ISEE O MR E 2016 45 1 A4S 22 855 1 . 49 .

doi ; 10.3969/j.issn.1007-9688.2016.01.13 B E.

7 M b X ey I PR R LA o A B AN [R) 59 B B BT FE X
7T B RN IR E DL o A

2FE W Z,HAR REER
(RBEEMKFRBEEMNTERS T AF, B2 E N 363000)

HE. B8 2SN X R & % & Il E (essential hypertension , EH) B2 3& B4 ifiL g 43 1o K Ath 7T 28 25 ¥ i R A 0,
HFEARFI R BRI &M TS EH AR SIBORRERE L O MR (ASCVD) — R MR AIRME, ik
EEREMNTERKISE EH 835 333 6, 80 i A8 [ =Bt H M (triacylglycerol, TG ) . &1 [& BZ (total cholesterol ,
TC), MFEEIEEHHEE (low—density lipoprotein cholesterol, LDL-C). EHEIEEHBEE T (high—density
lipoprotein cholesterol, HDL-C ) 1#¢ & , 047 L BB 4375 R A7 T 2525 M L RIS L . SR BEHL BT F2 B FEALSY> 9/ N0 B B
FEARAMLTT A (r=170, & F 10 mg, HERTHIAR — K ) K H #L5 EFHE R AT H (n=163, 37 F % 20 mg, BERT IR —
W) FFRER3AA . BIMBERITIE ISR EE , B Bi4H M FFThae B Ihse IR 1T M 3 ik,
ZER WML X RS EVASFRT TG N (1.67+0.95)mmol/L,TC A (5.58+0.67 )mmol/L,LDL-C K (3.42x
0.51)mmol/L, HDL-C 34(1.2320.32)mmol/L, &¥7 3 A J& , B FI/INW E R 7T B SR E R iT 4
M TG . TC . IDL-C {EXH B EFEMK, Z2REHRITHEE N (P1<0.01), FHANENFTRERMITHERELSE
IDL-C \REMEE LHABE T/ hURE , ERAFRITHE L (P<0.01) ; MRIBFTRMBITHRIEEY 78%, %
MR B PTIEARMTTHEAREN 82%, HAEREEEZER LHEITEE X (P>0.05), &1 EMNHBX EH BEH/
M B4k FEARASE ; NI B BTIE R AT 68 4% B3 MR IME LDL-C W, BEIER /0 EEEsh BB RERE AL O
MERR— R PR A,
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Lipid profiles of patients with essential hypertension in Zhangzhou Region and different dosages of

atorvastatin in decreasing low-density lipoprotein concentrations

SANG Xue-dong, HU Yan, CHEN Jian-dong, HONG Lu-rong

(Department of Cardiology, Zhangzhou Hospital Affiliated to Fujian Medical University, Zhang Zhou, Fujian

363000, China)
Abstract:  Objectives To investigate the lipid profiles of patients with essential hypertension (EH) in Zhangzhou
Region and the roles of different dosages of atorvastatin in decreasing low-density lipoprotein (LDL) concentrations for
primary prevention of arteriosclerotic cardiovascular disease (ASCVD). Methods A total of 333 patients with EH were
enrolled in the study. Serum concentrations of triacylglycerol (TG), total cholesterol (TC), low-density lipoprotein
cholesterol (LDL-C) and high-density lipoprotein cholesterol (HDL-C) were measured. Then the patients were
randomly divided into low-dose treatment group (n=170) and standard-dose treatment group (n=163). Low-dose
treatment group was given atorvastatin 10 mg once at night and standard-dose treatment group received atorvastatin 20 mg
once at night. The two groups were treated for 3 months. After treatment, lipid concentrations, liver function and
creatine kinase (CK) concentrations of the two groups were measured and compared. Results Before treatment, serum
concentrations of TG, TC, LDL-C and HDL-C were (1.67+ 0.95) mmol/L, (5.58+0.67) mmol/L, (3.42+0.51) mmol/L
and (1.23+0.32) mmol/L, respectively. After treatment with atorvastatin for 3 months, TG, TC and LDL-C
concentrations significantly reduced (all P<0.01). LDL-C lowering range in standard-dose treatment group was
significantly larger than that in low-dose treatment group (P<0.01). Control rates of low-dose treatment group and
standard-dose treatment group were 78% and 82%, respectively, but there was no remarkable difference between them
(P>0.05). Conclusions The lipid concentrations of patients with EH in Zhangzhou Region are relatively in a low
profile. Low dosage of atorvastatin treatment can significantly decrease LDL-C concentrations with few side-effects,
which is worth applying in primary prevention of ASCVD.
Key words; hypertension; primary prevention; atorvastatin ; blood lipid; control rate
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B ok 55 BE A8 1k PR 0 1L 4 5 9% (atherosclerotic
cardiovascular disease, ASCVD ) £53% 570k 3h ik 35 £
B AL O R (/Lo ) Bl K oA 0 Bt Al 4 i & o
S JE il 5 30 Bk o RE A 1h MR 1], JED e 2 L Ay
KA (AS), TR RS ME (R IILE) 2
FECASCVD MR EZEBERHERZ—, ASCOT %
REEIE B 22T U T 1 I 8 3 (AN R 1Y
W&, SiMEEIH =4 LU LR E R R AT
FATT 10 mg, BFEAEFANAEBFCME O KU 388
LRI T 36% , I, 5 [ 16 B 75 i LB H SO
W— I T ERMLTT 2K 4Y, fiTHAY
BAHPRBRMME RIERFUEAFER, KR
UE B At VT 28 25 9 36 7 T LA 3 5% B ik o AR R 4k BT
o, BRFEZELOMESENS, K% EIEE CRERE
(low density lipoprotein—cholesterol , LDL-C) F} &5 &
BB R A NEERE, MITHRAYREMR
LDL-C A LA )7 3f Bk o5 #¢ B8 1L JE i 2E 28 L 3
&, 2 RAARIE R Be B 45 SR TE ST, R AT
RGP AT — G TRBH R — R TBH AT LA B 3 PR
ASCVD F 41241 E YL 5 th 7T 25 25 %) 4 B #13A

