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[ ABSTRACT ] Aim  To learn about the lipid goal attainment among coronary heart disease patients with dyslipi-
demia. Methods We retrospectively summarized 115 patients of coronary heart disease with dyslipidemia from April
to May 2010 by electrical case management system in Fuwai Hospital. ~These patients, who had hyperlipaemia course no
shorter than half a year, all charged first time and successfully followed up over half a year.  During the first hospitaliza-
tion and the follow up, the value changes of serum total cholesterol (TC ), triglyceride (TG ), low density lipoprotein cho-
lesterol (LDLC ), high density lipoprotein cholesterol (HDLC ), aspartate aminotransferase ( AST) , alanine aminotrans-
ferase (ALT) and et al were compared. In addition, the adverse event was also observed at the same time. Results
The target rates of TC, LDLC and non-HDL in the high-risk group were 22. 1% , 50% and 35. 3% during the first hospital-
ization, and were 57.4% , 70.6% and 70. 6% during follow-up, respectively.  The target rates of HDL and non-HDL
during the follow-up were both superior to that during the first hospitalization (P =0.024,P <0.001). For the highest-
risk patients, the target rates of TC, LDLC and non-HDL were 2. 1% , 19. 1% and 8. 5% during the first hospitalization,
and were 10. 6% , 46. 8% , and 44. 7% during follow-up, respectively. =~ Compared with highest-risk patients, the TC and
LDLC target rates of high-risk patients were both better (all P <0.001). Conclusion There was still gap between
lipid drug therapy and goal attainment. ~ More attention should be payed to the risk stratification of dyslipidemia to

strengthen the lipid treatment in clinical work.
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B MLEACE 5 7T+ HA 7 R A o, 560 iR
T IR Y73 L AR AR 1T X g £ 2 1Y
B UL ATE B A PR Be A A TT R 2R
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L1 FFRI&K

2010 4 A ZE 5 A8 KUK E RS G EiFE
AR R R R AN N
=6 A (KR =6 AN A B EH, OF SRS
g AR ETRAETESILED 1 IME RN
BHRERE =250%, Qi+ % Wiir k. EERK
® 1. MASHE KR
Table 1. Relative standard of lipid

A i R 25 4 2 A A 2007 4 R (R B R A L i R
bty (UTER(EE)) WL HimE. &
E [E B2 (TC) =6. 22 mmol/L, # i = & (TG) =2.26
mmol/L, K % Z g & & 2 E & (LDLC) =4.14
mmol/L, & % & Jis & & JE E 8 (HDLC) < 1.04
mmol/L,
1.2 ®WFRAZE
AARGKEFROACEZRABREL R, Fik
BRALAHENREORATHRIE L R/A, K
B R B OSE B E o fig AR K BUHE TR, SRS AT &t F
. ORFE(TE T, B KA IF o A B3
AAEmEEEMRELEE, B CHHIAE K E A
SN E AR, B AR B Bk 4F AR BB e 1
ERAEIBERFAN T RAAE, ORE(F®E), o
ferEEaAE BT E LR 1, @R f g
SEMEELE 1,

ISPRIE
EiE A KBEm s S % E
e e s fe 4

TC 3.64 ~5.98 mmol/L <4. 14 mmol/L (160 mg/dL) <3.11 mmol/L (120 mg/dL)
TG 0.38 ~1.76 mmol/L <1.70 mmol/L

LDLC 1.8 ~3.4 mmol/ L <2.59 mmol/L (100 mg/dL) <2.07 mmol/L (80 mg/dL)
HDLC 0.7 ~1.59 mmol/L =1. 04 mmol/L

non-HDLC 0.7 ~1.59 mmol/L <3.37 mmol/L (130 mg/dL) < 2.85 mmol/L (110mg/dL)

B (a) 10 ~300 mg/L —

1.3 WERIEHRR

4% 1% TC TG .LDLC .HDLC % 4 7 % 4, 8
(ALT) A ¥ 4#% 2 B (AST) FH AR XL R EFH, o
Ak 45 #7 %E F H BACKMAN A 6 247 1,
1.4 BUIBRAEMGEITHHF

HABALFE | SPSS19.0 Kt Rk, EA
AAHHERR XA ss km, HELKRXA 1 4
T EESAAW I ERRRA P ALEE R, 40
R EAESHE D R XA R ET, M
AR B R xR 3h B Fisher B #ABER %, P <
0.05 K Z R A G FENL,

