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Abstract

Objective : In order to study effects of ™Persicac Semen ; on the hyperlipidemia rats induced by Triton WR, we have made

hyperlipidemia rats by administering Triton WR-1339 for 3 days, then have administered.

The results were summerized as follows :

1. The Total cholesterol, triglyceride, LDL-cholesterol, Free fatty acid, phospholipid and CRF(Cardiak Risk Factor) by
hypercholesteremic rats injected by Triton WR-1339 of the herb-Acupuncture group were decreased as compared- with those of the
control group, especialy hypercholesteremic rats injected by Triton WR-1339 of the herb-Acupuncture+Acupuncture group were some
more decreased as compared with those of the control. group.

2. The HDL-cholesterol by hypercholesteremic rats-injected by Trion WR -1339 of the herb-Acupuncture group were increased as
compeared those of control group, especialy hypercholesteremic rats injected by Triton WR-1339 of the herb-Acupuncture+
Acupuncture gronp were some more increased as conmpared with those of the control group.

According to the above results, Persicae Semen showed inhibition on decrease of serum total cholesterol, triglyceride and-phosholipid

contents as well as inhibition on increase of HDL-cholesterol contents in hyperlipidemia.
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(1) %44

B fAE Ehe A8HEL
BEASLA fEE e AT

(2) 89

&=
GHESA IS B 388 TN 2F
97 434 BN AN F A

A 2AZHES 300g + ZFHS 3.000ml) | — FEY AFHE

2. Bhhik

(1) d

et

A

Triton WR AL 93t 785 fikst 49 7o
)z 7+ A2 Triton WR 150mg/kge 19 13]
297 TR FABYOH, Trton WR FALE 308 F

e Eo 2ol AR s

Groups  No.of rats Method of treat B 9
BT 10 ;
£ o 10 saline 0.2m1/200g EX710]0.5mm
HAIHESD 10 02ml =91 29 02ml200g FF, Z01:0.5mm
' 74Ze A
A 10 12 #4 145919 59,
Z101:0.5mm
CEEREER
AA3IZ(EQ+F) 10 0.2ml/200g, 1% §3 1/43.9)¢] Fod,
Z40];0.5mm




(2) frm ¥ mEHE

AZ AAEA 1A o] FFE etherZ FiEAIT)
T OEERIS fRilste] E Ol 2o 2,500
pm, 1557 SlvorlEste] misS 2HEst Aok

(3) Al

@ Total cholesterol

Enzamatic COD-PAPEd]] ¢]3ted SICDIA L T-CHO
EAGENT (Eiken, Japan)E Chemistryanalyzer(Olympus
Au5400, Japan) 2 =7 3}tk

® Triglyceride

GPO-PAP®H®o| ¢]3}o] SICDIA L TG REAGENT
(Eiken, Japan)E Chemistryanalyzer(Olympus Au5400,
Japan) 2 2731910

@ HDL-cholesterol

FAHP 93led L-Type HDL-C(Wako, Japan)E A}
£-3}o] Chemistryanalyzer (Hitachi7150, Japan)2 2743}
Ak

@ LDL-cholesterol
LDL-cholesterol &< the 349 28ty 1R T.

LDLchol .1 = Total chol.l-HDLcholl + TG/S + LDL chol.1

® Free fatty acid

Bl oJste] VNEFA Kit( HkSEE 0A)S A
£-3}o] Chemistryanalyzer(Olympus Au5400, Japan) 2 2
sk

® Phospholipid
H| A H2e)  o]3le] SICDIA L PL REAGENT(Eiken,
. Japan)E& AHE-3}ed Chemistryanalyzer(Hitachi 7150, Japan)
2 A3k

@ EPA(Eicosapentaenoic acid) 573
Gas chromatographyoll &]d}e] S5t}

CRF(Cardiak Risk Factor) &7
Total cholesterol /HDL-cholesterolol] &)} &} th

WEHEE Y Fo7h 339 AAEE ol vAE 9%

APARE FAsIE AT HET UERE
A1, h2F 3 AX2E W2 AA3T T
of that AAL student t-testE 3FOH 5

N

. EEERE
1. i total cholesterol(TC) &&

Aol 82 fotal cholesterol $32 72.6+9.8(57.5,
89.5)mg/dl, hZF+S 870.8+32.4(207.6, 314.)mg/dlo| A
T AA 1HEAIAE)E 235.8+£48.3(159.8, 300.2)
mg/dlo] o, A 22(AA L)L 240.7+46.8(159.7,
304.2)mg/d1o] P o™, HA3HEN R HAe FAA
)L 220.6+39.6(172.6,301.7)mg/dl . 2 VER} A7
& gz wate fg 2hol(p<0.05)7h UeH,
o|F HA3Fo] 7P ool HolstrKTable 1).

