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[ABSTRACT | Aim To investigate the effect of intensive dose atorvastatin therapy on B7-H3, B7-H4 in peripheral blood
monocytes of patients with unstable angina pectoris undergoing percutaneous coronary intervention ( PCI). Methods The
patients with unstable angina pectoris were randomly divided into conventional dose group (atorvastatin 20 mg/d, n=40) and in-
tensive dose group (atorvastatin 80 mg/d, n=40), peripheral blood were collected before and 18 h ~ 24 h after PCI.  Enzyme-
linked immunosorbent assay was used to detect peripheral blood 1L-4, IL-10, IFN-y and sB7-H3, sB7-H4, fluorescence-based
quantitive real-time PCR was used to measure B7-H3 and B7-H4 mRNA. Results The levels of 11.-10, sB7-H3, sB7-H4
and the expression of B7-H3 and B7-H4 mRNA in the two groups after PCI were higher than those before PCI, and the increase
of the intensive dose group was more significant than that of the conventional dose group (P<0.05). On the contrary, the levels
of IL-4 and IFN-y in the two groups after PCI were decreased, and the decrease of the intensive dose group was more obvious
than that of the conventional dose group (P<0.05). Conclusion Intensive dose atorvastatin may promote the expression of

B7-H3 and B7-H4, thereby reducing the immune inflammation in patients with unstable angina pectoris after PCI.
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HIFEAT PCI KW B3 80 ], H o B 4 51 ], & &
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K4 ; QT XA HGGOH T ER L ME;
@DFERRIEHEL2;,@EEF ;@14 R
Ak, QeFEtbmERNOMMLE RK;OF
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1.2 BITAHZE

HHFAEHEHZ T PCI R 48 h REH TR
FTHE R M IT 20 mg/d; SR AL A E 4 2 # F AT 48 h
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PR R RS AR T R Y, AR B ik B
B R RAFRENNAR R,
1.3 MmiERMEEFR sB7-H3 . sB7-H4 7K ERINE

P4 B2 T PCI AR A A 18 h~24 h %
B 4B # fkofn 20 mlL, 1300 r/min %% 5 min, B
F,BET-20Ck k7, KA ELISA #& 0 M 7 IL-
4 1L-10 ,IFN-y 7K “F #1 sB7-H3  sB7-H4 7K F (i 7|
&¥H Il £E R&D AF),
1.4 WEELHWEE PCR Ml E B7-H3 #1 B7-H4
mRNA HI%RIE

SEMEN AR EXAFEHREE S
o KA Trizol 332 B 40 fi 5 RNA, U £ 260 nm 70
280 nm AL HY RN E ROH T B, B kA R
¢DNA J5, H ABI7500 # FQ-PCR X # 17 5L i & &
PCR AT B R EE kK&, KA. 95CTH % #
30 5,95°C % 5 5,55°C 3 k 30 s,72°CZ # 60 s, 3t
40 NMEF, GAPDH ki 5 41 % 5'-GCA CCG TCA
AGG CTG AGA AC-3', T U 5l 41 % 5'-TGG TGA
AGA CGC CAG TGG A-3';B7-H3 L sl 4 H 5'-
CTG GCT TTC GTG TGC TGG AG-3", TNz 5| 45 % 5'-
CTT TGC TGT CAG AGT G TT TCA GAG G-3';B7-
H4 E#% Bl 4 & 5'-AGT GAC AGA ATC GGA GAT
CAA AAG-3', T i 5l 41 % 5'-GTA AGG GCT GAG
AGG CAG AAGT-3', ##E 27°°“ % it & B7-H3 #n
B7-H4 mRNA Hy A3t %k &,
1.5 Sit=ath

HERE xxs Ko, AR HELREXA ¢
fr B3 B7-H3 B7-H4 5 X ¥ A F IL-10  1L-4  IFN-y
f A8 % M K Al Pearson 48 % £ 24, A P<0.05 % 2
RHAITFE L,

2 # R

2.1 —MRIGRFAELLE
LR i 2 5 R A ) o 2 AR MR K R
BEE—RBOR LR S48 L (P>0.05) ,
BATTHE(R D),
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Table 1. General clinical features in the two groups

R SR 2

7 H (n=40) (n=40) P
FYEH(%) ] 22(55.0) 29(72.5) 0.496
(S 61.73£7.05  62.04£7.56  0.681
IR JFEFE L (kg/m?) 24.3+2.6 25.0+2.8 0.351
LB %) ] 22(55.0) 28(70.0)  0.146
FEIRAE[ (%) ] 16(40.0) 11(27.5)  0.167
ERILEE[ #(%) ] 23(57.5) 31(77.5)  0.178
WA B (%) ] 14(35.0) 12(30.0) 0.468

