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The Effect
Nicotinatis and Combining Treatment on

of Pravachol, Inositoli

Blood Lipid in Patients with Hyperlipi-
demia

LIN Jin-Xiu, LIN Li-Qiong and CHEN Da-Guang
(Department of Cardiology. Fujian Institute of Hypertension,
the First Affiliated Hospital of Fujian Medical University,
Fuzhou 350005, China)

ABSTRACT
Aim To examine the effect of sole or combining
treatment of pravachol and inositoli nicotinatis on
blood lipid in patients with hyperlipidemia.

Methods 72 cases with hyperlipidemia were divided
into pravachol group, inositoli nicotinatis group and
combining treatment group.  Treatment period lasted
for 4 weeks,blood lipid parameters were measured be-
fore and after treatment.

Results After treatment pravachol significant re-
duce the levels of TC and LDLC, doesn’t descend TG
(TC: 7.0+1.4 vs 5.941.5 mmol/L, P<0.05; TG:
2.7+1.2vs 2.5+1. 0 mmol/L, P<C0.05;LDLC:4. 6
+1.3 vs 3. 6t 1. 2 mmol/L, P<0. 05), inositoli
nicotinatis significant reduce TG, doesn’t descend TC,
LDLC (TC: 7.0+1.4 vs 6.4+ 1.5 mmol/L, P<<0.
05; TG: 2.74+1.2 vs 2.110. 9 mmol/L, P<0. 05;
LDLC:4.6+1.2 vs 4. 3+1. 3 mmol/L, P<<0.05).
Decreased or increased magnitude of blood lipid compo-
sition in combining group were greater than those in
pravachol group and inositoli nicotinatis group (TG:—
27. 3%, —15. 6% and —7. 5%, P<<0.05; TG: —
31.9%,—7.1% and —22.8%, P<<0.05; HDL:+11.
2%, +1.7% and +4.4%,P<0.05).

sole treatment was not effective received combining

39 cases that

treatment for another 4 weeks, blood lipid composition
have furture changed (TG: 6. 5%t 1.4 vs 4. 54+ 1.3
mmol/L,P<<0.01; TG: 2.6+1.2 vs 1.9%1.1 mmol/
L,P<<0.01; HDL:1.16%0, 22 vs 1. 27%0. 21 mmol/
L,P<<0.05).
Conclusion These data suggest that combining
pravachol with inositoli nicotinatis treatment can en-
hance the reducing blood lipid effect, improving blood
lipid composition.
KEY WORDS

Hyperlipidemia; Pravachol; In-

ositoli nicotinatis

BE Hre ik EE TN LR SRS
RhfmAbBHh HHERBLaiEEE5EX4E
THEABRNS KSR Sa  ARETNE2IEY
T BREAN, $ XA TiEALEAMEAT7.0£1.4
f %5 .941.5mmol/L (P<<0.05), K EAEZGEA
MM 4.611.3% F 3. 6+1.2 mmol/L (P<0.05),%
HhZEEAN R, MEE LM a4 S 8K 2. 741,
2% £ 2.140. 9 mmol/L(P<C0.05), & & 2 Bl 8 v 1k
FARTORABLYIRK, AHELEAEHIERANE
EOHAZTEMTHPS0.05), BAOMARETEL
RE FARiEHF KA SR A YL E KT mE
ME ek, LEBS MK 27.3%.15. 6% 4 7.5%
(P<<0.05),Hdm Z 855 A H K 31. 9%.7. 1% 4= 22.
8% (P<0.05), HBABET L34 E 11.2%.1.7%
#o 4.49% (P<0.05), £ —4F A& IS LE
2ESRBKAEMBMH XL EET, AKX LA, 400
SRR K6.5+1.4E 4.5+1. 3 mmol/L(P<C0.
01), o Hh 8K 2.6+1. 2 F 1.941. 1 mmol/L
(P<O0.01), HEABEAMRL1.164+0.22 71 F 1. 271
0. 21 mmol/L(P<0.05), 32 4% 4X #.77 2o 45 &% BLBY £
SHEATIRBERAR, A& 2I5E AR,

