K IGE 28 33% 5 2018459 H  J Mod Lab Med, Vol. 33,No. 5, Septe. 2018 145

MR E TS ASO TBE S HDL KRy H e P50 Pr

Ko kA I ZH
(1. MR EEXARERARR B 21130052, BTSN A RERGRE L ITIHEIT 212001
W OE.BH T RBAEEFLF ASO B ELE HDL K-Fagm ik, Fik iﬂm};x:f 2014 41 A ~2017 59 A M 1

Bl A RGB B F s R T A AT @ BT KRR ET T B RR R EF S E ARG (HDL) &2 A&k
A A Z “O” (antistreptolysin-O. ASO) K T, B Bl 45 i 5 % B2 20 3 3% 'ﬁ-ﬂ'ﬁ’r% o, BROKNE RSB D=
# ASO 5 HDL £ R 5 AN A& 97 J6 VAR B TR 3 £ F L4t 5 & L (P>0.05) 3 B 2 0t 69 ASO 5 HDL %4 R
AR B E VAR EFI BN 2 F A% 5EXL(P<0.05) ., &i xﬁfj ASO R #5 ¥2 hm HDL 8% 25 £ 32 %7 1%

&, A FoAR % 24 r=—0.876(P<<0.01), HDL A& ®¥ TAL AR B KB ed K AR R f2 b H— 2w 2 N4
KR IR M s A BFREER TR s PUEE BR TV 128 O 5 W 34 AH OGP

FESES R593.21;R446. 112 XHEIFREL:A XEHS:1671-7414(2018)05-145-04
doi:10. 3969/j. issn. 1671-7414. 2018. 05. 040

Clinical Evaluation of High Density Lipoprotein in Rheumatic Fever

ZHANG Hui-pin' ,ZHANG Jian-chun',GUO Lan-fang® (1. Department of Clinical Laboratory,
Gaochun District People’ s Hospital of Nanjing, Nanjing 211300, China; Department of
Clinical Laboratory,the Fourth People’ s Hospital of Zhenjiang,Jiangsu Zhenjiang 212001, China)
Abstract: Objective To explore the dynamic changes of high-density lipoprotein (HDL) during infection in rheumatic fever
patients. Methods The clinical data of 158 patients diagnosed as rheumatic fever were retrospectively analyzed. The levels of
HDL and anti-streptolysin-O (ASQO) levels were measured before,during and after infection. At the same time, the normal
control group data were collected and statistical analysis was performed. Results It showed that the ASO and HDL results
before and after infection in patients with rheumatic fever were not significantly different from those before admission and
after treatment as well as in the normal control group ( P=>0.05). The ASO and HDL results at the time of infection were
compared with pre- and post-treatment,as well as normal controls. There was a statistically significant difference between
the groups ( P<C0. 05). Conclusion With the increase of ASO concentration, the results of HDL decreased gradually.and the
correlation coefficient between them was —0. 876 ( P<<0. 01). The change of HDL content has certain reference value in jud-

ging the occurrence and development of rheumatic fever.
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