRREM ACTH gk
% 21-OHD F I 45 4%, 7 H 24 ACTH 7E IE % 15
Bl it R VAT L B o

(2) e ARSI . WA 2 K A5 s E B R B
BAEE, 2 SNKNSE S5 HESBEME™ &
MISWTTFHA 30 75 2 1 ) B 7 AR, BB A K
SR ;XA K A (R B S R B TR R, L)L,
BAA AR T I R TE B AN G b 70 A1 5 1) B4
FEEAT GC BT R (ILX GC M A K1
B, W Rl R A3 A H B LINE A 1K,
HE3IAMH LRE2 %, Hih=2 %4 LLERY
1R FIREE 14 1 R, A BT BT 4 ~
6 MA 1, ARSI 148 1 1K, 2 S RE AR,
FHAE 1 YR (EAN 5 BUER A A 0 et 7 #5278 B B 4
2, PR R B R WA I, I R R B,6 %
EHE BT EE HIERRE L ERI 1 KB,

Itk Bz MR B AT

1. YT R B AR . 49 75% 9 21-OHD 5%
BRI T, LW Mg RIAFF M TR B m
FCT AR A B LE At 5 | A I P 785 ML, bk
0 B EBTE,

2. FIFIFF R FC 2 AT — M 5
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I, KA KA 18 ~36 h, AT IR 1 KR
R EEI%S 2 IR .

3B e X £h B S R B0 A U R
F(F1Ha), FaILMEILY FC #il 150 ~
200 pg/(m’ - d) (50 ~100 pg/d) , X AR ANE F 4
BEYRFEMNIILTFHRI AR 1 ~2 gd"
1 % J5 FC I EHLIRD , BHEPMRAGE L,

XA G EF R SV BB F FC BRI
BE, B GC R B (BRI , B 4 I Y 2 I
JEHT,

3. W AR B R bk E R
VR, 75 2 1 e 0 T O 4 0 R A R R Y
FC H&KHE. FC>250 wg/(m® - d) B R & 4
RS 3, ' SRR FC B B BUR IS AR, Bl
FHMARIEFRT, BHAEFRIER S RERL
R,ABEZEER ., WHARNBRANTERT 1%
E2 A WAREE, LR LR, &
JE BT iR FC &R (R I v ol e %% A 2R AT
B12.5%) , BEMT &g (eR) s ik
FESRTERTE, RZRAR. EER: BIL
R E R R R A B R R (R K ) i B
BEA Kt K M TSR N . & AR 75 I PR At S7 B4EE
B FC, BIEH o, 1678 Wil F B9k £ &AL (FC
SRR MR RN ) . FBEIEIFIER, F K
RN, KRR RERMELEShET, SR E st
*hFEEEL . B R E] AL AT AR R U

Fi.. NCAH H)387 8L

1. WP . % NCAH B % — B R EE GC
WBIT . BV GC R TR & mEs RN
BRI A KA R IR R R IR B A A K
BN EEREERESE S B REEME, ¥
BT A EHINNTE GC, EERAMNELEE,
GC — TR, B RAEXTEEVATT o

2. ERIFIAIE GC BT M R HA ST
$EI, XA IR A KA R SR ET R D, A
IR HREHE, 43 Wk, MEFEPZLSE R
RS &%, TTAKREM 2.5 ~7.5 mg/d, BT K
AR 5 Bk M ZEKAR 0. 25 ~5.00 mg/d, BERT—RTH
B PR IR ., £ 75 B W BRI, R
FE R G A HE RO I8 AR A 1 7 T R I IR SR A
W, HEMA LKL CCHRITERAR, ERGE
F, 897 AR , 1% 5 2 BRI, Bk S
e R o

3. BHEMERMIHERT - EERFESEFEY

THEE, ORE2ARE MR ERENE TS
RLANSE AT VB R 45 5 3R A B (SHBG) & 1L,
ERRMELE ", DU ok T 51, g
f# 17-OHP (2R #E4% —E A DHEA T F%,{BxfJLE
FELENTFHREELLR,

7S L BOR S FIZSR Y GC 7| &

L AESMBL R BRI B B i A AL AT
AR A7) B B IO B OO R R R U S R
Xif 0 B 48 L RE 31 (R 54z 3h BB Y 6] Y
hERIER) ARFEEMEATHRAE, BF R
i M

YRR B B ) B R L R P R (A
RESFI8 C HEEFEEE) MMEFEANE?2 ~
3fE 4 RMAEKA, EENE(KEST
39 C B AN K ) S M2 0 & 5 7%, 40 4 K
RAZRA. BT URERHBEANE: 2L
25 mg,1 ~5 % 50 mg, =6 % 100 mg, A
FEREE 4 60 mg, T 30 mg(BHFERAENK
MEF) . AsE DR HE B A2 (LE S
) . WAEE 1 ANZELBEZFEERE,

SALTFT AN —F R FREE R, {0 N Bt AN 58
HFCME, FEERILME LEBEREFLEAR
B, ILZRE B T s BB (BRI ZlEsh) 5K
PR B B0 AT B g >

AFABE R IMEE P NF AR (B A KBRS
FARE) AR E R E, BER KR
WMHBAEVGEM GC RE, ABERNERRERR
TE BEmEHnE.,

2. SRR DRI B B B AR B Y
i KFABIL ERFRT I HIEIFE, ZLUT
BRFAMAEALFTRIR (K 2) o TOBAR 255 B2 R il
e, HRREFRLEE , JEERTERA/NEEKE
g FC EBNE.