%* 2. 4 PCI KT, RJS MAEKF LLEE (v+s, mmol/L)
Table 2. Comparison of serum lipid levels before and after

PCI in the two groups(x+s, mmol/L)

5 R 4 SRR

PCI R7[T  PCIARJG PCI Rfij  PCIARJG
TC 5.13£0.23  5.09+0.41 5.1620.35  5.1320.27
TG 1.84+0.14  1.82+0.22 1.87+0.19  1.79+0.26
HDL  1.31+0.25 1.3220.29 1.24:+0.24  1.31+0.33
LDL  3.19+0.34 3.17+0.36 3.26+0.38  3.21+0.32

2.3 PCI RBI ARG IL-4.1L-10 F0 IFN-vy 7K LE 8%

R 2 AR AL 2 PCT R B LT 14
IL-10 IFN-y /KIS0 22 55 (P>0.05) . H #LF
AR A 4 PCL R ML 1L-4  IFN-y 7K
BORET AL, b ik R E A FREEHE (P<
0.05) ; IfiL{F 1L-10 AK-FHARFT E A, Hom Ak a4
LY TL-10 7K T B8 i 2 (P<0.05; 3% 3)

xR 3. WA PCI Ruj, RfF IL-4,IL-10 % IFN-y 7k F Lt £
(xts, n=40, ng/L)

Table 3. Comparison of IL-4, IL-10 and IFN-y levels before
and after PCI in the two groups(xzs, n=40, ng/L)

il 1L-4 IL-10 IFN-y
WA PCIARRT 5.93+0.61 6.11£0.98 4.33+0.22
PCIARJG 3.58+0.74* 8.39x0.79° 2.91+0.72°
PCI KRR 5.15£0.93 6.360.72 4.55+0.39
PCI RJG 2.02£0.65" 11.51+0.32" 2.08+0.95*
a } P<0.05, SAH AR HEL ;b hy P<0.05, 5% B s 41 A
J& A,

SRAL R B

24 PCI Rej ARE5MNEIM sB7-H3 #0 sB7-H4 7KFELEE
PCI ARH, P4l H & sB7-H3  sB7-H4 /K- JCHH
W25 (P>0.05) ; PCI RJ5, 4L # sB7-H3 sB7-
H4 /K3 o, Hoss 4k ) i 4 sB7-H3 | sB7-H4
AKAF-THE B R 3 (P<0.05) ;9 MR & 2 PCI RS

sB7-H3 .sB7-H4 7K -5 AR A AH b T+ & AN B &, 25 57
LG E L (P>0.05;3% 4) .

* 4. BAEE PCI K87, K5 sB7-H3 0 sB7-H4 K FLL 1
(x+s, n=40, ng/L)

Table 4. Comparison of sB7-H3 and sB7-H4 levels before
and after PCI in the two groups(x+s, n=40, ng/L)

I3 sB7-H3 sB7-H4

WAL  PCI RN 3294.46+£547.92 3373.00+561.72
PCLARJG 3379.85+578.72 3667.00+543.36

MRAEFIEEA  PCIARHET  3043.00£562.45 3392.00+478.67
PCI RJ5  4426.32+617.71" 5645.49+563.98"

a N P<0.05, 5 H MR EAAR S A,

2.5 PCIARBI,ARJF B7-H3 #1 B7-H4 mRNA fIRIX
PCIAHY, Pi4l B7-H3 \B7-H4 mRNA [k
BEZS(P>0.05) , WHLFIEL PCIAJS BT-H3,
B7-H4 mRNA 3R ABARICH B (P>0.05) 5
sk 40 PCI R JF B7-H3 B7-H4 mRNA )33k
BEARRI T (P<0.05;3 5) .

