594 ISSN 1007-3949 Chin J Arterioscler, Vol 23 ,No 6,2015

- IR - [XEHS] 1007-3949(2015)23-06-0594-05
Fn & By T s AR NG 16 77 X e IR 2l bk 5 95 28 B D 542 110y 535 i

BiEE, HKE,ZF R, EWE
(7T o A FAA B T s WAL T @ B #7 M F 450003)

[RiIR] AT fteiT; BAKERE; WBRRE;, #MREH,;, EMARFLENRE

[ ZE] BHE RS R ITRAAEIE ST T ERAIRNGE Fm LM S R EMGHYh, Tix &BEIR
FHIRiE R (CAG) o E AR E 50% ~T70% 6 5%0]  ALIAKE 5% & 2 B B2 (LDLC) , %3k & 3f L #E 47 & bl 4 42
F o WA FE(VH-IVUS) Ao T kB3 20 (Lo fls R BEH L4 stk 45153 IRABEH R 5 MBtde ) R 45 H (52
AT RN FREER EEAAREE SRR ER) G TN, TR RAL T AT EALIT 10 ~20 mg, A& LD-
LC /KP4, 58 ALA 4720 42 4] (LDLC<1. 8 mmol/L) , % }828 41 4] (LDLC 1.9 ~2. 6 mmol/L) . JRJA # AT AT 1
T RIRIE 80 A, EHTH CAG A VH-IVUS, &R L5g/7aiAamk, MAmAL TG Rk R AR Y, sk
BV FRAL AR AT AR Y AR (P <0.05), 5&7 AR BALImAE IT )G L B BT SR A BE 3k 35 38
% GRACAARE ST RLAIE L FH R (P <0.05), 5% 7T, ALRAL T G R MR E T (45% +6%
P 62% +7% ,P <0.05;49% +6% ¥t 61% +7% ,P <0.05) , 32k FRZAAX 3T IR A BE S A5 T2 00 2 (45% +6%
49% +6% ,P <0.05) , WG ST 5 J R @ARIG I  RALIA AR AT FRAIGm F A B (P <0.05), BLEFTF
Jo dn g SN ) IR m AR A R Y, EE MR, I BRAT AT RS T R VG R E T s e MR R RS, AR
BEHe B R BE M 51 AT
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[ ABSTRACT | Aim To investigate the effects of rosuvastatin intensive lipid lowering therapy on plaque composition
and structure of coronary borderline stenosis. Methods The patients with vessel diameter stenosis ratio between 50%
~70% diagnosed by coronary angiography (CAG) were studied. Low density lipoprotein cholesterol (LDLC) was tested
and lesion location was evaluated by virtual histology intravascular ultrasound (VH-IVUS).  Changes on plaque composi-
tion (such as lipid plaque, fibrous plaque, calcific plaque, mixed plaque and vulnerable plaque) and structure (such as
plaque burden, minimal lumen area, and external elastic membrane area) were recorded.  All patients with rosuvastatin
10 ~20 mg daily were assigned into intensive standard group (LDLC<1. 8 mmol/L) of 42 cases and control group ( LDLC
1.9 ~2.6 mmol/L) of 41 cases . Keeping on taking rosuvastatin for one year, 80 patients completed the trial and repeat-
ed CAG and VH-IVUS assay at last. Results  Compared with pre-treatment, lipid plaque content and vulnerable
plaque decreased (P <0.05) after rosuvastatin therapy, while fibrous plaque and mixed plaque increased (P <0.05).

In addition, changes in intensive standard group were more obvious than the ones in control group (P <0.05). As for
plaque burden, it decreased after therapy in two groups (45% +6% vs 62% +7% , P <0.05; 49% +6% vs 61% +7% ,
P <0.05), while the decrease in intensive standard group was more significant than that in control group (45% +6% vs

49% +6% , P <0.05). Minimal lumen area increased more in the intensive standard group than the control group.  Af-

[HFEH] 2014-10-08 [fEER#] 2014-12-12
[MEEET]  iE, Wt B AR E I, F2ENF O S ABEFE, E-mail i ysx892@ 126. com, FLCHE Wi+ @l 4L E
Ui, 32 23 2 A AR P R SR SE , E-mail 2 dusu73@ hotmail. com,, ZE52 B+, FEJAEEIN, £ BN FIELHEHFSE , E-mail 4 lin-
fenglm@ 163. com,,



CN 43-1262/R T EBh ki L 2015 4E55 23 55

6 595

ter therapy external elastic membrane area showed a slight decrease and positive remodeling alleviated.