Table 1. Effects of Persicae Semen on Serum Total Cholesterol
in Hyperlipidemia Rats induced by Triton WR-1339

Group No. of animals Total cholesterol(mg/dl)
Normal 10 72.61+9.8(57.5,89.5)
Control i0 870.8+32.4(207.6, 314.7)
Herb 10 235.8+48.3(159.8, 300.2)
Agp. 10 240.7+46.8(159.7, 304.2)
H+A 10 220.61£39.6(172.6,301.7)

a) : Mean + Standard Deviation{Minimum, Maximum).

Normal : Triton WR-1339 — non treated group

Control : Triton WR-1339 - treated group

Herb : Triton WR-1339 - treated + Persicaec Semen-HA group

Aqp. : Triton WR-1339 - treated + Aqupuncture group

H+A : Triton WR-1339 — treated+Persicae Semen-HA +
Aqupuncture group

* 1 t-test ; Compared with Control group(p<0.05)

2. ffitth triglyceride(TG) 4&
A2 BZ wiglyceride FFE 66.1+16.8(39.5,

90 4)mg/dl, ZF-E 182.3+36.1(120.6, 246.8)mg/dI°]
I AR A=A E)E 146.0£15.5(119.2, 168.2)
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qiEerdstsal A7 A3%

mg/dlo] OB, HA2Z(AAE)E 161.2+19.5(126.7,
2004)mg/dlo] 1o, A3 He FAA
) 13154229957, 163.8)mg/dlez e} X2
o gz Hdd §98 2Hol(p<0.05)7F URoH,
o]& Ax|37o] 74 FelAdo] HolyttkTable 2).

Table 2. Effects of Persicae Semen on Serum Triglyceride in
Hyperlipidemia Rats induced by Triton WR-1339

Group No. of animals Triglyceride(mg/dl)
Normal 10 66.11£16.8(39.5,90.4)"
Control 10 182.3436.1(120.6, 246.8)
Herb 10 146.01+15.5(119.2, 168.2)*
Aqp. 10 161.24+19.5(126.7, 200.4)*
H+A 10 131.5+£22.9(95.7, 163.8)*

a) : Mean = Standard Deviation(Minimum, Maximum).

Normal : Triton WR-1339 — non treated group

Control : Triton WR-1339 — treated group

Herb : Triton WR-1339 ~ treated + Persicae Semen-HA group

Aqp. : Triton WR-1339 - treated + Aqupuncture group

H+A : Triton WR-1339 - treated + Persicac Semen-HA +
Aqupuncture group

* 1 t-test ; Compared with Control group(p<0.05)

3. ¥ HDL-cholesterol &

A7) 8% HDL-cholesterol 33F-S 38.045.5(29.5,
48 3)mg/dl, WZF-E& 57.7+11.9(32.7, 75.6)mg/dlo] .,

Table 3. Effects of Persicae Semen on Serum HDL-cholesterol
in Hyperlipidemia Rats induced by Triton WR-1339

* Groupq No. of animals HDL-cholesterol(mg/dI)
Normal 10 38.0+£5.5(29.5,48.3)y
Control 10 57.7+£11.9(32.7,75.6)

Herb 10 77.2+13.2(62.8,95.6)*
Agp. 10 67.31+13.2(46.8,95.1)*
H+A 10 84.71+12.2(64.8, 103.5)*

a) : Mean # Standard Deviation(Minimum, Maximum).

