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HEV IR CR . Fik WAMRIAIT Y 2 BUREFRME B3 413 4], by /N T 6 A~ H 0 iki2 ik 6 78 . R Al ELISA k4]
i il 7 BT — HEV TgG Al IgM T4, B il 7 #F — 25 5% JH Western blot Ii8fiIh . &5 R 1% 230 fi), 2o 1% 183 fi], -3y 4E % 58.3 =
14.8 % (14 ~90 %), ¥ - HEV IgG [P 145 ] (35. 1% ) , 5 1t 5 4 P BH 1 2R 43 31k 35. 2% F135.0% (P =0.959) ;4 - HEV IgG
BRI M 23 A7 8 T T 55, 38 40 % S RRUE 7E 35% Zofa . iz S AR 12 ME BRI SR H BT - HEV TgG AP R ILA A [ (35. 9% #
34.9% ,P=0.871) , TG IR 7% & 5IEH & W - HEV IgG HPESARRL, 5t - HEV TgG M 9] 2L P 20 /8 2 19 1 2 g
SHRAAME . MAE,3 51(0.7% ) B FH AT - HEV TgG Al TgM [F B BAPE , ¥ 0 LR 029 01, IF DI B IE % . 4518 A4l 2 BURHIR
R EPL - HEV IgG MG RATE N 35. 1% T BRI E 0.7% , Jp WG RIR G . AWFIT 45 KR, B IR & 5 HEV BRLJC G,
B - HEV TgG BRI X 4% PR 58 & 0 I DI RE T A R 52,
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Seroprevalence and Incidence of Hepatitis E Virus Infection in Patients with Type 2 Diabetes Mellitus. Cheng Yandong, Huang Hongyu,
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Abstract Objective To investigate the status of hepatitis E virus (HEV) infection in patients with type 2 diabetes mellitus and
assess the role of HEV infection in the patients with abnormal liver function tests. Methods Serum samples from 413 hospitalized pa-
tients with type 2 diabetes mellitus, including 78 newly diagnosed ones, were tested for anti — HEV IgG and IgM by a unique ELISA based
on the immunodominant polypeptide and truncated polypeptide. The positive samples were further confirmed by Western blotting. Statisti-
cal analysis was done with chi — square test or Fisher’s exact test. Results  Of the 413 patients, 230 were male and 183 were female,
with the average age 58.3 + 14.8 years old (14 —90). Totally 145 (35.1% ) patients were anti — HEV IgG positive. The prevalence

had no statistical difference between male and female patients (35.2% vs 35.0% , P =0.959). The prevalence was increased over the

s

age and reached to relative constancy (35% ) after 40 years old. The prevalence of anti —- HEV IgG in the newly diagnosed patients was

comparable with that in the non — newly diagnosed ones (35.9% vs 34.9% , P =0.871). The patients with abnormal liver function tests

showed similar positive rate of anti — HEV IgG compared with those with normal liver function tests. The patients with positive anti - HEV
IgG and negative anti — HEV IgG had similar rates of abnormal liver function tests. Additionally, three non — newly diagnosed patients
were positive for both IgM and IgG, with normal liver functions. Conclusion The prevalence of anti - HEV IgG in this group of type 2
diabetes patients was 35.1% and the incidence rate of subclinical infection was 0.7% . The data suggest that the onset of type 2 diabetes
is less likely associated with HEV infection, which has minimal long — term influence on the liver functions in the patients with type 2 dia-
betes patients.
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K8 o bk [ R o T AR R 5T & B, HEV
R TIT i filh 22 3T 1AM B 9 2 2, DS DR 0 7 R 1) 4
FEOEK 3R B RcE " W R % AR
FRENREAR T, AR WFS S AW ST 2 BRI 3% 1
T 48 (9 ML AT 26 AT B0 R e 2 L R 5 T S e A 5 10

EQF =

WHREHE

LSR5 . AW A BB ey 2 7Y
W f8 2 St 413 {5, Ho 55 Pk 230 3], Lo Pk 183 4],
Horp 78 B Eis Wiy 2 BB RS R <6 A1
iz 1999 4F WHO ¥5 BR5 12 Wr br . 28 5 7 249 4F 1%
58.3 £14.8 % (14 ~90 %) , >R A} JH L )5 43 &5 ML ,
-30CIRIERE o ABEIE 48 ot SRk 5 B 18 B 25
SR A B E S FE R E