2 # R

2.1 —fRER
AL 115 ], 15 84 #, 4 31 4 (452 29

Bil) s AL 68 i, A s fE L 47 ) WA 61 1] 2tk
O WLEESE 25 1], Forh & IF8E PR 9% 29 6, & 1 & 91
iR 1, FR AR T Re T HERE RS 1, HUIR AR
IREWGRAE 2 6], FF DI ARS8 2 i, AE B a2z
AR 87 B, ARSI KIE TR 9 B, Bl
Vil 2R 190 ~ 357 K, i 40k 256 K, IR ABE
44 0] FIRABEH 38.3% (£ 2)
2.2 BEOFEHEMAEEEERETER

R R BE I R, AT R Y 48.7% ., fE
B HATRIRE i 245 H 70 12 5 Bl 17 40 (6] AH 5], BT FC AR AT
10 mg 8 1,20 mg 28 14,40 mg 2 ;A% AT 20 mg
21 fi],40 mg 35 Bl ; FARAMBTT 20 mg 7 H4i],40 mg 10 i
FARAMTT 40 mg 2 1, BaETAALTT 10 mg 2 #]( £ 3) .

{EBEIIE] , e 3% TC A1 LDLC AR it 3% (H
T (KT B4 T 1 F (8 E [H) H AR B8 1 B 4
Wk 84 1] (73.04% ) F1 48 ] (41.74% ) . Bl
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[8] ML TC 1 LDLC & #8 i 1F # 8 &5 BRAE A ik bp 1
HE R 66 BN 39 4], A Be i a] K B T 1]
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Table 2. Main characteristics of the study population

L3 TC A1 LDLC. [R] s 0 A T v # ek 1F % 5 BR
510 90 141 (78.3% ) 97 1511 (84.5% ) (£ 4)

I A UR D A EH(n=115) G (n=68) W G2 (n =47)
IR () 59 £10 61 =10 57 £9
B (Hl) 84/31 49/19 35/12

428 NEL()) 29 18 11

IR JFHE R (kg/m*) 26.5+3.1 26.2 £3.2 27.0£2.8
WA (151]) 61 33 28

1= LS A (A1) 3.0(1.0~5.0) 2.5(1.0~7.6) 3.0(1.0 ~5.0)
e ML () 91 54 37

BRI (11) 29 0 29
SO IUEESE (1) 25 0 25

FRIE O U FE (1)) 17 11 6

SR B K S I AR (1)) 87 48 39

SR B AR T A (1)) 9 7 2
LNED) 1 0 1

HAR BRI RETCHEAEA ST (H41) 1 1 0

AR R BEVSR AE (1)) 2 2 0

DR # () 2 1 1

BETS ] (K 256(190 ~357) 272.5(210.5 ~356.5) 237.0(190. 0 ~357.0)
PR ABE (1) 44(38.3%) 29(42.7%) 15(31.9% )
23 MBFEZEEEBMEZEREAREREER 0.014)ZRA5IT¥EX,

A
FEfE g B R BE LT TC (4.92 +1.22
mmol/L) .LDLC(2. 80 +0. 89 mmol/L) 5 fifi /i 1] 7]

*3. (EBEIEAEER (4])
Table 3. Drug therapy status during hospitalization

TC(4.19 £1. 14 mmol/L) (EHI L P <0.001) ,LD- T R WEfamE it P
LC(2.28 +0.82 mmol/L) (¥ ik P <0.001) 2£ 5% BIFCHATT  23(33.8%) 15(31.9%)  38(33%)  0.831
WHESG T E X, WEEHBREIFEINRE TC(4. 71 FRAIT  33(48.5%) 23(48.9%) 56(48.7%) 0.966
£0.80 mmol/L) Al LDLC(2.58 +0.70 mmol/L) &5~ HHMEIT - 10014.7%)  7(14.9%)  17(14.6%)  0.978
BEUTI ] TC (4.06 +0.81 mmol/L) (¥ P < ﬁi;ﬂazﬁj 0 2(4.3%) 2(1.7%)  0.165
S I ARATT  2(2.9% 0 2(1.7% 0.512
0.001) Fl LDLC (2. 23 +0. 64 mmol/L) (EHT It P = TR 2(29%) (1.7%)
F 4. MBEKFEHZE(H])
Table 4. Classification of lipid value
H A ] Fiti 175 391 e
AR
TG TC HDL LDLC LP(a) TG TC HDL LDLC LP(a)

mMTS%E 60(52.2%)  15(13%) 6(5.2% ) 24(20.9% ) 18(15.9% ) 41(35.7% ) 5(4.3%) 11(9.6% ) 6(5.2% ) 31(27.4%)