BSMERIAEICD], BEEMITRAYH T HES , K
FI B AR TT 259 (8 FLF IR, B A Sk 1Y
LU, BEABRAAEE R, 4 285N A
TRy, PR 69 E 20 M F 40 R R
FKELOMEEXRTERIRE, 205 LA X
LB E ABRAE, P8R — R
R RMTT K25 YME O, 50 A B & W LA 53 7, (R B
Xof /NP B BT AR At VT B 3 R0 &2 T4 At 7T 1Y
FERg X bR IE O, oK AR A A2 ik,

1 #RMAFZE

1.1 —B¥H

2013 6 HE 20152 AEREER
KEMBEMNTERR 1228 ERE, 2
R EE 333 4, Ko 5B 182 4, 4 151 #, FEiRd
(62.1£10.9) % , BEXNNEMERSE , EHEIRUE
RHE 2014 4F o E JH E B80T 1R A8 = % PR iE
Bl K 2014 £ EH E KB R P& (NLA) #l 2 5
MAEFHEEBMEW, WEBERSE AT
FTEDL . ARYERE S AARAE B 52 56 2 40 2 HERR 4% P /3%
Qe | B BR BN b R G5 2 4%
1.2 4 4

RN R MR TG, BEEILRTF R
B 53 /N0 B BT FEAR A 7T 25 K % HL5) B BT 4T 4%

fITH , DR EFHERMEITH (n=170) . EAE
77 BE BE IR YT B AR 4 T PR TT
10 mg, BEFTHR AR — K, F MR B BT AR T T4 (n=
163): TEAW X BE L EHIGIT R H4T
BTFEAR AT 20 mg, BERTIUAR —WK, JTREIHR 3 4
R, E&NAMITRAYMRE  FARKLY,
10 mg PN BFTFERAMTTH , 20 mg IFAH M
FIBBTFLARMITT A , 2 A AR RIZEATT 254, sk By
FEARAMTT AT B
1.3 I BARA I RE KA

A EETHERSERM, WITHRIETE
3R, 43 A0 R i B [ = Bt H I (triacylglycerol
TG) . 2 fH [F BZ (total cholesterol, TC) .LDL-C 5%
B BE % A MH & B (high density lipoprotein —
cholesterol, HDL-C) ], i %% . FF Dh e . 'B Thée | LR
g,
1.4 Siit2air

K F SPSS17.0 B4 %t FlE A AT Ab 2R, TR ¥
BHH (z2s) R, R A 50, BRI DIRER,
R R, UL P<0.05 REFHEFEIFEE XL,

2 & B

2.1 PG RIEB HEK

/NGB BT R AR A 7T 4 R LR B TS 7T
A — Bk REL LS, ZRERITFEL (P>
0.05), 1.3 1,

F1l WHERERERER [n(%);xxs]

@ 5l PR BRFCARMITA ¥R mT4a
n 170 163

Figs 5 61.7+10.3 64.6+10.4
5/ 5B 92(54.1) 90(55.2)
e i 5B 68(40.0) 60(36.8.0)
B £ B th /TIA 7(4.1) 8(4.9)

¥ IR 38(22.4) 45(27.6)
ik 42(24.7) 45(27.6)
EAR 15(8.8) 13(7.9)
TG/mmol - L-! 1.70+0.93 1.62+0.96
TC/mmol - L 5.530.70 5.63+0.70
LDL-C/mmol - L 3.39+0.49 3.4420.50
HDL-C/mmol - L™ 1.2420.32 1.21+0.33

I TIA 58 '8 1 A e i % 7

2.2 S Hb X I AR B AR S AR T O

T Hb DX I R B IR YT R TG A (1.67
0.95) mmol/L,TC 4 (5.58 + 0.67)mmol/L,LDL-C
(3.42+0.51 )mmol/L, HDL—C 4(1.23 + 0.32)mmol/L,
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2.3 WIT 3N HERWAMBEL