2.4t ~HEV IgG F1 IgM I . A #F 58 % H] BE A
AE L R U R G A I BT - HEV IgM Al 1gG
Puik . AR FH A BT - HEV ik 5 £ 2450 7
e R 2 K (ORF2 459 ~ 607 2 ik ) i 5 s g M (] Bisf
WRAEHL - HEV Hi ik 5 32 B 5t J5 g 8 7% 19 #0502 Ik
(ORF2 472 ~607 Z k) A J i o, g 57 T & Wt -
HEV IgG F1 IgM %) ELISA, % % %5 B% Al LUK W $¢ -
HEV $it4 , SCA] HEBR #8405 B PE . = 28420 3R
T 403 ORF2 459 ~ 607 % ik #il ORF2 472 ~ 607
Z BRI AR R B — Bk R S BM 22 vh ik (pH 9. 6) B AL
FE 1wg/ml, f# ELISA T L4k (100 /L) ,4°C it
Wo WWHHM A 0.05% Tween — 20 [ 5518 £k 2% vh
(PBST) ¥ % 1 W g, &L A 300l 5% R fig 07,
37°C # M1 1h, £ PBST B J5 hn A 5% i g 051 100
s B 04 R D 1 v (100 g 7/ L) ,37°C#EE 1h, PBST
VRV 4 W, AR S 4 5 A BRAR i S AL Y B (HRP) 43
I EPTA IgG F1 IgM $T 4k (3£ [H Sigma /8 ], PBST
1: 3000 i %), 100 f Ft/4L,37°C ¥ & 30min; PBST
VRV 4 UG T, A DY IO e 1, =R
15min Ji5, il 2mol/L H,S0, (50 # /L) £ 1k 5 v,
g A A2 B Ayso (L, 53 EAE Ayso _g0r I Ayry _g070 LA
Aisocr =0.5 H Apsocor/Airr o > 2 K Ausy oo T 22
Ay _qr >0.5 g ELISA H 6 B PE S0 Wi A vfe 17

X ELISA #:l 5T - HEV IgG 8 IgM FHVEFEAS 2
B 7 4% 38 3 — 2B 4T Western blot ¥k 0 Fl
¥t - HEV $i&{0 5 ORF2 459 ~ 607 %Hiué‘%leifi
N T AS 5 B R J 3k — R A, [ B AR 4l ORF2
459 ~607 % JkAE Laemmli 2% whifg v A finBiosk B8, E DL
TR R AR A TN B S AL AR TR 5K

e — 4" JE 4T Western blot 3 # i B,
ORF2 459 ~ 607 £ Jik A Jin 34 B $ i 17 SDS - PAGE,
FEEN 2 R AW — W LM (PVDF) 5, 28 5% IR W5 &f
P o A DU L3 JBE R W A B [ 12 (20 ~ 100) ] J5 = Y
# 3h, TBST Y% 4 k. #RJ5 5 HPR bRic 9 FE LA
IgG HiAk (35 [ Sigma 24 7], 1: 7500 i K ) 5 HPR #7
LR BTN TgM HTIK (Sigma 23 F] ,1: 5000 i ) = i
JEHE 1h, TBST Pik 4 /5 ECL W . [F &, FIH
ORF2 459 ~ 607 £ ik i A 6 x 21 44 % ( His, ) F5
P, % PVDF 5 HRP bric bt - His, PUIRIEE Uk
W5 ECL & 5, /E 5 ORF2 459 ~ 607 £ ik — F K Al
PAIKAY 4y F i X B . Western blot SR8 IEHT - HEV $ii
A B R REAR | S5 2 B A 52 A B

3. e N SPSS 20. 0 Geit f kit AT 4
TR0, A R R R X BB B Fisher's 4]
WERPE, LL P <0.05 ERALE X

& ES

1.2 OB PRI BB B0 - HEV FEME S DL B 1k 3 AR
W5 o3 A 413 {51 2 RUBE R B, Bt - HEV IgG FH
P 145 6], BHPE R 35. 1% . 230 BB B E b, 3t -
HEV IgG BHME 81 5] (35.2% ) , 183 ffil 4 M i 3, FHPE
64 151 (35.0% ) 3 BHVE A0 5 22 5 K e it 27 3 X () =
0.003,P =0.959) ., #i - HEV IgG FH P ZA7E A [F] 4E
WA PR £8 38 1 40 A LR 1, Bl AR 08 3, BHPE =R T
L BTE >41 5 B E T 50 - HEV 1gG M e E 78
35% A s

%1 AEERERFEENR -HEV IgG fAEZ

AR (2) n P - HEV IgG FITE% (% ) P
<20 4 0
21 ~30 20 4(20.0)
31 ~40 20 6(30.0)
41 ~50 73 26(35.6) 0.569
51 ~60 103 36(35.0)
61 ~70 95 34(35.8)
>71 98 39(39.8)
Hit 413 145(35.1)