WFZHM 55(47.8% ) 89(77.4% ) 103(89.6% ) 81(70.4% ) 95(84.1%) 74(64.3% ) 72(62.6% ) 102(88.7% ) 82(71.3% ) 82(72.6%)

e e 0 11(9.6%) 6(5.2%) 10(8.7%) 0 0 38(33%)  2(1.7%) 27(23.5%) 0

Fitit)s A 6] = 1 40 2B 3 1 3 TC . LDLC . HDLC #1
4 HDLC ihbR R34 584 Be W 8] 42 5 (P < 0. 001, P =

0.009,P =0.229 P <0.001) , & faH B HE WA
(P=0.125,P =0.009,P =0.145,P <0.01) , Wik
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B SO R] 7oy A5 4 A8 5 AN s 2 S8 35 LDLC 3AAR 1% L
BTC B0 A (P <0.001, P =0.008) ; K5 A 1] &
a4 B A G20 B 1) LDLC AR R 88 TC 1k
FRERE (P <0.05,P <0.001), #4li LDLC fIikhraR

5. MBEIEERER
Table 5. Lipid goal attainment

T Al TC BYikARR . LUALE TC 1 LDLC [k
B R RGE b, B U A 1] 28 4 2R 8 F AR B 1) (P <
0.001) ;7025 , i i 20 AR 5 A5 41 B 7 0 ) 2k o
WA B a4 (P <0.001,P =0.106) (£ 5) .

HKAE B Fifi 18]
fal o)z — —
TC LDLC HDL 4k HDL PUGEY 7 TC LDLC HDL 4k HDL Wk bR
[y ena! 15(22.1% )" 34(50% )" 33(48.5%) 24(35.3%)* 15(22.1% )* 39(57.4% )" 48(70.6% )" 40(58.8% ) 48(70.6% )* 38(55.9% )"
s e 1(21%)  9(19.1% ) 17(36.2% ) 4(8.5%) 1(2.1%) 5(10.6% ) 22(46.8% ) 24(51.1%) 21(44.7%) 5(10.6%)
Bkt 16(13.9% ) 43(37.4% ) 51(44.3%) 28(24.3%) 16(13.9%)  44(38.3%) 70(60.9% ) 64(55.7%) 69(60.0% ) 43(37.4%)

ay P<0.05,b 8 P<0.001, SH LIS, L TC A LDLC RIS EAR N XUEFR

2.4 AREH

B 7 300 (] M6 o L TSR e A LR R
8 B[ RAENURRIEEE (CK) THE K FIE# {1 LR 3
f5], R H 6.96% ; AST FHis K T IEH#{E F IR 3
5 1 B AR ALT T R FIE R 1R 2 58
CK FHE B IEH (IR 3 f5 3,

3 3t

LG S = IR S A a0 g ME — < B M7
e AT, LDLC K- BETH R 1% , B0 19 1
B PERG N 2% ~3% . &4 AR AR 7 H 8h%
i, B G 5 SAE AT R AR LDLC 17K
A REARIRE O (14 g SR ABET -6 FRAIK LDLC A2
PIRIBITH EENE, LDLC &K 1 mmol/L,
FLO M FREML 22% ), A 1987 4Bk e il
TTZE2I8 AR M TT 4R FDA v b7 5 sk 2R Tk
PR —ZHERARI T 250, A7 Al AR LDLC 18%
~55% A% TC 7% ~ 30% . F+ ¥ HDL 5% -~
15% 0 A4 A hE " Wb sl kSRR R e e
EHe BEAK C SRR FKF 800 AR T I | 2 e
PRI T RE A, 16 T H0 0o 2R 0, Wl 2D 460 ) fl R X
TIYJINEOF (76 = ¢ T RTINS s & | e & s S ve S
KEZWIEN ., A IR aAMTT F SR Y7 Al b
TEAR B AR T 8 BT AR NURESE K 30 K
(20 S R A

