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[(WZE] B8 7T EH DO E LGRS ERR R B ARE (CAH ) 1 & 9 3R U5 16 7 11

Tk T EMXK A B (136 %) 2014 4R 7 H & 2016 41 3 7 1A 160046 44814 JLifEAT CAH G e iy
PRI T T 4. S8R 160046 #3452 CAH fii i B A L, JALBEPE 70 #i] (0.044% ) 5 B2 CAH 11 4],
CAH KFHHA 1/14550 (0.069%0) , Qb o il (FET-2 fi)) , PRafirefe 2 il 9 il JL—28i2, i
RGP SO ERIRYY, BV RKRE R . &6 TRHDCH AL CAH KA 1/14550; 767 EH XTI
CAH i AW 2Ry, X2 B ILS TEWIRYT AT s .
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Abstract: Objective
outcomes in neonates in Ningxia, China. Methods The clinical data of CAH screening for 160046 neonates who were
born in midwifery institutions in Ningxia from July 2014 to March 2016 were analyzed. Results ~Among the 160046
neonates who underwent CAH screening, 70 (0.044%) obtained a positive result and 11 were diagnosed with CAH; the
incidence rate of CAH was 1/14 550 (0.069%o). Among the 11 neonates diagnosed with CAH, 9 had the salt wasting type
(2 died) and 2 had simple virilization. The 9 neonates were given glucocorticoids immediately once diagnosed and all
The incidence of neonatal CAH in Ningxia is 1/14 550.
It is very necessary to carry out CAH screening in Ningxia, and active treatment can improve the prognosis of neonates

To investigate the incidence of congenital adrenal hyperplasia (CAH) and treatment

of them achieved good growth and development. Conclusions

with CAH.

[Chin J Contemp Pediatr, 2016, 18(8): 698-701]
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Xf O I BUE B MRAR S TR WS 2R
B AR E R . 7EE A UIIETT CAH fiidr,
RWNAYT, AR08 CAH W™ ERRY, TH
Il [ A XBUR T 2010 446 7E 4 X3 Rl A 52
B B8 A LSS R HUIR IR DI REIUIRAE ( congenital
hypothyroidism, CH ) AN Bl R AE ( phenylketonuria,
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1 PKU L 300 XN, ARGE % T EILE 5k
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()% 2, 2014 4E7E CH F PKU i 2 i 3L mE [, B
CAH myfififx XA T 9k & i Hrp . A ¢ CAH
i, [ PNIRGE 2 AR LRI, PERih
DX A KA AT, L2 PG b X B R DL
THEAENEILHE DB RGEIX Z—, AL
WRIGEE, K Fae@AE, AGishitED,
o B b XA TC 2] 43 S8 AN R PKU & 95 22 ] I
A EPEAACE B O TRz IX CAH &%
FNAITH ARG O, POK T = HbIX CAH [ fo 9% i
RGN,

1 #RERE®

1.1 RIS

2014 4 7 A % 2016 4 3 H T EHIX T A B =
UK (136 2 ) Hi2EY 160046 44 1 728 A L BF
SENt4, Hirh 5 816204 1, 4 787842 i,

1.2 FRAEE

B LA 72h 5. 7d 20, PRI
BRI BRI B AMI, TREE <3 mm, FHUE4CH L 3
ANMBE, HAE 8mm Ll L, WiMBE, LHEE, T
TGy, RN RIS E AR T, BTSN,
PRAEAE 2~8CUKAE T, F 5 A TAE H P Psh% 27
B aEBEB A LB ot
1.3 CAHF#&

DI 3% 17 ¥ 22 Bl (17-OHP ) 1k 2k 0 4r 45
B, SR A BEDEOC e ik (. 7=
PE1235 #l4 [ gl [a] 3 BEDE e pr i, e
() 17— FE22 R 6 ) L BT 17-OHP>30 nmol/L 35,
3~5 d WEFCR M, i 17-OHP>30 nmol/L
A pHPE ¥, G B IL 1~3 d N H R E TR
SRR e 2B L9 0 A v o b BBk I i — 25
H&S5izW, KifigE, BHEV, E4 17-0HP
FHRIER, AREHEBRFE T3
1.4 REEH