2.9t - HEV FH: 375 8 112 L KA [) 5 72 4 B
TR B A BT - HEV 1gG A, 358 W REE % 4
A HEV B3 . O 1 fi HEV G2 R A W8 RO &2k
H, B AW IR & A= UG, B3 LU T BT 12 B IR
EE <6 MH) MW >6 MHEF PR
P -HEV IgG FMER (K 2) o 4R E/R, 2R
B E SAEFIZ B E P - HEV 1gG [HEAREEA
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FHTE (4350 % 35.9% i1 34.9% ,P =0.871) , IL4,
e <10 4EF > 10 4E B F P - HEV IgG Ak 22
FERFEIEE L (P =0.920),

%2 FAEBEERFEER -HEV IgG AKX

i 2 (4F) n Pt - HEV IgG FHTER [ n(% ) ] P
<0.5 78 28(35.9) 0.871
>0.5 335 117(34.9)

0.5~10 221 76(34.4)

11 ~20 91 34(37.4) 0.920

>20 23 7(30.4)
it 413 145(35.1)

3. WEIR I B HE I DB S W 54T - HEV 1gG [
RRKFR N T B PR B BT I BE = 5 40 - HEV
oG FHMEA TR B H B LB T HFhRE S+ 4 & A
IEH BHBL - HEV IgC fHPER 45 R IR 3, %4
B DR 6 A7 4% TUURE 2 RE 46 4 5 o 8 5 T D BE AR
FRIEH & BP0 - HEV TgG BHE A AR, 15 B X 28 )i 2
AESEHIEIR 540 - HEV 1gG BRI G . & Uk —
Ao BT TAZ LR IR B A AT - HEV 1gG FHAEAR
ST S HAEO, 4R IL%E 4. §1 - HEV IgC
FHPE AT - HEV TgG B4 21 58 25 79 1 2 fiE 5 o ¢
SEAAHE , U HT - HEV 1gG BHA: X B JR A &8 & B9 T
HEETCA R

®3 AR IR BE R -HEV IgG Ak X

i H n Hi-HEV IgG FHES [ n(% )] P
KW ER (U/L)
>40 62 17 (27.4) 0.169
<40 351 128 (36.5)
BN (U/L)
>40 45 15 (33.3) 0.791
<40 368 130 (35.3)
B BERR RS (U/L)
>185 3 0 0.555
<185 410 145 (35.4)
AR Ik (U/L)
>50 64 22 (34.4) 0.894
<50 349 123 (35.2)
LR M A (U/L)
>245 26 9 (34.6) 0.957
<245 387 136 (35.1)
MARLLER (pmol/L)
>21 39* 11 (28.2) 0.343
<21 374 134 (35.8)
Bt 413 145 (35.1)

Y Horp 36 B B e, BUIHA 2 21,5 ~39. 3pumol/L, 55 3 i)
ok 51.8 124 Fi 277 wmol/L

. 38 -

F4 WRFEEANET - HEV IgG MRS AT EE R
Bt - HEV 1gG

Bt - HEV 1gG

1 H n MM [n=145, MM[n=268, P
n(%)] n(%)]
B AR (U/L)
>40 62 17(11.7) 45(16.8)  0.169
<40 351 128(88.3) 223(83.2)
KR (U/L)
>40 45 15(10.3) 30(11.2)  0.791
<40 368 130(89.7) 238(88.8)
A A B L K (U/L)
>50 64 22(15.2) 42(15.7)  0.894
<50 349 123(84.8) 226(84.3)
FLER A (U/L)
>245 26 9(6.2) 17(6.3) 0.957
<245 387 136(93.8) 251(93.7)
SRLTF (pumol/L)
>21 39 11(7.6) * 28(10.4)*  0.343
<21 374 134(92.4) 240(89.6)

10 4 Bk R, MUIHAT 5 21.6 ~ 34, 9umol/L, 5 1 iy
124 pmol/L,* Horf 26 {31y ek #6980, M B4 2 21.5 ~39. 3pmol/L, 5}
2 i 51.8 F1 277 umol /L,