ES 30 HlEksE; HRET; MENEH
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2508 1 5 2 2 B 50FE & B¥ (total choles-
terol, TC)FIH il =& (triglyceride, TG)R )
BB EERREZEYD, B RiETEiE
MAE AT REEE R AR EMIE T, M
BB g elind sh R AR . LFEK
IEE¥ R B A (HMG-COA)Z R E§
170 85 0] 4 AR AR VT BERE RO TE TC MK EBERR
ZFE B & ¥ (low density lipoprotein choles-
terol, LDLC),{Hi& TG H R AN, 17
BUMEEHROTEY, HE TG WERERT
B TC, HRIfEA LR B R . IFKLEH
FHERS RS MAE B &, I 7T ML
EXARASHAETREMRERYEERE TC M
TG BB . BRRRME. X HEEERMIT
MERIREY RIS FHFUERGES AT
X3 M0 i B3 6 R T

1 #HEf0E*E
1.1 XM§®

B 2HERLERBEE TG A TC XA FTHNLS &
ZH.ERETH24H . BRAMA 24 BRMETH
HENBABALETA2a M, =4 —BEXKHA
K1 72 G hEFEE%E TC # 36 5, % TC 4 3
BETGHG6H . E-AEHPELAEBFEENEHE
ARERAELS12H . 2HEEPRAEETELE
5 12 B 8 (high density lipoprotein cholesterol, HDLC)
1% # 30 4 (B 4 <<1. 04 mmol/L, % # <1.16 mmol/
L, ZT208E P, EHEHKI6H, T LK 24 41, B
HHCNEE T, ERESH. FEZXENHR.
QELTRERETC 1 E: QAR IELA QS
EFENRIBOFFNEBOMEE. ELAFA,
Bo¥EARBEAAEH . ORALAKATFHR
HgE. FEEBAESA R HEZBLE NS
BAZREFAEINANREIRDBAH AT . EX
RETHER ERKAZHE &L #% TC>5. 95 mmol/L,
TG>>1.76 mmol/L,
1.2 HE
1.2.1 HNRLE HFAHAZRFEANRWEH12h, %
Bt B % fn % # 4 8 (SGOT # SGPT). L & # B
CK) REGRE. BELRNFR OB, 25 =Z48F
AMOBRYERET 10mg, ER-A:BERNB 0.2,
BRZAEERET1I0mg, BB —A; WERILE O,

2L, BREZKRARGHELRHER, AT 4 ABLER
RTHEERMBAT TCEXTCEFEEEM S
FlmBERNE 028X A, RERET 10me. &
B-KAREBAEELEBHR. ZREFRIR 4
EARRATRARNSAGI S AT WRF K.

®1l. ZHREEN—RBERTEGL.
BERATH MBRUNA K&HT4

(n=24) (n=24) (n=24)
SEX(M : F) 13:11 12+ 12 14+ 10
Age (¥) 5218 52+8 51+8
SBP (kPa) 18.6+2.1 18.4+2.1 18.7+2.2
DBP (kPa) 11.5+1.4  11.44+1.5 11.6+1.4
BMI (kg/m?) 23.9%+1.3 24.1+1.2 23.8%1.2
TC® 6.8+1.4 7.0+1.4 7.1%1.5
TG® 2.7+1.1 2.7+1.2  2.7%1.2
HDLC® 1.240.3 1.140.3 1.240.3

BMI: hE#E¥H: O BHA: mmol/L.

1.2.2 MmigHME TC.TG.HDLC & E AN
ERAEHEMAHBN(BAER), MEHCVEH<
5%,LDLC Al#w TAKXit ¥ . LDLC(mmol/L)=TC—
HDLC—TG/2. 2,

1.2.3 fITWARE METHARATFEED 4B
1993 F 7T AMABN“HHBERFRESEY.
1.3 #itabsE

EFBEN s RT .4 ARBZAEFHLE
RAEABHEAHBRULBRREALR . 2HFEFF.AF4
HA#TUE.TRVLR.BETRUE AR,

2 %R
2.1 HEAMIELEL

EiRiiTH HREANKSETAA
25 4 AR MmAEE L NE 2(Table 2). AHEE
44 TC.TG.LDLC.TC/HDL fM# s EH B Kk
TERAHMHER TR, TRMEIT4H TC KF
B AZHRTE B MK (P<C0.05),. B4 AERAN
B4 T RE IR B B A (P<<0. 01) , BRI EE4 TG
KFERHAMEEREP<0.05),MEHE
RETHATRIEEEKP<0.01), H_%H
A HDL A RBEHFRAE, e A



o & o bk g 4k 22 35 (Chin ] Arterioscler), 1997, 5(3)

* 229

HDL K ¥H 8 EF 5 (P<0.05).