Conclusion Ro-

suvastatin intensive therapy could reduce lipid content in intermediate lesions, stabilize plaques and decrease plaque burden.

WEE TR B bk i 72 )z B T e O s B2 W
TE IR Bl K 9 72 ) A6 H 3RO B i S 72 T
HRE 2 R IR B K 3 5% (coronary angiography
CAG) TR B Ik EAR B =40% H.<70% ' Xt
TR BRI A AR, ik DA R I 59 72 nT LA A
T2RGY07 SR KR T s A, fbiT2e2y
Prxs Sl Dk SES L B3 | SR AT 1) 352 0 s e IR 3
KRR AL B iR 0 o i R R L4 22 A
N (virtual histology intravascular ultrasound , VH-
IVUS) WX BESR AT e VA E Sy . ABEoEaE
SRAGABTT 2R 25IRYT , F VH-IVUS WEE5eEIR 30 ik i
T 7L BEBR I 3 K BEBR 00 A A2 A, by 251 % 1 St
TS BR YT R HEEB AR

1 XWHRMWAE

1.1 HARIMFERSSE

HEFR I 2013 £ 3 H £ 2014 £ 9 A &L W F
FERBLE TR EF 83 H, L B 43 4], Ll
40 7], FHEW 63.5+8.7 H ., BAEA LK 62
Bl A RE RS B 21 Bl PR A Bl 4T CAG &
VH-IVUS #e 2, RH 7l R 0w %L N T AR E 5 A&
KHFRERKE 50% ~T0% , RBKRFEIEEE
B [E B (low density lipoprotein cholesterol , LDLC ) #]
KPR A (1) A 35 A 4 .42 ], LDLC 4= #
A <1.8 mmol/L (700 mg/L); (2) Xt B 41.41 f],
LDLC #4172 1.9 ~2. 6 mmol/L(740 ~ 1000 mg/L) .
WA ROE v R R R R LB E M A
REWBFE—MAEBLTAEZR(P>0.05), HEA
R fAEEZTRE O HEH LAECIERL T K
i RN | BN o 7 N D - 7 NI |- e
TEMRERR, AHRERNEEREFREEZR S
Wb A AR, FRELEFmERES,
1.2 WMAIREMKRERE

cu Gl 0PN A NN TR O R O -
E TR A F S ALK B A B o S A R AT
CAG # & (QCAFM) ,EVH 1 XE X MEKE L
50% ~70% , 34T VH-IVUS # &, E K40 )\ 0.
() ZFMERE, WERE >70% , FATE K AR
4 fik /- N\ K ( percutaneous coronary intervention , PCI)
B PEAT RN, I8 R E 50% ~70% F FAT PCI
BTN R 5 (2) 7P X B e R A &R B

REXED A1 LM RE 50% ~70% , 3 L%
VH-IVUS #: 2, % b 5[ AT 2 4y 36 97 N N R HE 5
B EIMEHR <2.5mm, AL d4% % 5%
XL ERERLFDLMESTNNRAFE, FH VH-
IVUS K 2R3 5 (g BB ) (A 4 (L 3E 3 45 L3
B ORAER, HMBBAMATE . EEER >1.0
mm®, 3 F H TR >20%; F4EHEEE <0.7
mm ; EH A FOR B, ¥ BUR & A &k E AE R
T VH-IVUS Z &M &, 3645 4 : & /N & B 42 (min-
imal lumen diameter, MLD) | % /) & Ji£ T 42 ( minimal
lumen area, MLA) 33 1 7 ( plaque burden,PB) | 4
8 77 JE T AR (external elastic membrane area, EEM) ;
= 45 %% (remodeling index, R1) = B #x f1 % EEM/
%% % EEM,

