26553 T E SRR E Vol.26 No.3
2024 4E 3 H Chin J Contemp Pediatr Mar. 2024
doi: 10.7499/).issn.1008-8830.2311087
LY | JY/ANSY A
LRI

Wi L APk 0Oy REAS 4 1 B

K

(AFRILEFEF P/ KFWREILAER
1.#7 A LA 2. Ao skt AR HA; 3. A, LiE 201102)

FHUR ARRA' Ak EEc x0T FxT AL EZER

(HZE] BILEB, 1A, KA 6 h BRI ERE IR ABE . BILAE G R — o AR, ARS8 R
KR ANEOINEERS, SR A N E IR TSR N SR R, TR IR R E . LGS,
WOREUIEAE TBXI9FE R T BEEURTEE S 24 AR (.917-2A5G+¢.608C>T), 4313k A4 HRE. %8 JLIHGIS I N
TBX 195N S B SE RIS AR B E IR R B R 2 e . A T AT AT e, DI REE Ik & I
W MBS TR EIATT, MUTE I8 AR, AERKET BRI Bl LRI R 2t O TisE R 25
IS A AR IR, IR A TR B R R RGN [REY/ILRIZE, 2024, 26 (3): 321-324, V]

[RR | DIBEARS; TBXI9FER ; Se KPS AR B L IR R = e s B L

Acute heart failure in a neonate

LI Shu-Juan, HU Li-Yuan, ZHANG Rong, YANG Lin, XI Li, LIU Fang, CAO Yun, ZHOU Wen-Hao, CHENG Guo-Qiang.
Department of Neonatology, Children's Hospital of Fudan University/National Children's Medical Center, Shanghai
201102, China (Cheng G-Q, Email: ggcheng cm@jfudan.edu.cn)

Abstract: The male patient, one day old, was admitted to the hospital due to hypoglycemia accompanied by apnea
appearing six hours after birth. The patient had transient hypoglycemia early after birth, and acute heart failure suddenly
occurred on the eighth day after birth. Laboratory tests showed significantly reduced levels of adrenocorticotropic
hormone and cortisol, and pituitary magnetic resonance imaging was normal. Genetic testing results showed that the
patient had probably pathogenic compound heterozygous mutations of the 7BX79 gene (c. 917-2A>G+c. 608C>T),
inherited respectively from the parents. The patient was conclusively diagnosed with congenital isolated
adrenocorticotropic hormone deficiency caused by mutation of the 7BX79 gene. Upon initiating hydrocortisone
replacement therapy, cardiac function rapidly returned to normal. After being discharged, the patient continued with the
hydrocortisone replacement therapy. By the 18-month follow-up, the patient was growing and developing well. In
neonates, unexplained acute heart failure requires caution for possible endocrine hereditary metabolic diseases, and
timely cortisol testing and genetic testing should be conducted.

[Chinese Journal of Contemporary Pediatrics, 2024, 26(3): 321-324, V]
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