Normal : Triton WR-1339 — non treated group

Control : Triton WR-1339 — treated group

Herb : Triton WR-1339 - treated + Persicae Semen-HA group

Agqp. : Triton WR-1339 — treated + Aqupuncture group

H+A : Triton WR-1339 - treated + Persicae Semen-HA +
Aqupuncture group ,

* 1 t-test ; Compared with Control group(p<0.05)
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AATHEQ A £)L 77.2413.2(62.8, 95.6)mg/dI®]
Qo A2 (AN L)L 67.3+13.2(46.8, 95.1)mg/dlo]
o, ABHEARFH FE FAAY)L 847+
12.2(64.8, 103.5)mg/dlo. 2 JER} HAXNFL Y27
Hgto] o3 24oj(p<0.05)7F AN2H, o]F HA3FE
o] 714 frej/de] HolWtThTable 3).

4, ffit¥ LDL-cholesterol &&

A8 % LDL-cholesterol $3- 21.5+8.9(11.9,
42.6)mg/dl, 22L& 176.6+35.6(107.9, 228.9)mg/dl°] %)
T, AR QAN &) 1294+57.4(47.8, 201.0)mg/
dlo)1om, (X 2Z(AAE)L 141.2451.2(71.6, 226.0)
mg/dlo] R om, HAZHEAFEH A FAAE)S
109.6+38.1(50.3, 178.7)mg/dlo. 2 JER} 2L B =
Zo} wjate] g8k 2ol (p<0.05)7F U eH, o3 A
A370] 7HE /g0l HolytthTable 4).

Table 4. Effects of Persicac Semen on Serum LDI-cholesterol
in Hyperlipidemia Rats induced by Triton WR-1339

Grbup No. of animals LDL-cholesterol(mg/d1)
Normal 10 21.5+8.9(11.9,42.6)

Control 10 176.6+35.6(107.9, 228.9)
Herb 10 129.4+57.4(47.8,201.0)*
Agp. 10 141.24-51.2(71.6, 226.0)*
H+A 10 109.6+38.1(50.3, 178.7y*

a) : Mean + Standard Deviation(Minimum, Maximum).

Normal : Triton WR-1339 — non treated group

Control : Triton WR-1339 ~ treated group

Herb : Triton WR-1339 - treated + Persicae Semen-HA group

Aqp. : Triton WR-1339 ~ treated + Aqupuncture group

H+A : Triton WR-1339 ~ treated + Persicae Semen-HA +
Aqupuncture group

* : t-test ; Compared with Control group(p<0.05)

5. Ifiiff Free fatty acid & &

7ol 82 Free fatty acid 322 167.3+46.6
(103.5, 230.4)Bq/L, 27 303.8+71.9(205.1, 401.3)x
Eq/Lo| X, A 1HEAFEAIE)E 242.1£77.5
(156.3, 401 3)Eq/Lo| .08, A ] 2Z(HA%)E 2560+
76.0(134.5, 345 3)dBg/Lo| Q1 0.1, HA3HENFA A R
& ZANF)L 229.9463.7(145.5, 340.0)Eg/LO.E Vel



U AR 2ol Blst Folgk 2to)(p<0.05)7t
ANeH, o]z AHR3Fol 7 FAdel Holgtt
(Table 5).

Table 5. Effects of Persicae Semen on Serum Free fatty acid in
Hyperlipidemia Rats induced by Triton WR-1339

Group No. of animals Free fatty acid(#Eq/L)

Normal 10 167.3+46.6(103.5, 230.4)

Control 10 303.8+71.9(205.1,401.3)
Herb 10 242.1+77.5(156.3,401.3)
Aqp. 10 256.0+76.0(134.5,345.3)
H+A 10 229.9463.7(145.5, 340.0)

a) : Mean + Standard Deviation(Minimum, Maximum).

Normal : Triton WR-1339 - non treated group

Control : Triton WR-1339 - treated group

Herb : Triton WR-1339 — treated + Persicac Semen-HA group

Aqp. : Triton WR-1339 — treated + Aqupuncture group

H+A : Triton WR-1339 - treated + Persicae Semen-HA +
Aqupuncture group

* : t-test ; Compared with Control group(p<0.05)

6. ffii¥f* Phospholipid 4 &

Aol ®Z Phospholipid $HEH2 83.3+19.1(50.4,
110.3)mg/dl, ) 2342 201.0+25.8(149.8, 235.7)mg/dl°]
A, A=A &) 170.3£39.7(125.6, 235.4)
mg/dlo] g om, HA2Z(AA )L 184.5+30.4(145.4,

Table 6. Effects of Persicaec Semen on Serum Phospholipid in
Hyperlipidemia Rats induced by Triton WR-1339

Group No. of animals Phospholipid(mg/dl)
Normal 10 83.3+19.1(504, 110.3)
Control 10 201.0+25.8(149.8, 235.7)
Herb 10 170.3+£39.7(125.6,235.4)
Aqp. 10 184.5+30.4(145.4, 223.5)
H+A 10 148.3+43.6(94.3,203.2)

a) : Mean = Standard Deviation(Minimum, Maximum).