S AT AR A, X T R F AR R KR
) F 1% Jé J& ( prednisolone ) LA i & 35 88 > F AR A
B, AR EAHEMIER, SRTERFTHOE
KERFXRWERE. TFFARE, LFEFRH
Bk EFRIS LA i FC, B BJLARER Y4B
AE, TR FHIE0.25% GS 1 0.45% HK, B 1k
fRMBEFRIEIL A& .

[ FEAERN)

— B ERG S

LM E B EZ MBI, HE GCHNITE,
T P A R R B (BB ) R E TR B
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F2 EEMREEATERE ST AR R

H EE T %
AAT1d SALFT I 2 mg/kg
FARYA
PNl SALTTEIHY 2 me/kg WL TE ST el 80 MK T , FRS ARG % SO R 2.5 ~ 5. 0 mg ALATIEST
AR 10% B EEREF BRI I, INA S L8 0.5 mg/ (kg - ) FIEIL AT A94R8 2.5 me/kg ST IE s BT BHHIAE 150 ml/ (kg - d)
NCE SALTT A 2.5 mg/kg B ST eR Bk =
FARE
F1X SULEN 0.5 mg/ (kg - d), 432 ~3 WRAME , SALTTBIRL 2 ~ 5 mg/kg WLPIEE ST, B 0 Hvk I e ERE S L B R &
H2~4K SULFT AR S A LIS Rt I = AR

EIXBERBNEM2MHE, 84X LS H.58S KREEERE

(BMI) . 1t 5 A HAth P IR &7 B AE AR DRI PRAE A

ZB BRI AR AR

B b i B B o M R (BR9E) A2 21-OHD A/
TLHYFF RAE , JLEE S B W] KA BB, JUH M 4 p s
fil2e H1. @WH T MO E R CT 5 MRI
ik 8

= BN E IR 5E 49 (testicular adrenal rest
tumor, TART)

. BESL: TART 25 b AR A 5R & 09t A I 2 40
ffoid B HE A PR R AR, & CAH R I RIE
Hi3 FEEBETEL B ENE, KHEHEFH.
TART Z LT CAH BT RI R ERE  BhF &4
THHBFE, EBE CAH £E4F B ENES
JRNZ—. CAH % TART B9 54 EH AN
AR5 (14.3% ~94.0% ), FF B K K B R
B, EMILE.F B TART & R R
29.5% ,F/NEW 4.5 5 TART 32 AW B E
FETEMNT2APRE RN ERRFRAE,
ih AR A SR I R A IR BUE R B R A A
BE R TRE R Leydig 4 i1 T B8 &R AT 33
PEARE T, TSR T B SR 0 5 L B R AT
MERR

2. LW ARG R MR ERT, IR K,
12 S B S8 UG M A B P B AN 3, 98 A/ N Ao a2
MELL R B, B XTI TART FBURM: JLF 5 MRI
PRI, TR 17-OHP FUE i & % H il i, |
EW BB, T A EE

3. BT AP AN IE R AL SR, X
RERHLEFE FEH B, b K AT TART Sk
Ao MERKAEERRE, B SRS R4 K 2L
RE A AFRENBRE. BF X ILESRFTHEY
TART 38 W FH K50 & B2 TR B2 R 97, 7T B 18 B /R
RO AR/ NRTH 5%, ABFR A 473 PT 2 A 87 S B 3 )
MK (FSH) BT 5, 127K Leydig 41 TN REVA T AT

EZHR XMFERTHRANRARAE LB
&K BRI Mo T AL F MM AR BRI &
R B E MRS A

AR IR O FARHT A L 21-OHD & PEE
G B A R R LA BT 2 K. 21-OHD 2B
T4 FIWLFE 17-OHP 7 P94 A7 082 ME )
R ERFEFEGN , K RERIRT HARER &
SR E R A K MEER E LR AR 10 4 58
o BRIAIT R RN S TR AT A
LR E , IR T BRI 7 B AN R & Bt e xt A
AOID B A A BEVR PR IR SR A A o SRR R R B
TRIT T B AR 1k ki fa & IR A, SR P AR R
M B R L B R R B R B B G AR B R
MEIE. BTESHRAEHBTR A —HEL
K EE T EMER  hniE” , BT S M E MG
PRAEHR W7 A W7, SRR BIAMAAL IR I7 (0 B B
M HR, B E AR GC Fif, E#
eIt &5, LR B AR, RIEREA E @
B, T NCAH A& W A F f &l 21-0HD J5 L X
B, o7 AL I

(BB $h2)

ZEXMINHEAR (LIEREEATF)  MAERNKER —HRE
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