B LY 0 A S 9 = B AR S 0 AR A
HG B RS 2 K, B ARAS TR A A AR e R AT
Jo e WA

1.5 CAH K2 WtRAE

CAH 2Rk IEIG RZEEE . NI A A
WERHERZH P, (1) IWREMR: Bl (—
e R 2 ) B BEYS . WK, XEL
LY TE AR ILAR | B AR TR S R RS R
PESOARPEAN B g BIMERE . (2) LR
FER LT =R PR SR SN N RGO N <]
AT L P A B A AW DL S A Bl 2 W P
o G R R A B I st AL MR s o I T R A
AR LG B KR T IR, A2 B b i
£ (ACTH) /KFEA[RFRE TR, 17-OHP 1 & ik
IEH LA, MR BT (3) R E R
B MK A A o5 SRR . (4) FERAGIE
Wiz FBL
1.6 BIr5kEiH

BIL—B#2, SERVETIRYY, @Sriayr i
FRERYZE, DRSS S, R4S 17-0HP, 75
ACTH., S2 e A T S5 AG I 25 S R 38 25 50 1
FE2~3H A LR, e IR DT LS B ),
HEHFERKEEHL.
1.7 FitFESR

i FH SPSS 18.0 Bt A iE A7 icH s A K et
3T HHEGERTE % (%) ST (%) &
N, B EECRH R TR, P<0.05 bR HA
GiitE .

2 #R

21 CAHXRZE
1252 CAH 025 19 160046 44 8 /E L, CAH
A FHE 70 B, BHIEZE R 0.044%, #fii2 CAH &
JL 11 B, RH§ZH 1714550 (0.069%0) , 5 i
S H A AR T 22 A Gei e S, Wk 1
2.2 Hsig CAH EJLIER

Wiz 11 4] CAH L, %6 #il, Zc51l;
Horp e Ehm o 5] (2 et ) , Atk 2 fi;
] i 1ML 17-OHP ¥ &£ 7 48~1300 nmol/L 2 [a], 11
] CAH LG RZEALE 17-OHP i B 03 2.,
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*1 TECAHZRESLEEMX CAH ZfREMLE
H X i A Ay i A 151 NS BIGH (%0) P! P{E
TH 2014~2016 160046 11 1/14550(0.069) - -
g © 2007~2008 93791 5 1/18795(0.053) 15.66 <0.001
A 2002~2010 175876 13 1/13529(0.074) 48.00 <0.001
) 2012~2015 378252 22 1/17193(0.058) 45.36 <0.001
ma 2011~2013 27988 2 1/13994(0.071) 7.44 0.01
g 2003~2011 88350 11 1/8031(0.125) 80.34 <0.001
iy ™ 2010~2011 74791 5 1/14958(0.067) 21.06 <0.001
Didu 2010~2012 96423 5 1/19285(0.052) 15.08 <0.001

T G N S AT A T X CAH A5 1 L

F2 11| CAH BILIGREE S 17- B2 ( 17-OHP )
THEEERL
R b sk V6 17-OHP S 17-0HP
(nmol/L) (nmol/L)

1 °© PR 687 751 BRI
2 & M 153 217 IRITH
300 IR 500 480 IRITH
4 5 paiBdl 80 170 IRITH
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6 3 R 48 535 RITH
7 B Jeh 723 1310 BT
8 I R A 227 628 BITH
9 4 PR 200 260 BITH
0 B RERTY 1300 - A
11 % Kb 1040 - T
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Rre R EmRe, ik, BRhEmser:, a9
X5 285 T B B 28 RN B O R A TR YT .
WrmEILAEREE, BaEgs (5K) | &
IR EFEEN, HEPROL R 5 #lZchk
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g IR IR A T 4E/N, 2 BIAAE LR A IR
PBRLA R EIL, 1 BI7E 8 AW T T ANARFIE
FARWBIT, | BIEIH AR (B2 54
HFERIBIT) , 1 BISNHIEH .
3 itig
B LY i A 2 Py L A Sl 1 = T A
REAE BBL &I AT AE H 26358 4593 8 50 1 0 1)
W, Ea &ENRYT, Bk E AR kA, ik