1% W # 7 K i Eagle Eye 40 MHz 4 3£ [£ 48 &=
2% S5 £4L( % E Volcano /A ), W 4 /O 11 % 4
T I 4 1R R B0 ik P9 N B BR H 3 200
pe, EANHEREEMAETFEL 10 mm DL E,EH
WHE L 0.5 mm/s, KA F 303 B 50 B, BB
T WA o, &0k T L 3% 10 mm &, 3%
% 4 K Jg 38 fn i & 70 ~ 100 uw/kg,

PN B NI AL B ot g | o A B 3
A CRMZEA,UELNMA3ANHA6AMNALF
o E A DL R AT,

1.3 FHEE

WNF W B, £ RN B S E E B (total
cholesterol , TC) 2 LDLC K, T H i A& & %4 T 5
FERAMIT 10 mg,1 A E 5%, LDLC<1.8 mmol/L
FHNTBEMNIARA ; A% T 547K M T 20 mg, 1
MNHJEE XK, LDLC <1.8 mmol/L # X\ % % 1t
TEARZ,1.9 ~2.6 mmol/L # N# A B4, &E N
R IAAT A 42 B, N4 41 B, 4k 2 ROF
FAT AT 14, R B 80 A, E T CAG K
VH-IVUS, & HIEE L B i E % 7 (major
adverse cardiovascular event, MACE) , & & & P 0 AL
GE AN BRI K3 ol - N R Vi
EEMRATHA L TR, WAEHRAME
Ak A E ERER HREELGY o E K
KEHGBIH A XL TAE £ 57,
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P g B R M ST AR A ¢ AR BB R A X A
¥, P<0.05 W ZRHERITFENL,

2 # B
2.1 RBERIER

ARG F 4 BATCHET R, To 2tk o NUSFE &
DI KA, SRR 1 B XTI 2
s N R e AL 20 AT PCLIAYT IR AT 5R
BT HAABTERACIAPRZE 41 5], % HRZH 39 141,
2.2 FHAWRSFEMITARERFEE

SRAL IR BRZH BT REZH B & (oAt 7T (58 FH 50 122K
ERAGIHFE L (P<0.05;% 1),

JH [ (high density lipoprotein cholesterol , HDLC) #
TRITHTTH R (P <0.05) 3 FIZHIRYT 5wl C i 2k
[ ( high-sensitive C-reactive protein, hs-CRP) B f [%
flR(P<0.05) , AI7)m s AR LB B2 TC il
LDLC #AK (P <0.05), s®&fbLiKFR4LiAI7 5 LDLC
IKFN(2013ACC/AHA FEAR AN 3 Ik o3 4 B8 Ak O 1
PN I 22 JH [ REIA 7 HE ) R e e AR
# LDLC [% % 1.8 mmol/L(700 mg/L) 5% HAK, i
WS &7 He 7T WA 2R TC S LDLC(3%2)

*® 1. MARFRMETRARFEERBERLE(H)
Table 1. Comparison of the use of different doses rosuvas-

tatin in two groups( cases)

23 WORMTHOEESS C REEANSN 4 BRI BRI o
ALK BREL R SR AUR BT 0T T39T 1 4 Ome 20 me
J& , TC . H Il = ( triglyceride, TG) \LDLC #3577 Hij BALHH(n =41) v > 5.107 0.024
IR (2 P <0.05) s AL T R w B Rg R AL =39) 26 13
* 2. WARITRIEMAER hs-CRP FIZEH
Table 2. Changes of blood lipid and hs-CRP before and after treatment in two groups
SRACIAPREL Xof HRZH
Ei: I N
EREgil] EbigE) Ebagill] fra
TC( mmol/L) 5.47+1.26 3.93 +1.09" 5.38x1.24 4.35+1.10°
TG (mmol/L) 2.23+0.71 1.40 +0. 56" 2.17£0.73 1.59 £0. 60°
LDLC( mmol/L) 3.35+0.82 1.89 +0.32* 3.28£0.79 2.31 £0.31"
HDLC ( mmol/L) 0.98 +0. 19 1.29 £0. 21" 0.99 +0.21 1.24 +0.22°
hs-CRP(mg/L) 5.30 +£0.91 1. 65 +0. 26" 5.26 0. 88 1.73 +£0.25"

