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WE: BM i PPARYCI61-T.CYP I E1 BN 280 S FH EIER M R, FiE 183 FIlsHIF
R RS R UE A R UE LN TCE B, A 183 91 £ A S 40 ] fH e 5 11 B A T i AR A (BMI) IR I
FFETitie I Ag 25 18 0% (FBG ) (HOMA - TR (RS ik & ZALPTHE 40 , A PPARYC161-T .CYPILE1 3R £
DPE RN ARR, R AU H i =8 (TG) (P<0.01) JEAREEE(TC)(P<0.05) fE%EIEEH
(LDL-C)(P<0.05) ¥ T JGIE v] HE4L . PPAR—yC161-T 3 PRI RIS 5 K 26547 3 DR A 18 i i P45 A TR 4 5 % BB 2 v G
Biil#2E 53 (P>0.05) . CYP T ET 35 BRI K 5507 I PRUIURAE AR I A E A 20 -5 %6 B2 AP oA 2425 5 (P<0.05)
i BRI ESTL RO B s SRR IR BRI TIARSE . CYP ITEL N 22250 AT BETE NG W7 RS IE A4 I A% LA

S A PR Y R
KR RN BRI NIE; IR
FESES: R2564 XERFRAEFS: A

AR, BlE AMTIARTE AR W s AR 1y
s R (FLD) 00 S5 4F L THka s, i
SEARTRSTERR I, ARSI AN DA
JEMEEER = —11, H TR 205400 FLD BRI
Tl SRR G R s R R AR R AR
T AR 05 s AR I R B/ Bt R G oA
BERG A  UIAH DG H i TCRE 18 I AEFST & 9 PPARYy
(Peroxisome proliferators —activated receptor, PPAR7y)
M4 2 PASONTE]L (Cytochrome P450 T E1,CYP
MED 58S EN R g Tt AL X R %)
23 PPARy 1 CYP I E1 B 2 M2 IR Wi & A=
RIRH)—AEEBE R, B 2RI 5 R 5
Ja RIE, FERIE T B IR AR A i 2R,
SR B S AR B 2E P st AG I Z B UIAHG, Hl
T R SRR 225 R 2 8] B 5 2 A RFFE Y
ol o T R A 9T IR W bR I R R R
PPARYC161-T H1 CYP Il E1 f3EH £ 2 598 0E
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i T N, ) — Rz ROFIAR B AR i F 58 % 52
() B e AR R TR BT A (BMD =& (kg )
NE S (m)Po KRR H LA 8 ras IR bk L , 46 05
F2FFEFR (HBsAg .HCV RNA) , K ] H 37 7060 4
AR 2 2 IR (FBG) . R ZIRE .
g, SRHAb2E e RO e 25 IR 19 5 25 (FINS),
i 85 AP R RS A PPAG v 158 5 A he
f5% (HOMA-IR), [W] B W4 32385 =5 I ik o
2mL,EDTA $LEEAFE S -80 COKAAR 4, T
FEHCAPE 1M DNA
1.3 AREERR y¥gAame B e R BRAAR A

M\ EDTA Hidt 4= il Hh 42 B DNA |, R 05 &
PR o A BEE IV (PCR) H AR I 38 41 1y i H
R B, BB AR SCER , CYP2ET BRI 9IPT
5" ~CCAGTCGAGTCTACATTGTCA -3°, P2: 5" -
TTCATTCTGTCTTCTAACTGG -3’ ; PPARy A I
W .5" ~CAAGACAACCTGCTAGC-3", Tiif:5 -
TCCTTGTAGATCTCCTGCAG-3" . 5I¥ b g

HEWBARA BRI F G B BRI BGY) RO X PPARy
JEHF CYP2ET JEHI 43
1.4 it ot

THE TR B eAnifi 22 (R+s) £om, R
SPSS17.0 Geit 3 M A4 43-#r , 12 P 20 ] 245
FeA ¢ K90 5% Wilcoxon FRANRGES , AT RER T X
K96 uk Fisher HYIHEZR L, XU P<0.05 MR-G5
ES 98
2 R
2.1 FREIT P EAEAZ 5 A 18] — ARt oL g rbx

REW FFRAIEZE 69 5] FRUEZH 79 151 K TC Uk ] B
4 35 1], £ B kg b 22 = e G
I J05 JFE 995 0 £ 45 6 31 4 B TG v] $¥ 4 [|] TG TC.,
LDL-C 22738 Giit2# 5 L (P<0.001), H A3 22 5% 00
Giitepa 3, FHIEL TG (P<0.01).TC (P<0.01),
LDL-C(P<0.05) i T JCIE AT 4L, R IE 4L TG (P<
0.01).TC(P<0.05) .LDL-C (P<0.05) /& F JCiiE n] #¢
M, W31,