W4 ¥ TC . TG .LDL-C ¥k B 54 7 8l It
B YEEENETR, ZFEHITEEL(PH<
0.01), F&fs BARERIE 2014 FErh HBFEBEHF
Mg R EBREN . R EAROEFER (B =
45 %, r=55 %) WA ik HDL-C JERE R &
G, B &M R s A B R &, LA
LDL-C<1.8 mmol/L & B#¥5{H; HMESFF | W
R EZE, M LDL-C<2.6 mmol/L N Bl ; &
MR EHALGER F %, Ll LDL-C<3.4 mmol/L X
B ARE , /N BRI T R AR 3R 78% , FRAIK
LDL-C BIRE RN 36% ; & A B ML R A TTHE
FRERF 82% , 1K LDL-C BIRE Ky 43.9%, W4
IR ILE , ERLHEITEE L (P>0.05); B4R
FRVERE i, ZR A GITFE L (P<0.01), FIHY
KREAXHEHBEANREBENIEAE, BAm4d
A ReEMY, B h FE XYHESHE
AE RN R AR BLH(5.8%) 8 BAE T HHH
B2H(9.6%),
®2 ARG RE LB

[mmol/L;xxs ]

N R BT AL AR At T 20 WA BT TTA
#H OB /TR RITE iskid:] kg
n 170 170 163 163
TG 1.70:0.93  1.49+1.17"" 1.62:0.96  1.40:0.78" "
TC 5.53x0.70 4.20£0.97°°  5.63x0.70 4.02:0.96""
LDL-C  3.39:0.49 2.17£0.67"" 3.44:0.50 2.04+0.67""
HDL-C 1.24:0.32 1.27:0.35 1.21£0.33  1.25+0.31

YE . SR IAYTRT LA , © " P<0.01
3 it i

O I R T R T T )N R AR R T
RRLZ &k, BRIC LA RE NI RER, EF
BB B, 30K R e 1 B S il 2L I 42 T2 R
RAMEKG SR FEE RIS, Fik, AR
EBTR AR THES T EENIRRE X, K
IR PR 320 56 TIE SC fth VT 25 25 9 L 1A B AP0 1 4R E
KETEALEVER TR YR YT AT AR E B
KRR LB, PR B L M F 7,

H#7,ASCVD ZIREBE AT, im lilE =2
ASCVD B M F AR R Z— , FERRAR 1 1 FE /Y
R E, s ASCVD B & 2 E) ASCVD Ay
— BB E W EANMEMR, ASCOT MR E
B, 3 AR AR H DL = IR AR B R R
e bR vE L AR E B B E R SR EA S, MR
A8 FH PTHE R AR TT (10 mg/d) , NMB B F BB

FdE B Ay 0 UAESE, W H B EFR AT, T
30RENR, REBRPMEFEMETEE E#
FEE % ASCVD BIBH AT MU IR Bk AR, e PR 5
WEFERW, &lLESHE &N AMITR25657
] B E W > ASCVD AR EMGMESL  NIESBRE
R RIS,

HR4E 2014 45 o = fH [E B ECE R RS B R
Bria i J 2014 SEEEE KRS (NLA)
FERIMPESHEHEEW, &R AR R E
A, N FRAR B A A VT S 25 kAT R BRI IT . W
i EEIFHERR B EMERREZE, U LDL-C<
1.8 mmol/L HB#ME; SIMLESFF 1 TIEKREE,
Pl LDL-C<2.6 mmol/L Xy BAR{E; I EJEHAb
G R &, L LDL-C<3.4 mmol/L Xy BHHrfE 0],
AT RESIAERIAR R, BTG
HRNER BREAFN TR SREMITAE
HYNGIT T Z MR SR E, REFEE
AEHNXEHES TRERREE, IFHF%
SR TT R AYNIRIT R R ZHUE & LDL-C &
br, B, AEEREREE AR ERRE
T 22534897 . HPS2-THRIVE BF5s U B 7R, W
AR EMIT (FEMIT 40 mg/d) TR EL
BZ K #H (74% )LDL-C k45 ; 1 R RE R & B b 7T
KeipiTt, RERERREFEGHEERERAM
AR 101512, XLEiFEER, RE S HEBER
EHTARRERATTIGYIET ., AR PH
fITRE A/ B P3G AR T 10 mg AR BR R K
78% , I FHH A& BT 20 mg kR
N 82% , A AR ZERLEITHFE X (P>
0.05), TEMEREIRBESRA , /N B BTHE MR b VT FEAE
LDL-C B8 & R 36% , FIFCAMTT 20 mg FEAE
LDL-C IR E X 43.9%, MALKERAESIT¥
B L (P<0.01), NP MBIVERRE , IF i E &AL
MERREREE, FHHEEEZRAHE , A4
BIRM bk E , KR A /N & W BT R A TT B
B ASCVD E—MMEBHET B IE, JLEXTEM H
XEEREER, BINAAERNETTHE, VA
FRUBF AT ABA TSR, 75 M A5
S EHE T R,

Bz REEN SMEEIRERARERER
My (B2 M AR 7 % #8512 LDL-C A=)
RRFREME S, AT RSN IR S
BRI R AR, B TFIEER P R EMMIT

(F4#% 69 1)
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