Table 2. Change of blood lipid in three groups (z+s, n=24).
Index Pravachol Inositoli nicotinatis Cofnbining treatment
before after before after before after
TC(mmol/L) 6.9711.41 5.88%+1.53* 6.9511. 38 6.4311.51 7.06%x1.45 5.13+1.39%
TG (mmol/L.) 2.68%k1.12 2.4940. 96 2.72+1.17 2.10+0.91* 2.70+1.15 1.8440. 87°
HDL (mmol/L) 1.1540. 27 1.1740. 29 1.1440. 26 1. 1940. 27 1.16+0. 25 1.2940. 22¢
LDLC (mmol/L) 4.624£1.27 3.59+1. 214 4.59+1.21 4.25+1.29 4.64%1.16 3.0340. 94°
TC/HDL 6.0511.46 5.04%+1.17* 6.01%1.41 5.43+1.11 6.0611.29 3.97+0. 89°
ApoA(g/L) 1.121+0.16 1.1740.17 1.1440.17 1.18+0.15 1.13£0.14 1.2140.13
ApoB(g/L) 1.3240.24 1.1940. 20 1.3440.22 1.21+0. 22 1.3640. 27 1.17+0. 22*

a: P<0.05, b; P<0.01, compared with before treatment group.

2.2 RABEEZNIEELE
SEHMBKTARREYAR,BEREER DT
BKF. TRMTHMERIEATREZIEY
KFEHEHHBERKTHESHA4A,. HERA
BEHE N (P<0.01,P<0.05), ERMIiTH
TC.LDLC #1 TC/HDL E¥ B4 EHE S T1H
BMAULM4A,.TG.HDL E¥ B4 X B K TFHER
B4, HERHAA BEHRE N WP<0.05),

Table 3. Percent of reducing blood lipid composition

to normal limits among three groups.

Index . "Puvnclu;l‘ - IN y . CT =
TC 24 13 54, 2% 4 16. 7% 20 83.3
TG 12 2 16, 7b¢ 6 50. 02 10 83.3
HDL 10 1 10.0b 3 30. 02 ] 60.0
LDLC 22 14 63. 63 S 22.7b 19 86.4
TC/HDL 24 15 62. Sac 6 25.0b 2 87.5
ApoA 7 ¥ 14.3 1 14.3 2 28.6
‘ApoB 14 2 14.32 4 28. 68 7 50.0
IN. inositoli nicotinatis; CT. a: P<0.05.b, P<0.01.
d with bining tr: group; c; P < 0. 05, compared with inositoli

nicotinatis group.

2.3 HEeZR

BT RS EATANERIEARNER
—TCHEEE THM 165, — TG HEE
& 6 B 2 #1, TC 3F TG B\ E & 4 H, 3¢ 39
B, 2R S R E R T AR ULBA T A Bl b
IR AEBRULEO. 2, F R =M MIT

10 mg M —X, WE 4 [, %X BLI TC M 6. 46
+1.43 & FE 4.454+1. 25 mmol/L(P<0.01),
F 24/31C77. 4 ) BB IEF . ML TG N\ 2. 56
+1.19 B E 1. 874 1. 06 mmol/L (P<C0. 01),
A 10/16(68. 8%) FIPKZ IEH ,HDL M 1. 16+
0.22 #ZE 1.2740. 21 mmol/L(P<<0.05),H
10/16(62. 5O R FIEH . & EEH B A 1.
32+0.22 % 1.1840.18 g/L(P<0.05),H
12/22(G54. 5% BB EH EBRIBEG A BT
MEXEEHERA.16+0.12 A F 1. 23+0.
13 g/L, P<C0.05),
2.4 EBlER

ZHPEF 2RI ERTE1AE
—it ¥ SGPT A& IGET P BITREEHE , X
i THRBRESETASNE RKE 1 6] (4.
2% 2 BI(8. 3%, BRSWHITHR 1 Hl4.
2RIV R GEMAE . BHEETHEHE. =
AZFRERITRYALIARBALEYS,
EWEZREHRERZIEIT . BMTRTE.