a i P <0.05, 5 F4IATFAT L ;b 4 P <0.05, 53 B LHIATFE L,

2.4 VH-IVUS #&ill £ 8

ERYTHTAH L, v AL IR AR 4 6 BRI B P
FRABTTIR YT I BB A7 107 B A8 s 1T AR 78 SR 3 i %
(P <0.05) ;3677 Jo 5 Ak 1k b 21 55 0] I8 20 B e 71 o
K8 R T RS 2RI 2 S i (P < 0.05) . HiRIT
HIAH EE, PRZHIRYT o e/ NVE I TR ARG N (P < 0. 05) ;
TRYT E SR T b 2 4 X B A AN A T R G i B
W (P <0.05), SiRyraisH Lk, AR YT I 4K
Hudis (P <0.05) ; 5 Ak 35 bs 41 45 % HE 41 B B
WOH I (P <0.05) . PAIRYT I A4 7 A
T AR A T ek %, gl 2 1 1L A I S A A T O
(%£3), smibilbrdl X RR4LIAIT S, VH-IVUS
1) 5 P B B 157 B S 98 /D (14. 6% H 59. 5% ,35. 9%
b 61.5% ¥4 P <0.05) ; i 5 Ak s Ar 4 4 ) B8 20 ik

/DEH R (14. 6% 1 35.9% ,P <0.05;K 1),

25.00
& 20.00-
= a
& 15.00 -
>
B 10.00 S
ey ab W ATTR
I J N

500 BIFE

0.00 —

SE{LIEERE X BE 28

B 1. W4 VH-IVUS e B BIMBERELE 2 h P<0.05,
5RIAIRITHT LA b A P <0. 05, SXT IR IAYT A LA,

Figure 1. Comparison of vulnerable plaque detected by VH-
IVUS in two groups
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% 3. VH-IVUS #&ilj &2
Table 3. VH-IVUS test results
5 H TRILIRARA Xof IR
IRYTHI HIT G TRYTHT HIT G

ke 42 41 41 39
BEHe A7 62% +7% 45% +6% ™ 61% +7% 49% +6% "
e/ INE ST (mm®) 5.02 +0. 81 6.29 +0.90" 5.18 0. 82 5.98 +0. 83*
AR AR R 61% +8% 46% £7% ™ 60% 7% 51% +6%"
BEHCME T (41])

BEHR 20 6* 19 9°

BT 6 12 7 9

B Ak B 2 2 2 2

IRA TS 13 21 12 19
055 4N BE TR (mm? ) 13.10 £ 1. 90 11.20 1. 72* 13.28 11.72*

a N P<0.05, 5FEHIBITHILE ;b N P <0.05, 5% MBI IG i,

3 4t i

SEE R B I e 96 728 AR Sy g U 95 % R 1) — A
PRBY B, anfal A& B YT M JC a2 18, COURAGE IIfi IR
RIS Won PCLIRYT A LLss A b T T 2R 25903077
A SO M RS AL B0 JR A TR AE R JE BT
PR WU B B 2t e iR 3h Bk 25 5 AIE 1) & A SR 5 I
W , IR E T 25 WA 697 76 56 O IR 97
O R AR SR 0 S nE 81 R T VNS L/ NN B <Y i
NIRIEXT IR AR AR R e e EH 2R, mT
25 SR S R B R RS o 25 R 9T I
FEHE R AT 1A 5 0 45 T I 50 28 B AT IR T
sk Ak A 1 35

AMH5EsR L LDLC RYiAFR, BIIEEE LDLC <1.8
mmol/L J& 75458 LDLC 1. 9 ~2. 6 mmol/L X} 7R 5N ik
BEHL4E A8 5 i T, DA R S AR 1) 25 IR 9T AL
R H CAG 5 VH-IVUS B G KA F8 500 56tk a0 ik
Il S AE B9 36T, FR T BEBR A 3=, I 4 Y E 0,
CAG AT ReARAR 48 A B A F2E 1 VH-IVUS "W T
TEA AL BE B ) 1 2 5 315 38 LA B0 B B k47 41 43
FE 2SR M B it

