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Drug therapy for familial hypomagnesaemia with secondary hypocalcaemia report of 4 cases
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[Abstract] Objective To investigate the clinical features and medication of familial hypomagnesaemia with secondary
hypocalcaemia (HSH) . Methods The clinical data including manifestations and medications of 4 children who were diag-
nosed as HSH and treated in the neurology department of Beijing Children's Hospital affiliated to Capital Medical University
from January 2015 to October 2018. The follow—up ranged from 8 months to 3 years and 8 months. Results Patients consisted
of 2 males and 2 females. The main clinical manifestations of these cases included convulsion, irritability and mental retarda-
tion. The intramuscular dose of magnesium was 0.17~0.44 mmol-kg™-d™ at the time of initial treatment and the oral mainte-
nance dose of magnesium was 0.09~0.19 mmol-kg™-d™" after symptom relief. All patients did not reach the normal level of se-
rum magnesium after magnesium replacement therapy. However, follow—up showed that there were no convulsions in 4 cas-
es, of which 3 cases had good prognosis and normal development, and 1 case had severe developmental retardation due to
lack of timely diagnosis and magnesium supplementation treatment. Conclusion It is recommended that the goal of treatment
was to take magnesium dosage to achieve the level of magnesium without low magnesium symptoms and normalize calcium
metabolism. After continuous oral magnesium supplementation treatment, the children were in a low magnesium state for a
long time, but had no adverse effect on their mental development.
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AR FEREIR AR B B4R A A A R 55 R
# (parathyroid hormone, PTH) . #] 4 #ME 6 I 19 5
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1L T A HSH BF IR TR, 4 1] HSH
B, 5 200, 2 25 IR 18 d R 7 AN HE
2d(H 4~ H ) s iZ2W HSH AR N 7 S H R 2 d 2
4% T2 A H (P9 H 22 d) . 451 E B KAE
AR BEIR , YA By 0 B s, TCRETE AHOCIE IR o

F1 ABIHSH BILIGREHE 3697 RIS
P EE 2 Bk FEER W Wit Wi iR Mg BEOIR4E Ry KD e
A AR R EIR 11Kz 1K PTH SO 4t Fel&E  [EmsE  fE
(mmo (mmol/ (pmol/ F& (mmol-  (mmol/
/L) L) L) (mmol-  kg™'-d") L)
kg™-d™)
Lo1ed  4%2 B WK G, 008 167 0.86 0.31 0.09 030~ 2411 g 4k
0! by K 0.53 A %
B HkIE
Z 64H  7AH W OB ZE. 014 1.62 0.47 0.44 017 0.37~ 348 TR, %
15d 2d i Kk 0.56 ™A HIER
B
BWOAANH 1&8d B BK. SR, 0237 1.817  1.54 0.17 0.19  0.47~ 14E 8 TR, &
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HIEE
B 740 74 R R S, 024 1.79 1.03 0.32 0.09 0.32~ 84~ A TR, &
2d 5d Vit G 0.52 HIEH
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Te R R AE 3 B G RAF, & B IEHE 1 F AR Mt
WIS M SAMETRYY IR R B s . W& 1,

3 it

HSH J& —F 2% L i) 5 G (o AR Bk e g, LA™ 8
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