N SRE R ) E IR 2T J
AL AT, SR AR & 0 R A Ly s i
EEBINE ) K G )L i & 5 R B ) &
KIAHE CAH SIS E 18L& H
H CAH 7E4 H Wi AR, HTEARKX
BUR T 2014 4F4 CAH i A T HIGIX “Ef
— R B R, AkSie 4 X I B X g A L AT
9% PKU HI CH Fii A i[RI, B4 T CAH fifiér
A L CAH i A 4 222 48 38 2o & I il 17-OHP
R BT R AT Y 21- AL EE B 2 SE (21-hydroxylase
deficiency ) 2 W "V, H 052 By 1k 3 4 JLAK 78 .
B AR G5 ARG B A & A, NIRRT AR
JLEBET= 3, B 1k 2o 53 4 A B e 590 AS T 155 0 i)
KA, KRR AR R A A S, RE A
it ot e R, Attt 21- BAL R = A 1)
KRN 113000, H AR 171500017, R P K
1/14000~1/10000"", Jt3&4 1/15000"", A58 %F
T HEHIX 160046 44814 L CAH Tt s, TH
X CAH K%K 1/14550, 5ESMRIER CAH
(4 A P2 A —2, TN I (1/18795) ™,
JPE (117193 ) MO kil (1714958 ) M RIS b
X (1/19285) ", (HAKFH M (1/13529) '
B (1713994 ) " RIGE R (1/8031) #uIX ", CAH
J& 8 e R B L, KRR S, Rk
KRB, (AT BHET CAH 76 [F N 5 25 1 A K
B K, AR RO SR O b, A Tt
— 5
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B A BNAR DT WM . £ R B R o R v
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17 90%~95%, HRE 21- ¥R ALEEE G FE B R[], K
21- FRALRFE Z AE 4 R R B AR B gl B M AL A
A PERD 3 Ff, RERA i E AL, SR T 21-
FALm o6 e ue e sk, BJLTE AT 2~4 R PR
BRI EYE . WK AR, i s, AR
PEIR B AR = ALER . LU A e A
PITERIE . A 1 B Y U8 B E . R
afi BAEAE AR 21- FRACEE AN 8 e = T s,
[l B A I B, OGS R . LYY
RIRF I, B, Lot SR
T, GMAFEAER . KEAE AL B 9 45 55 e ik
fiE. HHERILRIN BN, FEGEILRK
BN, R EE R N R B R R R T .
B )L CAH FhAr el 70% 21- FAbBESL = 5E ( 3
BURIR AU A e B LA ) B LE R B B
I ARAE IR 2 AR A5 B AT 2, AR T 2 b
X A2 11 4] CAH 2L, 2 67 4 [ pE
Uikt e FCA K AR AL T, HAR 9 BilFE
14~50 d WEfIZ IS BDAYY, 8 I RS Rl 17 ,
BILYIRE B, Hd 1 B8 JLwIdE 17-0HP K
FEARKE, AN 48 nmol/L, B it #5315 535 nmol/L;
53 A1 2 i £ LA 0 (A 247N F 100 nmol/L,  fc )5
ZRFRMHZ . HIE R AL, BRTGA 17-
OHP N FHM, —E 2, AEARRERHIZ GO T,
UG TR, —&i2Wr, SERIAYT .

AR R T H X H AL CAH &N
1/14550; 757 H HbIX TP )R CAH i S b B s
X2 CAH BILS TEMIA YT vk B JLAE
1o, BiilkZetEB e, sk BILTE .
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