®1 PERFPRNEA S BREA R FIE AT PHA— B0 K MAE & £ L Istri L&

T H PEUFLH PRIEZH eIk R PR F1H PiA
P ) 54/15 60/19 28/7 0.257 0.879
(S 74 40.96+11.79 40.03+13.78 38.60+12.56 0.394 0.675
JEEFEl/em 94.07+7.62 93.44+8.81 91.5249.16 0.947 0.390

BMI 26.63+4.25 26.47+3.02 26.21+3.04 0.144 0.866
SBP/(mmHg) 126.43+12.54 126.82+14.30 124.24+10.71 0.469 0.626
DBP/(mmHg) 80.11x8.43 79.18+9.83 77.97+8.93 0.607 0.546
FBG/(mmol/L) 5.96+1.41 5.79+1.49 5.47+1.74 1.096 0.337
HOMA-IR 3.80+2.24 3.61x2.53 3.11£1.28 0.829 0.438
TG/(mmol/L) 4.79+3.97%* 1.6620.29% 0.84x0.23 40.593 0.000
TC/(mmol/L) 5.63%1.40%* 5.19+0.92% 4.35+1.33 12.82 0.000
HDLc/(mmol/L) 2.60+12.88 1.1820.21 1.5320.70 0.599 0.550
LDLc/(mmol/L) 2.90+0.84* 3.21£0.74% 2.51+0.89 8.983 0.000
UA /(mmol/L) 425.34x97.31 385.39+76.98 381.32+90.57 4.481 0.130
ALT/(mmol/L) 84.31+81.07 80.42+81.98 90.17+89.58 0.168 0.845
AST/(mmol/L) 51.32+40.13 49.10+40.16 50.97+36.92 0.064 0.938
GGT/(mmol/L) 89.35+78.21 72.90+137.13 45.47+34.03 2.011 0.137

S ICIERTHE AR HE *++P<0.01,%P<0.05,
2.2 PPAR—CI6IT f& 5 W5 AT P R AEAZ 5 A 40 5 2
84 N A il ol
PPAR—yC161T FERA CC.CT 1 TT BY S0 RAE
60

JIE 7 JHF v B iR R R A A A TG UE AT AR 4 5 )
ML e 22 R TESe I3 22 7 (P>0.05) (L3 2).
PPAR—yC161T S5 3K C T SR ALE AR 5 i 2=
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Xl i, 45 PPAR-y C161T Hil CYP [T E1 FeH £ A1 S5 WG AT b BERERL A 56 52

UERDFEIEA RAEZH Tk il FE2H 50 IR AT e e
SR TG L(P>0.05) (W3 3).,

x2 EBUFREIEESRSERA
PPAR-yC161T EFZ I LL &

PPAR- LY [n(%)]

n XZ{E
vyC161T cC CT TT
WL 69 30(43.5) 34(49.3) 5(7.2) 0.522
PEUEA 79 40(50.6)  35(44.3)  4(5.1) 0.114
JCUERHEA 35 21(60.0)  9(25.7) 5(14.3) 3.889
WHEEZL 40 20(50.0) 18(45.0) 2(5.0)

T 5T R FL s #P<0.05

3 EMFPEIEESBESIEA
PPAR—yC161T & EEFHLL

LN [n(%)]

PPAR—CI6IT  n X[t}
C T
Nl 69  94(68.1)  44(31.9) 0461
PRIEZ 79 115(72.8)  43(27.2)  0.002
JCIE R PR 35 51(729)  19(27.1)  0.002
X 2 40  58(72.5)  22(27.5)

TR X IR LB +P<0.05

2.3 CYPIIE1 W AT B AEAZ 5 AV 4015 2 PR 20
A g

CYPIILE1 2 A C1C1.C1C2 1 C2C2 AR
TE NG 7 HTF Fp 1 E AL 20 5 %) B 4] LA 25 5 4
T2 L(P>0.05) , FE2H FLJCHE AT i 55 % iR 2
b ERA G4 L (P<0.05) (WL 4);CYPI
E1 8557 FEPR A AE A 105 v B R AR TR
T2 TCUF W] B 5 0] HE 2 (1 35 PR 7R 356 R 78 (14 43 L
AT (P<0.05) (WL 5),