Normal : Triton WR-1339 — non treated group

Control : Triton WR-1339 — treated group

Herb : Triton WR-1339 — treated + Persicae Semen-HA group

Aqp. : Triton WR-1339 - treated + Aqupuncture group

H+A : Triton WR-1339 - treated + Persicae Semen-HA +
Aqupuncture group

* : t-test ; Compared with Control group(p<0.05)

W HER S Tt A2 IARE dged MAE g7

rir

223.5)mg/d1o] 2.1, A A3HEANNF HE FAA
)S 148.3+43.6(94.3, 2032)mg/dl 0 ® e} X2
& gz wste fofd 24el(p<0.05)7F UAANLH,
o]& A A|3o] 7H Fo4do] HolkithTable 6).

7. lii¥f EPA(Eicosapentaenoic acid) HlE

Q7o) 8% EPA(Eicosapentaenoic acid) & &< 65
+22(26, 104)pg/ml, ) 272 53121(26, 83)ug/mlo) YL
AR HEAFEA L) 7943036, 137)pg/mlo} 3 0.1,
HAA2H(AANE)L 6712526, 102)pg/mlo] ] 21, H A3
HEQHHH e FAA)E 10413939, 164)ug/ml
o7 Ueht AXS ol wiste] §93 Aol
(p<0.05)7} AAR2H, o]F HR3+-e] 7P frelAdel H
o]y tHTable 7).

Table 7. Effects of Persicae Semen on Serum EPA
(Eicosapentaenoic acid) in Hyperlipidemia Rats
induced by Triton WR-1339

Group No. of animals EPA(pg/ml)

Normal 10 65+22(26, 104)

Control 10 53+21(26, 83)
Herb 10 79+30(36, 137)
Aqp. 10 67125(26, 102)
H+A 10 104 +39(39, 164)

a) : Mean % Standard Deviation(Minimum, Maximum).

Normal : Triton WR-1339 — non treated group

Control : Triton WR-1339 - treated group

Herb : Triton WR-1339 — treated + Persicae Semen-HA group

Aqp. : Triton WR-1339 — treated + Aqupuncture group

H+A : Triton WR-1339 — treated + Persicae Semen-HA +
Aqupuncture group

# : t-test ; Compared with Control group(p<0.05)

8. Ifiitf CRF(Cardiak Risk Factor) HIzE

AAbe] W2 CRF(Cardiak Risk Factor) 3H3k-& 38.
+5.5(29.5, 48.3)T-chol/HDL-chol, B} &2#2 57.7
11.9(32.7, 75.6)T-chol/HDL-chol o] ¥, A x| 13£(%E ¢
AN &) 77.2+13.2(62.8, 95.6)T-chol/HDL-chol©] ..
o, A X2A(AA &) 67.34:13.2(46.8, 95.1)T-chol/HDL-
cholo| 9l o™, HA3H(EAXFFH A& FAIAY)S
84.7+12.2(64.8, 103.5)T-chol/HDL-chol & & }ER} 23]

)

12+
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HgerYstaA) 478 A3E
T2 WEZol Bk RAF Ao)(p<0.05)7F AU
o, olF AA3Z] 7HE frelAdel HosiTH(Table 8).

Table 8. Effects of Persicae Semen on Serurﬁ CRF(Cardiak
Risk Factor) in Hyperlipidemia Rats induced by Triton

WR-1339
Group No. of animals CRF(T-chol/HDL~chol)
Normal 10 38.0+5.5(29.5,48.3)
Control 10 57.7+11.9(32.7,75.6)
Herb 10 71.2+13.2(62.8, 95.6)
Agp. 10 67.3113.2(46.8,95.1)
H+A 10 84.7+12.2(64.8, 103.5)

a) : Mean = Standard Deviation(Minimum, Maximum).