3 it

1% b 7T & — Fh B 9 HMG-COA &£ J7 B
WHEH.cEEHYNE TC BEH I TC &
iK™, 72 18 B B 4 Alad 72, HMG-COA R ES
REANRNERMERE, B F HMG-COA if
[ B 30 ) 7 89 T B BR 0 5 HMG-COA 1R
AL, RE B S HRH X R A IS R EEE , N0
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HMG-COA # H i 3-H 3,5 _ B K
(MVA), 8 TC £l B LV. BIMEF+ Y
80%LDL il 3 M F RS LDL 3k HBRD,
HHPKELDL FHREREFESHERA TC &
BEH,HF HMG-COA RIF¥ T TC t949
LR, SHMBEA TC K FRK BT
LDL & &min. LDL Z&MmM.£44FE%
9 LDL, H 7] X 7] K& F 8y LDL K¥F. @
BUEEAREEIEDS, EFRMEEKE TC
1 TG, #& HDL K, HE TG RN TF
B TC. AR AR SIS MAE B H AL EITHE
7 4 /5 8E 8 % TC. LDLC #1 TC/HDL,
ZR5E P —EiHEMLC?. {2 TG.HDL,
HIEES AN BEHEINAITHETHEEL,
H—BEHIEITE TG F %4k, oAb T2

B4R AR X TG 1 HDL %455 . T
BULBETEL TG 5 8 F # KK, TC,
LDLC.TC/HDL.HDL X #IEEH A.BH XL
Bk, #—FIEET HRILER TG MK
BB XTFRE TC,

KR EEFEREASKOE.TASH
WMEEEMEER O CERY—TEERKRE
Fi, % TG 5 HDL FadfE7Ent, Bl
HeM, X FFR T, SR O BERS 89 48 X3
fERHKRY N 4. I HDL #1% TG KM &tk
BE,LCOERILTHHEMEREILEXE 7,
BEZSH T AR MO 5569 fE R B B
TREZERRFE 3. 4%, RHLHXE TG
B A B R 1657, BRI TG K. B &

B ILAF B H BB TC, NERRK TG,k FIB5
1L BB HERE AL Y & AE & B A0 R U0 B I 3
FIIREMNEN. AER L ITHMEARE
BY S ATTIERRIERR. AHRBIEET X
— B, W AR A IT AR BE WL RSB A 1A T . R K
TC.TG.LDLC.TC/HDL #1RIEEH B UK
F+ HDL gy %R 3 H 58 F X 4R fth 1T SR BR AL
B EXMBRES A XHEEH. B3R
¥ 2T SR LBET 4 AR .TC # TG
PETEXOEE, MABARNEREEMGIT

677 4 )5, TC.TG.LDL.TC/HDL &I E

HBHAEERM,.HDL A, #E—Fi5
BT % o fth VT b B L RE 36 5T RT3 SR BRI TC
B R 5, B AR ML RS 4 B (B X TG, 7+ & HDL #I
REERIBEL B). HINE 20408 A MRER
M%) TC.TG #1 LDLC, M SR ¥ &
AHIRE R RHAYIBTRAEY, ALK
IRT . BEREBRENATFRES . FFZU
i,

R AL VT SR ER LB R WA 18T &9 Bl
ERL. R 4% ~9% W A B BURIR, EBEAE
ZRIEH . BTTEITHEEK.

G LR, ERMTE-—RE2ARHRE
FEE RS, R B RE H vl = Be e AL FREAE
] W5 4 fth VT b0 FH B BR UL BB A R T XY R AR
BREHEEA.
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