x4 ERFPELESESRA

CYPIE1 EFE K LLE:
LR [n(%)]
CYPIIEL n VeXI:]
cicl clc2 c2e2
PAE4L 69 45(65.2) 18(26.1) 6(8.7) 5.137
PEAIFZH 79 46(58.2) 30(40.0) 3(3.8) 6.988"
JCUERTHEH 35 20(57.1)  13(37.1)  2(5.7) 6.233"
XPHEZH 40 33(82.5)  7(17.5)  0(0)
T AT IR LA *P<0.05

x5 EFPEERSESRA

CYP I E1 EEMEH L
ST IR [n(%)
CYPIIE1 n - e ] X 1E
C1 c2
WHIEAL 69 108(78.3) 30(21.7)  6.582°
WAEL 79  122(77.2) 36(22.8)  7.067
JCUE A HEH 35 53(75.7) 17(24.3)  7.067°
X A 2 40 73(91.3) 7(8.7)
TE : 50 BRE LU 4K *P<0.05
3 itig

G W5 I (Fatty liver disease, FLD ) f&— 15 FFE

=5 % B 2 5 20— R 5 B EA 47
FRENPR B A TP ORG 1 i 7 A 0 A RS 1 s A

(Non-alcoholic fatty liver disease, NAFLD ), ¥JHA
R T Ry A A 2 g ) RURS: o B2 A ORI
P I A TS FSCAR 7 JET 1) S R, 41 s g 0 A o ey 22 A
JL A S BN ML = RS RE R I LRI | ﬁf‘ﬂ'ﬂlj\]élz
T MR . A DGRBS IR AT 8 W B R AR
PR G AR A ) o 1 BRI 2 FEL TR AT, RS ,%ﬁ'ﬁT
2 AR AR o BRI AR RS , R RIS M
g5, “MBAZPN” AT, A Z 7S,
N N W e A (4 2 785 8 2 1R o B S R B
TR UAH OG5 BRARIE 27 A Ay 3 A% DR 3R %o i 0 FF )
oL AR T, XL R U H R R 2 38
W T AR A U T Y — R
AEFFRA R N BRI | IR Y
TG\ TC \LDL-C S TCHE AT JE4 B 2 Ty o Fh il 2 250
WEFERB, MLNR KT 5 88 i 2% DIAH 5C L Ay 1t g T
e AR v 22 B ek Y GOUL A B, AT S8 45 2R 5
FFEE . BUAREE 2D IRINIIF Y AT 30 Fl
“ZETHAUL IR ZE AL B, TR
Jo sk S A A A0 A0 MBS R T A 1 28 . IR3E
RAEE N S L AEA ST 0, W EE M T &, 59K
RIS CYP I EL 5 3 A97E 4 (reactive
oxygen species, ROS )J&"“ “ T i 1" i F EUH-
Ui B CE AR, LIMEN R CYPILEL €2
FEPIBLS B 5 TP Ko s DA G2, CYPITED J2
TR AE e D R, AR 2
V2 WIS B A A & W AR, A5 2 s A i
TP P AR P, PR AR 2 RO A LT
Yo FAAE 6 FHER M E N VIR R BEKR EEZSE (Re-
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striction fragment length polymorphism, RFLP), EfI
Taq I.Dra I.Rsa I. AKX Msp I.RFLP A K 5 %)
Pst I fil Rsa I RFLP, 235958 & 8L CYPITEL
A A BB ARG (CUCL) B B ZR G+
(C1/C2) .C B R G AZ RILE A1 (C2/C2)3 P AL R A
C2 KK Al fd CYP L E1 % 5% 3% M 0 o 14
CYPILE1 2 3RIA B AN AT R f Kupffer 4
i A S R R R 11 (ROT) s A2 290 i 4 408 20
JHL XTS5 5 14 403 473 0% DA T A2 228 JET- 40 P Py 45475 o
AT LI R < BRI I UE 4 Sk 2 A G ik mf
B CYPILEL (1) C2 S50 5 PR A 2 55 %) B AH T
BT, PROHA] DRI CYPITEL C2 KA SR8 T
(1) BEIE AT 6, 1T 1 5 S Ak T R I i <
FAHRE" AL ERYY , LDL-C AYit E Ak n] fE 2 H:
I EERI, P Rz A0 A 2 P 8 8 1Y) i SRy
ik, B B AR 2 AL A s AR B AR 2= LA N A A R
S 7 IS ] Ao P PR P 7 o

