T B REAZE 20214 1 A5 27 %% 1 Chin J Osteoporos, January 2021, Vol 27, No. 1
Published online www.wanfangdata.com.cn  dei:10. 3969/§.issn.1006-7108. 2021. 01. 029 135

8
=

(X

(K% FE R & B e 4 &) B g A b B9 /R AT 58 ok Je

Buedh' EE k'
1R VL o BE 2K IR 85— B B, SR U AR B 150036
2RI B 25K ML /R 150040

hE 4% S R589.2;R681 MERERIREG: A XE4HS: 1006-7108(2021) 01-0135-04
BE: WEA SR, BRENEREEE I, LS8 Rmmn b7 3% K0 4], 5L LA REWA S R, EE A
JE BT A B AR IO W B AR T SRR R AT H R AL i R Do, D e AR 2R R H e I 3R 5 L
ﬁ?ﬂﬁzjﬂ‘ﬁﬁ’ﬁﬁ—{j&mm@ ﬁ@?&%ﬁ?%é’]?’*/\ Hlé'{tiﬁf%ﬁmjﬂm?ﬁ?@?é)ﬁ%ﬁﬁﬁﬁﬁ(postmenopausal osteoporosis,
PMOP) LRI 3R B R 2 — o )R NG OB 0 LB PO AL B S0 285 B, 55 00 H TR R B 2 g R A
6] MRS X R 2 S5 E BRI A FFRE T BTG 2. TE R X IR AR 6 A 9% b, I B2 B8 B (Jow density lipoprotein, LDL)
PRI 2 )7 B R A B MG R EIEE AW R T R L AR R AL SR R o A SO 4 2 R IR R AR
H K AR R RR B O 7R B AR AR AR T L R BB 2 W X 44 2 05 O AR B TR AR DGR T N LR g A S i — 250
FARFEEIRE A SH LGB BB 0 56 R 288 FLal .

KHE: MW ERED A )S T IHR MW G

Research progress in the role of LDL in postmenopausal osteoporosis
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Abstract: As the population ages, the incidence of osteoporosis gradually increases, of which postmenopausal osteoporosis
(PMOP) accounts for a very large proportion. Moreover, osteoporosis is not easy to identify, and it often develops into a fracture
before it is detected, and this brings a great deal of trouble to the daily life of postmenopausal women. However, its pathogenesis is
still unclear. Therefore, actively exploring its pathogenesis factors and mechanism has become an urgent problem to be solved. With
the deepening of exploration in recent years, the disorder of lipid metabolism has become one of the hot spots for studying the
pathogenesis of PMOP. The incidence rate of abnormal lipid metabolism and osteoporosis in women has increased after menopause.
In addition, drugs used to treat both of them have also been found to have common benefits, which opens up a new therapeutic
approach for the treatment of PMOP. In many studies of lipid metabolism, low density lipoprotein ( LDL) has been found to be
related to PMOP, and the increase in low density lipoprotein may be a risk factor for postmenopausal osteoporosis. This article
summarizes the reports of postmenopausal low-density lipoprotein levels, the role of low-density lipoproteins in bone metabolism,
and the effects of lipid-lowering drugs on PMOP, in order to lay a foundation for further study on the relationship between LDL and
PMOP.
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