2008 4F H [E iH [F B2 2 5 11 K ( China cholesterol
education program, CCEP) H1[ ]2 /& & H 34 AR 51 16
AT YRI5k 81.4% 82.5% ",
ABIFFE A BE I 18] 157 16 8 5 RO o 15 A8 T T 2R 259
TRIT AR A 100% o ABTT A JERERCR 57T 259
FRI RN O, — R & BRI U & 5% ~

-l

7

7% T T ZVCARATT F P AT B i
s A, HIRZGASR T 0], A MR sk P 42
i e R WS AR, (A HRTET AUy T2y
I g EES 25 5 E TR 1 o TR E Y
PR OR2h i H SRR

A FE R G B LT LDLC kAR 3R 1 IR A
B 39 1] 0 i 15 9 () 53 1) 02 50% F170. 6% (fm T
CCEP T2 & M R Gk hr R 36.2% | th Fikbs
PREAS— 35, A i R IR BRI DL R T He ) , A
R B E AT 2B KRR, o
BAE AT R 48. 7% , R Al 7T AT HE
FATT &7 81. 7% . TeIe Ak Beid J H Be AR RE T ,
G E R LDLC A TC SR TG, — &bk
FABAKTF 50% , 13 TC Al LDLC ZHAE = R LLT
YRR LR 5 T (FE ) BUA PR AR B 27T
Zyfdi B — SR E R, R A AR AR, A A
TR FER 432 N, IS bR B WAL, Ak
FEE DT RDSGA bR R T i AR B A 1a], H 53 2
Jei FO R, 1R s B 3 A X R S S 3 ) SR AR R 22 B R4
TERE N, XSHREERBORZ W E R HrEA
R Ak R g B2 BB BOE R R A O I TR S e
e X 1R A1 G AR 5 6 S0 s SR IR R AR R Y
E, WM Tk RS,

KR BEPEBA S B 5 1 R B 7E LDLC 1E %
A R PG ER HDLC & i 55k 3 ik &
Kot 2z 6] S 1A 56 HDL f9 S RE S8 22 Wi filA
7 — R HDL B Bk e B
PRI B SE R, O BE IR T LA AT 45, 42 HE Y B i
HAE SRR I AE Y ARG 45 R o BT 0 A
HDLC /KFFh i H 22 5 e G020 X Rl 7T 2%
251 —E 1 THE HDL AR (VERI#E) o

Ml T T AEH B LR RO & A R AT
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T3 53 22— AR R0 o5 1o FH B 5 HE At 25 W 48 B AR
B, 249 19 #5232 490 1 7] 2t v 4 500 At T T IR 97 Y AR
H 2% ~3% 352 K (80 mg/d) My TIA 7 HY M
HHIEERET SR TIEWMHE ER 3, XERAR
SRV 22 B ) MR I, A A F AR YT IS T R L
WO SE Al 9% [ 1 KNG U2 L 7E A
11225 G 12 JR s8R s SoE $ b 1i
XS LA RE S L AT MU & A2 RAK, R L
WY Sl JFF o D e 3 R S LA il A RS R A %
%o J&A 5 AT 24508 & Fh e — /N SR B
AT O, A5 R RE A 8 1 fin R K B[R] 25 65

AT AL 1 S5 (00 B I s 1% O AT T
Gt g5 R B, B URAEBE R L3S TC M1 LDLC
AT (KT A4 F ) 1E {8 BE 2 BT o 1Y) H R
h78.3% Bt IE] Ky 84. 5% i 4% PR (FE ) M.
I TC F1 LDLC [l iA R i BGRBR 24350 R 13. 9%
F137.4% , XFF UL 7E 1E H 2= 7% (E1E [ R 5 3
& EE AR R S B R R I PR L B an o] 5 %
MV 8 R |24 I PR IE O S ST PR RS 25 ) BUR
PH—2, AT R —, HETC A € R AR
LB b AR B fE B 43 J2 5 MBS AR ME, FEAE
—UEPEBE AT B T S, KK A Bl T 0 g B O AR
B I S (L G ) AR A B A R i g R
BT TUR (e 6 R B R AR AR
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