I A A ) AR 14 5 ) BT A2 4K (peroxisome
proliferators—activated receptor, PPARs) J&—2JSH il
PRGOS R T T B 32 A8 R A
PESER) PPARy EERIBTHRITAILY, 1E 0 g i 4h
Jif 356 R 5 3k R IR U 2 40 M ) A 5 3 1 2 B
H LS 50T N8 07 A0 M S R a8 IR IR A
Ao 4k Meirharghe #4216 PPARy M+ 6 17
£ Cl61T 272 J5 XA WY 7R PPARYC161-T 42 5+
A2 R SR EFE 40 (Body mass index, BMI) LA
KRR, Hui 4545 18 & BULE RS M A 17 11
4 PPARyC161-T 28 5 A BRI Z 7K F- W b ok AR
SELAR, T PPARYC161-T 78 53 il RE SRR T
PPARy i SR % mRNA £iAMEE S, SESH
BRI T FASF5S NAFLD (1.5 BB im0 (B A7 4%
AR PPARYCIONT 28 575 R 1 45 Hh = ik AU 2
% BRZH ] =R EE R CC.CT #1 TT BYSIZ A €. T
SR AR TO I 25 5, B A SR 2 pE ]
RS IFFERT G AR EAR /NI i R s 55 PR 2%
FHOE . PPARYCIOIT A8 S5 5 A8 I - v = iR Al
A B TEH— W5
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Logistic Regression Analysis of the Relationship between Traditional Chinese Medicine Constitution
and Myopia of 299 School Children in Beijing

YANG Yin', CHEN Di?, LIANG Yuan-bo®, WANG Ji', LIN Zhong*, ZHANG Yan',
ZHENG Yan—fei', LI Ling—ru', LI Ying—shuai', WANG Qi'

(1. Beijing University of Chinese Medicine, Beijing 100029, China; 2. Fudan School of Public Health, Shanghai 200433, China;
3. Beijing Tongren Eye Center, Beijing Tongren Hospital, Capital Medical University; Beijing Ophthalmology & Visual
Science Key Lab, Beijing 100730, China; 4. The Affiliated Eye Hospital, School of Optometry and
Ophthalmology, Wenzhou Medical College, Wenzhou, Zhejiang 325027, China)

ABSTRACT: Objective To investigate possible associations between myopia and measures of Traditional Chinese Medicine
(TCM)body constitution in a sample of 8—18 years old Beijing school children. Methods School children were outpatients during the
period from 2012 July to 2012 September in Department of Ophthalmology of Beijing Tongren Hospital. Children’s TCM body
constitutions were assessed through questionnaire. Statistical analysis was performed by Logistic regression analysis. Results
Compared with balanced TCM constitution, unbalanced TCM constitution was significantly higher risk of suffering from myopia(OR,
2.361;95% CI, 1. 137-4. 901) . At the P<0. 05 level, using Logislic slepwise regressive analysis, Qi-deficiency was sifted as the
main physical factor of myopia. Conclusion Unbalanced constitution can increase the risk of myopia. In the 8 unbalanced
constitutions, Qi—deficiency is the main physical factor of myopia.

KEY WORDS: school children; myopia; TCM constitution; regression analysis
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The Relationship between Fatty Liver TCM Syndromes and Gene Polymorphism of
PPAR-vy C161T and CYP II E1

LIU Jing', BIAN Dong-xue', SHI Jun—ping’
(1. Zhejiang Chinese Medicine University, Hangzhou Zhejiang 310015, China;
2. The Affiliated Hospital of Hangzhou Normal University, Hangzhou Zhejiang 310015, China)

ABSTRACT: Objective To explore the relationship between fatty liver TCM syndromes and gene polymorphism of PPAR -y
C161T and CYP I E1. Methods 183 patients are differentiate by Chinese traditional medicine, BMI, WC, BP, FINS, FBG,
HOMA -IR, liver and kidney function, serum lipid. PPARyC161-T, CYP Il El gene polymorphism and allele frequencies are
detected in 183 cases of patients and 40 healthy persons. Results TG, TC, LDL-C of silt syndrome group and phlegm stasis
syndrome group were higher than those without a discernible group (P<0. 05). Compared with the control group, genotype and allele
frequencies of PPAR—yC161-T of each fatty liver syndrome groups have no significant difference (P>0. 05), while genotype and
allele frequencies of CYP Il El of each fatty liver syndrome group have significantly difference (P<0. 05). Conclusion Disorder of
lipid metabolism and associated changes closely relate to silt and phlegm stasis syndrome. Gene polymorphism CYP Il E1 may play
an important role in the formation and transformation of silt and phlegm stasis syndrome in fatty liver disease.

KEY WORDS: PPARYC161-T; CYPIIE1; gene polymorphism; fatty liver disease; silt and phlegm stasis syndrome
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