4946 FTREF 2017 F 12 A% 46 %% 35 4

W - IR
EffiTeE 2 BERFEHSMERE TSR ERUTR

X FHLEE AT AR A3 kLA L RAATE B B E R R
RART H CARER 1. W5 s KA 2. B AF;3 A2 A4 BERFA 61002D)

doi:10. 3969/j. issn. 1671-8348. 2017. 35. 015

[(HE] B RiTEEeTH2ABARGSREESFAMRFBHFRIG YR, Fix LI 2015 %4 A £ 2016 £ 4
Bz NG 6 2 BUME R s A3 S R B 106 6], ¥ 4 4 s 97 41 (52 B)) A B R A T (54 B s FALE T A EE L T A4
B o K A2 ) R R KY R X T MG T B R T A B R AL T 6 R e R 6 T W R B R & AR
o ) H AR A 20 3 Bk A BE B R E (IMT) , 38 R s 3 4b k& 50 3h bk 38 3k AR 5 09 T AL, B A4S ] o 7 o Ji Fe 3 4% C L & & (hs-
CRPOI#ZA, HR FABTAEE LRERABAEET N AR, ZFRAA T FEL(P>0.05); $RAETAEH ST
IMT A . sE 3 AR 4 BE s dh b R38R B F T AR, i iF S 2 B BE = BhH b KB A IS & 9 2 B B2 & hs-CRP K F 75 4278 77 A7 B A%,
EFHA R F & L (P<0.05), I B 6 75 Jo $ R A6 T4 L3R BT AGAFH A RAK T FMEFM(P<0.05), MAEERRREBAL
A REEF RGN FEL(P>0.05), Bt HRATTAR LG X LA E 2 ARSIt & 5 & 55 kAR A
RE,

[XEiR] SR THERRB.2 A ZHhEHRBHEEL:HHCALELER

[hEZESEES] R587.2 [X#k#RiRAE] A [XEHS] 1671-8348(2017)35-4946-03

Study on pravastatin for improving carotid atherosclerosis in patients type 2 diabetes mellitus complicating hypertension”
Liu Jingyu',He Panfeng',He Hui' ,Zhang Li',Liu Qiang"' ,Zhou Jian',
Zhao Mingsheng® ,Lu Jing* ,Zhong Wei® ,Wang Yang® ,Kang Li*
(1. Department of Endocrine and Metabolic ;2. Department of Nephrology ;3. Department of Neurology ;

4. Department o f Medical Insurance sChengdu Municipal Seventy People’s Hospital ,Chengdu,Sichuan 610021 ,China)

[Abstract] Objective
litus (T2DM) complicating hypertension. Methods

To explore the effect of pravastatin on carotid atherosclerosis in the patients with type 2 diabetes mel-
One hundred and six patients with T2DM complicating hypertension treated in
this hospital from April 2015 to April 2016 were selected and divided into the conventional treatment group (n=52) and pravastatin
group (n=54). The patients of conventional treatment group were given the conventional therapy of diet control, reducing blood
glucose, controlling hypertension, symptomatic and support treatment, while on the basis of conventional therapy the patients of
pravastatin group were added with pravastatin. The carotid intima-medial thickness (IMT) ,detection rate of carotid atherosclerotic
plaque and carotid plaque score were measured by ultrasound before and after the treatment in all cases. Meanwhile the levels of ser-
um lipid and hyper sensitive C reactive protein (hs-CRP) were determined. Results The above indicators in the conventional treat-
ment group had no statistically significant difference between before and after treatment (P>>0. 05),but the IMT value, detection
rate of carotid atherosclerotic plaque and carotid plaque score after treatment in the pravastatin group were decreased compared with
before treatment,the levels of serum total cholesterol (‘TC) ,triacylglycerol (TG) ,low density lipoprotein cholesterol (LDL-C) and
hs-CRP were also significantly reduced compared with before treatment, the differences were statistically significant ( P<Z0.05),
moreover the above indicators after treatment in the pravastatin group were remarkably lower than those in the conventional treat-
ment group (P<C0.05). There was no statistically significant difference in the incidence rate of adverse reactions between the two
groups (P>>0.05). Conclusion Pravastatin can effectively and safely improve the carotid atherosclerosis degree in the patients with
T2DM complicating hypertension.
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