F17E 11 I R Z5HIRYY 447 Vol.17,No.11
2019 4E 11 A Clinical Medication Journal November,2019

HEFXRXEE LREFUEEERELS AR ER

BEF, SR, BB, AR, A

(1 B 2Rl B AL U U A EE g N2 RE T2 N0 WA T R SR = DRI AL B2y, JE st 1007305 2. AR5 — =
Be /ML iR, KA 130021)

[HZE] ARBEF LR EZABEAE (congenital adrenal hyperplasia, CAH) A&7 P2 @misL g H46994,
JR B T A A R T oA ) 69 M AR BB BE AR S, RS T AR P R AL P AR T3, (central precocious puberty, CPP) #m
ﬁ%%%%,%iﬁﬁ%%ﬁ%ﬁm,u&ﬁ&ﬁﬂ%%ﬁ%i%oﬁﬁkﬁ,%%ﬁ% AT IR TR AT R
144 ( gonadotrophin releasing hormone analogue, GnRHa). ¥ #8 A 4 %k i% % (recombinant human growth hormone, rh-
GH) | 5 BACEGFp 4] A A AT R RA F T LB RFEAEAMB K E CAH B H 094 G &, AL LR B H s
CAH #4454 B 69 LB AT 2738 , DA 16 R TARRAMEIE .

[Cg2R] ERMER LMBURNE Ak ; 21-ABs G 45 & S

[FE»%%5] R59. 1 [ Twkdr ] A [K’%‘%%] 1672-3384(2019) 11-0024-05

doi:10.3969/]. issn. 1672-3384.2019. 11. 006
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[ Abstract] Congenital adrenal hyperplasia (CAH) will face impaired final height during the treatment. Final height may be impaired due to
insufficient inhibition of androgens which promoted epiphyseal fusion, occurrence of central precocious puberty (CPP) during the treatment which ac-
celerated epiphyseal fusion, excessive of glucocorticoid and deficit of mineralocorticoid, etc. There are some medications that could improve final
height to some extent. Gonadotrophin releasing hormone analogue (GnRHa), recombinant human growth hormone (thGH), aromatase inhibitor,
and androgen receptor antagonists could improve the final height through different mechanisms. The improvement of final height of CAH patients with
the above drugs were reviewed in order to provide evidence for clinical management in such conditions.
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