Normal : Triton WR-1339 — non treated group

Controtl : Triton WR-~1339 ~ treated group

Herb : Triton WR-1339 ~ treated + Persicae Semen-HA group

Aqp. : Triton WR-1339 — treated + Aqupuncture group

H+A : Triton WR-1339 — treated + Persicae Semen-HA +
Aqupuncture group

* . t-test ; Compared with Control group(p<0.05)
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7FESS] Erhe Aol el th

MmiFRES EErS cholesterol, triglyceride,
phospholipid, JEBEIRITEE SOE ol Fof x| HENRN,
B FE albumind At O 9o JRES
apoprotein3} 37 lipoproteine R3] Mk £ 18
B olE IWHY MmiFe] 05-1%5 XAk

FIRMIES HERZE mtriglyceride MAE o] A T fEZR
© [iFtriglyceride, i iFcholesterol, phospholipid,
hyperlipoproteinemia 7}-%-8] o= 37} HS HEES
Hehlle 2s 9478e

M % cholesterol, triglyceride, phospholipid, total lipid
T TREMRE R, REAHEE, TEE SIA #Bi
St olE HRAES il EES 5 Boee.

RIS RS EENQ bR 93—kt &
fRmfE=} BT KT, 24, Bl <38 FEss
TR SRIECSE T & AT ol & <
© R, FURBRESRE (K TIE, B, B, REIE,
PRZEME FRERS, MR, A g 59 2807 <
8l TSR mRiAEe] ehde, gy ol &0
TS, glucocorticoid, estrogen, HiE M/AA%E S-o] EfgIL
iES FET & Atk ¢I ST AR SERAES
Bol| #Eicke Ax wiRMES] KRl Bk ik 1
EE B mmeg, BER, Ak i, WE, IS miF Aol
DR RS RIRRE So) Aok

M4 BYE M & A (lipoprotein) AHES] MR HHRE
AR ] 2RO E FAESIA WRMeE 2
3 BRE 2 Ik BEEe ZU2HE, ExZeA
2ho| &, B E (phospholipids), 2] &) ¥l Ak(free fatty acids)
ol itk Mk JRES MREpe) o8 7 ez
fhElol Mlnel BERe HER 2 AR Rl EERG &
e BT FH2HES MY ERRS R
FIFED, 2B 20lE S2F AR MEHEE R #
MEr AHEh EggAeolBet felAgaE <
Ao AqUA DR FIFET MFERES #i S 9
= AZ9 Wk, AR AR, EEERNA RH
O METRIE 28 S olRI Qlth e
d2u S RIS KE WA RS ER B 5o
o AR, IR et HRte] KT Bk
BE S/ 58] (EH BREE R EEER,
Mk & B (acetyl CoA carboxylase, triglyceride
synthetase), #flil®] FALFERM, IFE S RE 32 MG
29 e T AESR SifiEe] Ak I8Eg

Wik e Tt AR Y 2AEF dd VX e 9%

NAIERS (Fikik S22 BIBRES 318 S28, K
g 32m oed 29512 B9 FEHANE AR
S AT oAUk miE AGHES BEV B
AEE A2 chylomicron, 249 =X ¢l (VLDL), 3
ZPA A S (IDL), A=A TE(LDL), 38 =X v
(HDL)2 2 4T ¢ TP,

Chylomicron gR&pe| 8 JRITEC] BolA Tk
IeslE Aol B &% 1-5ER) FifalA ilEE
ot ZSJERFel Hliver) > VLDLS Amste] TGS Kif
2 Urdesr 2AYEA S (VLDL)S iRl @
e AA 4+ LDLE #rdch o] A=A
(LDL)Z SiREiRaE LS #A8sle lipoproteing] ®HH,
FTUEASHHDL) FHAHES MBoERH [k
%33 ko2 utete] A FYLHEAE BF
o] FEE mgMFES i WA,

371 EpfRAEELST o) Ze REERS LDLI
HDLo]t}. o] HDL-cholesterol2 3¢ cholesterol S
o7 st AASe 9%E sv 1 % FFe
BREE(L 2 ORER PES] A BATE QTP

i mest Ko AA7 dve drsdAas
total cholesterol, triglyceride, LDL-cholesterol 52} J 1%
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