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Literature analysis of hypocalcemia induced by zoledronic acid

ZHENG Yong-fei, BAI Xiu-mei
Department of Pharmacy, Zhengzhou Orthopaedic Hospital, Zhengzhou 450052, China

Abstract: Objective To investigate the characteristics and regularity of hypocalcemia induced by zoledronic acid, so as to provide
references for clinical prevention, treatment and safe drug use. Methods The case reports related to hypocalcemia induced by
zoledronic acid were retrieved from PubMed, CNKI, Wanfang, and VIP databases from the establishment of the database to October
2022, and the literatures were statistically analyzed. Results Atotal of 28 literatures were retrieved, including 35 patients. There were
16 males and 19 females, with an average age of (57.75 £19.02) years. The occurrence time of hypocalcemia ranged from 1 to 30 d,
and 30 cases (90.91%) occurred within 2 weeks. The level of 25-OHD3 decreased in 16 cases (59.26%), suggesting vitamin D
deficiency. Calcium levels of 27 patients returned to normal after 2 d to 5 months of treatment. Conclusion Zoledronic acid can cause
persistent hypocalcemia with severe clinical symptoms. It is important to pay attention to high-risk groups before medication, and
monitor electrolyte changes after medication to guard against hypocalcemia.
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Table 1 Basic clinical data of 35 patients
SCHR PRI RS 25 GRS B FA 250 145
Al Elg* 7 53 B RGiS 577, B AR HEE DR, AR RIEKA
RIRTIRE IR
Noriega 5[] 8 73 ZRMWEREE HZERIA . Bumds fAEFXDRZ FYRAL. EH
PEIRIE & I
Scxel %161 7 54 M I E g K HERDERZ [
Tufano %7 U5 54  JERRMRGMHEIH HEEKM . buEd. EXDAEER D, BHEH. EW
FEASMEAS & 47 BEIRIA . R M R G TE
WA
Corsello 5561 ¢ 64 A AR VER R PR, R, AR D=, RURSSRIT &
571 gercit
Gulley LI 5 46 FIHIEEER DU, SREN R4S e ik
Ho %5001 % 68 HIZIMEERE  bUmA. PR I AN k2> EH
Polyzos M 4t 31  Pagte Ji§ A7) ER 1%
Mishralt2] 7 70 AMEEER Rg K HERDERZ 1B
Perman &8 5 15 HRER 555, 44K D I 2% B P e EH
Ferraz-de- 7 61  Pagte Ji% 57 4R D RIE K 1B
Souza %14
Navarro &1 5 87 HIFIIMEERE  buEd YR D= 1EH
Kreutle 26061 5 82 HiFMEEHEE  bUEA HERDEZ IEH
5 86 HiFIMEEHEE  bUEA Rie K IEH
% 40 BEEH® RS YR DB EH
% 77 BB 557, 4EAEE D Re K IEH
© 55 B Rig K Rie K IEH
Nguyen &0 % 88 kMW EHHEE SINCESTNE VA 6 $eEm DELZ. BIREIR IEF
Epperla 081 5 54 il E R i HERDEZ IEH
Gonc 219 5 45 Pagte " REE K Rie K IEH
Singh %5201 7 52  ZRWEBEE RS RE K EH
Peter 221 5 49  BEtEE R i HERDEZ IEH
5 59 M e Rig K AL . FARSFIREFEC =
Henley 5% S 72 ZRYEREE YUEA . PR R R $EE DR, B IEW
Jones %23 &L 74 ZRWEBER PURZG . BER TR R BIhRe s IEH
4 | RN ¥ ]
5 68  Z KVEEHER g WRIERE B Dy e vk B
Do %4 s 78 HREMAEEST A (ERrIE =gl IEH
Narechania 2825~ 4 51 M A EIR ] AR DHZT. BEME. &=
FORSS M2 FEAC . B DhRe
N
Breen %5261 % 63 HIFIMEEREYE  bUEA. TR IME $erEE DB RS K
AR pELAERT] 5 65 EEREHERE Reg K HRAR REE K
kA8 % 42 BEEER Rig K BHRAR IEH
Wk 2112 S 55 ZRMEMEE U2 Wi R (=R IEH
7 49  ZRMEHEE BUES . PR UER HIogeA 4 Kig K
i iy Fy 44 500 S 58 CHBEAMAEEST A R J IEH
A2 AR S 24 A IR Rig K HEZE DB, FIRERY &

RETUE




« 2624« FEITHEFUH 202%FE 11 H AR &GwEkA  Drugs & Clinic Vol. 37 No. 11 November 2022

F 2 RIBILREARHERTE., IGARRZI. IGKRIEFREW. JRTTHRBREFER
Table 2 Occurrence time, clinical manifestations, changes in clinical indicators, treatment measures and prognosis of
hypocalcaemia
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