& 5. WA HE#H PCI A7l R /5 B7-H3 #1 B7-H4 mRNA K&
iE (xxs, n=40)

Table 5. Expression of B7-H3 and B7-H4 mRNA before and
after PCI in the two groups(xzs, n=40)

el B7-H3 B7-H3

WHAEE  PCIARR]  0.977+0.213 0.975+0.161
PCIARJE  1.000£0.216 1.000+0.179

sfbR 4 PCIARHET  0.800+0.197 0.820+0.315
PCI RJ5 1.490+0.178"  1.520+0.296"

a N P<0.05, 5L ARFTLE ;b S P<0.05, 5 % HLFIE AR
Etti’io

2.6 ZRMEMEXSHT

Pearson AH 3¢ 43 #71 . 7, B7-H3 5 IL-10 (r =
0.629,P<0.05) £ 1EAHC, B7-H3 5 IL-4 IFN-y 4
MEAAR(r=-0.342,r=-0.417,P<0.05) ; B7-H4
5 1L-10 £ IEM5%(r=0.599,P<0.05) ,B7-H4 5 1L-
4 IFN-y 2 M5 (r=-0.391,r=-0.458,P<0.05) ,

3o #

S Lo 1 T2 LA B KA AR AL 17 Bl ik
AERE LB (T e M2 P R S A, eSO R
A PR B A 1 38 88 TG R o 2 2 PR 7 3
W BT TG 3T e A K i & B T e BR AR T K
W%, B7-H3 ELATHIH] T 4 G 28 SO, 348177 T 78 248
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HFRIBACEHITIRE . A5 EoR sB7-H3 16 & LK
B IR Ak B RN kKT RRTE AR
R BT-H4 RE 06 T 40 HE3E 5 40 i A
S0 SR G R T AR G Iy 2, T I ) A
e O VE L, T B7-H3 \B7-H4 5 30 Jhk ok R4 1k
PN UGN PSS iEN

AWFFEH, PCI AR J5 ML B7-H3 ,B7-H4 /K-
W B FF IL-10 KO L, B B B IEMDC KR R,
1M IFN-y \IL-4 530 TR, 5 B7-H3 B7-H4 R 1iAHXK
KF, BRI R, IL-10 ELA MR B Fa e B
BRI TL-10 7K B2 il 1 HPE 2 8400 14 5
fik ", IL-10 BB AR APC (% B7-H4 F ik
2" HAE Lin 4 ST T B7-H3 5 IL-10 3%
R LT, R TE S IR AERE AL TL-10 P RE M L
{2t B7-H3 \B7-H4 133520 & Hpt R

IFN-y | IL-4 25 {0 G 8 2 S 7F sl ik s Ak 1y
KRS RS LB, ORI B7-H3 AR AT 0
il 2 P 20 L YOS AN SO0 P - IL-4 TFN-y 72 A2 94
H, M7E B7-H4 JEP ARG/ A TL-4 TFN-y ik
RN ARBESESE R & B, B7-H3 . B7-H4 F+i5 , IFN-
v IL-4 PR B, P R AR R, HRETEAF S
AL, B7-H3 B7-H4 1] G838 i 6l 2 4 K - 1.4,
TFN-y 1453 W 17 S B 40 28 5 S A VE . B7-H3 |
B7-H4 7€ 0 bk i A A 5 E iz o 1o i v 1) X A
WAYER, S sh Kok AERE 1k 2 M S N g PR A R

H T, 7T E 8 12 0 H TR s bk R Ak
TR FIGYY . Kt RIFE R, 78 PCI BF AR
FHsRARTA s BT TT, PT35I > AR 5 9
F ) AT, PCT KRG 18 h~24 h 44T
80 mg SRALFI I A BTFEAAMBTT , vT LA S 3 A 0F 1L ¥ 10
10 433, At B A% 40 | B7-H3  B7-H4 mRNA fi{ %
SR B2 T TS 1L-4 1 IFN-y B9 43 006 B 5
;ML Z T, BRI 4 11.-10 \B7-H3 mRNA B7-H4
mRNA FATHEANEH ., I3 1L-4 IFN-y 7KF TR
AN, DU 25 SRR SRR BT AR At T T i R
JE R BERAE SN, 1] g Sl i A2 1F TL-10 skt i fie
PERAAZ AN B7-H3 | B7-H4 F63K , FEARITL T 11.-4 TFN-y
AR, eI 5E AL BT LA AT T K PCT T
ARHISAE RIAILH] 5 AL 2 FRA% A L B7-H3 | B7-H4 YR
ik BEAK PCL ARG RAE VA

ZE TR, s Ak 7] 2 BT AR A VT IR Y S A
1L-10 &35 1M A 25 71 & 1l A% 40 e B7-H3 | B7-H4
FeIk WD HNE L TL-4 TEN-y 43, 18 8Bt % 1
F, HARSE T REBR R FH 2 A1, nl AR B e B0 409
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