E st E# 224 2012 42 9 F % 33 %% 17 #  Int ] Lab Med,September 2012, Vol. 33,No. 17 e 2077

SRR R R R -
BRARMREZEFEREEEXEFNEZEN

M 4 R & W
(FMNPEHRFWREPLTPEREEF, T AP0 528400)

AR A fe f iR & e £ B R R IR IT R oW B RS AN R 09 S B R R
WA, FiE EREFNTEFEEMFKERRFTAEMN MABFEZRAEEFTOEFLBILER, GR FREMAGHK
i eI T > R EK TR BA(P<0.05% P<0.0D) . mehimip . PHEMIT S . @ik . Lhmib
M Eme TN B[ TRENRBA 2L m LML T 55 R RaAMLER £ R EA %+ FEL(P>0.05),
B R ANE C3.CA YK TRESBAAZEZFH REFX(P>0.05),m IgG.1gM ¥ B F A& T 42 K F B 28 (P<<0. 01),CRP #=
IgA M 2% & THREMNBAP<0.0D), Fit XZFLABBTRAAREEZRFFHRLEIRTIIPH, KER S 2B HE,

KPR :F AR, LZ)E; amie; Mk, LAEKREEG; CREKRER

DOI:10. 3969/j. issn. 1673-4130. 2012. 17. 014 MEKFRIRAD : A

W OE:BN URTARSEFXREF KR LR

XEHE:1673-4130(2012)17-2077-02

Changes of humoral immunity associated indexes in patients with osteoporosis
Chen Jianghua ,Gu Xiangming
(Department of Clinical Laboratory, Hospital of Traditional Chinese Medicine of Zhongshan ,A f filiated to
Guangzhou University of Chinese Medicine , Zhongshan ,Guangdong 528400 ,China)
Abstract : Objective

porosis,and to discuss the immunological pathogenesis of osteoporosis in elderly women. Methods

To investigate the humoral immune status and white blood cell types in elderly female patients with osteo-
Bone mineral density values of
hospitalized patients were determinated and routine blood tests were performed. Related indexes were compared with elderly women
who were performed normal physical examination in the hospital. Results The amount and the percentage of lymphocytes in osteo-
porosis group were significantly lower than those in the normal control group(P<C0. 05 or P<C0. 01). The amounts of neutrophils,
white blood cell and mononuclear cells and the percentages of neutrophils and mononuclear cells in osteoporosis group were higher
than those in normal controls,but it was not significantly different of the amount and the percentage of mononuclear cells between
two groups(P>>0. 05). The levels of both C3 and C4 in osteoporosis group were lower than those in normal control group,but the
difference was not significant(P>>0. 05) , while the differences of the levels of IgG and IgM were significant between two groups

(P<C0.01). The levels of CRP and IgA in osteoporosis group were significantly higher than those in normal control group(P<Z0. 01). Con-

clusion The specific immune function of elderly female osteoporosis patients is suppressed, while the inflammatory response is activated.
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