AHIEFE R AR 2 Dk I S A8 B R AN R
AT T A e | BRI O 1 e 0l e B DR s 1
fili b, IR A B &F e fth 7T 5 K 10 mg 55 20 mg $74% 1
A S IEC2014 A b [ IR FE 0 TR i g S B
16 Z W) SRR R AR A O 1l A B (ASCVD)
LDLC H#5{H < 1.8 mmol/L, /3 H 41 W22 . 3 Ak 5
20 LDLC 7KF < 1.8 mmol/L, X} B4 LDLC 1.9 ~

2.6 mmol/L, 5% 78 B 4L9% 1] TC | TG, LDLC fy
KRIT IR BRI R B N (38 P <0.05) , 3%
AIEPRA BT FRZH T W 8 (P <0.05) 53697 )5
HDLC (7K 2545 390, hs-CRP /K34 F %, il
1 3BT K i Ak T8 A 28 Xt R A i O 2 1) B T
BT (P <0.05) , ABFFEEE AR, 52
LDLC ik#5 , A 2 —BRIG I &7 A T T A 7 i
ARG LT 1A B EF AT X R 30 kil
WA BIIGYT , F VH-IVUS %378 5 28 K 2 R | i
AIBPRE X BRALIG T 5 BA T BB HR A far 40l %
(P<0.05) ;5fbikbrdl B AL H I B (P <
0.05) . f/MVE IR A ALIAYT 5 YA B, 584k
PR R I B d (P < 0. 05) , Fi &7 it
TTRIT R B 3 & A T o2, W2 g 5T B 43
WD RBEHOR B EOE A (P <0.05) , b ikrdd
AR D R (P <0.05) IR GBS £ 2
ARG B 2 ) 2 4ENR 1S S ; W4 VH-IVUS £ i
Gy BEYGIT IS BAR IT R | SR A IR bR A B
WL/ DI (P <0.05) , AR, 40t Fi
EARATTIRYT G , AT WL ER 30 B0 Jik ok A s Ak BE B v 1Y
NEAZZS R /1N, 5 458 B B9 151 5 )l o /> | B B A
FoE . AMGE SR, VT R WiRIT e, BEH AR
SRR N R N 1 1 T N 1) | KR =
HIAN , VT 22509697 J5 IR R 3Kk 28 £ 2R T
M T LDLC FEAIG; [RIB, f 44 A 2 A 7T 25254
M ZRMEZ — 7™ 1 SRE [N 23 B AR A5 AN FR
FEPT ) Murphy 251 () PROVE IT-TIMI 22 {56 %
WY, RSt T T sl BT FE AR A 7T 3R 7 St s iR 2 ik 2
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T H R T8 LDLC [ % 2. 6 mmol/L LA
s Ak Al fd LDLC P& % 1. 8 mmol/L 51U
5 [RI X T At T 8 BT T At VT % D 2
O A8 AR 0 I PR PR BT R 97 58, S i A 7R ]
0 i 4 — ST AR & A A — 2P AR
16% , HARE " 15 b7 I 25367 1l e
Sk e B A o S S5, AR A RS LRt
FEEE AL

WIS ABETE, AT X T bk sl ki 55 A2
AT T2 25 03R 97, REVR R BB 67 for , /D> BT B
(AR T B A3 , 8 TN £F 2 i 1 JEE 3 5 il LDLC B %8 1.8
mmol/L %% 2.6 mmol/L ZH H 4F | 33X FIliBX Z2 41
ST — B0, XTI B AR B 25 A o AR
ks NE P S A TR B RS A
TERE R AREAR , A e Tk 2 2 H PCT 22697 .
T AT 589 B 84 0, b MACE 19 5% Wi e T 45
W XTGP ORIV Al LDLC FE % 1.8
mmol/L B{ 2.6 mmol if &% I Rk {H T % 50% 1§
30% , BN R 3R 25 5K, A etk — 2D AR
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