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Progress in clinical treatment of severe gestational hypertriglyceridemia
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[ Abstract]Severe gestational hypertriglyceridemia may lead to serious complications such as acute pancreatitis, premature delivery,
miscarriage ,and even maternal—fetal death. This review summarizes the treatments of severe gestational hypertriglyceridemia in recent
years,and suggests that strict low—fat diet control,appropriate medication,and timely plasma exchange are crucial to prevent acute
pancreatitis during pregnancy and improve maternal and infant outcomes.
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N, RS BRI AT AR — Rl & TR A iA=L
BT F OIS 4
125 HFE  JFEA{Edt LPL Bt ASNEIGER , AT i
M. TG B, MEJFZ AR Z AL i T % LPL (P2 Rt iE
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B 35 JEBSXF TPE J I RAETA T e P, BR AR A
B, X TF AT ORI SHTG 38 1 I 2R AR 16T S48 5 0 K
B, B TRRARFIT
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JBE i 2 K% TG MBI W] BEAFAE B RIVE T, BA Z 4] 4t e 35
FIPIE IR AT BT TG A (BN TFHAE SHTG A1
R S TP R TERR DI HE R
1.3 ARIbAfg 5 B
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T IFRAE T P AR TG /KEIT, IR 4 Sivakumaran S5P77 18
SR TPE FipFPERE TG, 2545 RIF45 Je , oA Wk A an ey
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F1 SHTG & IEREFE TPE RITEM TG KERFIRE S

S5k g o AWTEITG RRTPER TG CIPE BTG
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