4. 0E PR BT T HEV R L & A 38 AR 4 413
0 R f L BT - HEV 1gG Hl 1gM [w] i B A4 3 431,
¥4 Western blot Y5 K I UE 52, % hy 30 3 8% % PR e
ZHBE RN HEV R L2 0.7% . 78 Bl 12
BRI S8, JEe ) R Bt - HEV IgM fHME . 3 4
BT R s 19 T, 2 45 Ry SR P AR IR O il Dl 35 % R 54
& RTEG R 3 AERI 13 A 0 L Bt T B
10 4F, 3% 3 BB E W D RE X4 IE W] 3 il gk
Y35 A B B I PR IR
a it
ARG R, A2 413 f5] 2 RUBE IR HE T,
Pt - HEV TgG [ 1 &y 35. 1%, i ] @ g &
0.8% . WL Wi hN 8 F 5 AR B i I2 IR B 1Y
Bt - HEV IgG [ AR 0L, 4 PR B8 58 I 2h e 1E # &
S AP0 - HEV 1gG B VRS AH L, X s 45 L 3%
BB R B IR dE HEV 1 5 B 2 45 5 B E R
o R B A HEV SR S5 45 KR 43 Sk B i Je%
[ N AP R ST IR SE , i AR 4T - HEV IgG
PH M S B G AR S I e, Bk — IR R R e — &
Ko AR B T, 50 - HEV 1gG FHPE R AL AT
Bk —HHE, 7 40 X )5 FHPE R RAYTE 35% Aofy (R
1), FEEE AR - HEV IgG PR K2 20% ~
40% ,fH R [F]4F i B FUAS [] i IX Bt — HEV TG [
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PER P RAKT . XYL IR HLIX 12052 {5 1L 375 46 ) 25
BN, BAPL - HEV IeG AYEZR N 17.2% , <10 %
JLEE P ZRAY 7.9% , T >60 % A H 21.5% T B
T 20 0 B AR B PE 34 10,196 151 ] — Hi X
AN TR A DN B Y J8 e 2R 22 S b Bk, i n, 2003 ~
2004 ARG [ — M X 8 AR R AL X 4T - HEV IgG
FH I R 35  43% T PR R S AR A 41 X AL 25% , f%
EIAE X K 66% 7 AN [R)NBE E l IX R [ B B R
R, — 7 TR SR T IR R [R5 — O T AT RE S
G0 32 700 A [R) ) SO BE LR S A G . B A Y
UEBH 7R [R]— 2 B v, Al S TR) A A ik 5, Bt -
HEV TgG BHHE M 22 85 15 17 451" 0 A B 58 4 HH A9
ELISA #:454 7 HEV ORF2 fy 3= ZHi I ok 1 % £ ik
5t - HEV HUR i) & 5ng M L e 5 32 40 5 o 5 7%
M AR S5 BT - HEV BT (9 AS B 7 M R e, BE B AT
AR 0 SRR, ST HE R — o BB BT XA
W &5 JE AN BR A A2 (W) FE A — 25 (1] Western blot %43
B, BRIE , A B 5 4K 15 2 B R 9 B & Bt - HEV IgG
1 IgM B BEPE R B B s pl S e

HEV 8% Y% i P AT X9 B B2 B 5% 4 i, HEV %
e nl fil fih & 9 BB IR &R . ARG HEV R,
WHE ARG 1A A L4 A B - HEV IgM, [A] i 5k
A BCH P A 50 — HEV IgG 3 5T - HEV IgM 47 K
AL ~3 AR, D TE 3 ~6 AN H 5B, i
Pt - HEV IgG W v LK IAfE7E . Bk, IR <6 4~
FAE R #6012 W5 IR 09 AR o, K W B - HEV IgM Al
IgG , A L B A 3K S8 3 1 32 W DR F8 3 1 3 199 HEV g%
Yl o AL 78 B AR <6 AN [ BE PR B 12 AR
Hrp 59 BiR R <3 AN H XL G2 A AEE B
ZERE MNP - HEV IgG PHPE AP (F 2) s EE K
S ARUUB 29 0 rh, JC e 1 1 BT - HEV IgM FH
PE o BAN, FENF DI RE 58 B BE R B E b, ST - HEV
IgG BHME 35 ) 58 1E # 19 B B R AL (R 3)
PR, A BF 5 465 SR B F IEDBE PR 1) & 5 HEV g%

JUE A B B R R R T RN RIS 5 KA
JFF 3 8, ol DRUME DR s 75 B 0 1 g K BRCHE K, R
TR EAEA LR 6 v, SR A IR -
HEV IgG FHE & W F D 6E 5+ % F 590 - HEV IgG B
PEF AL, UL I HEV J Y X6 H R s £ 25 19 1T 1) g
IR R W (F4), — XS HEV % H
A 2B AT O, — 2k PR IR AN T | R X I £ 3 9 4
F o —JriE 3 BRI Y HEV (#9561 b, ¥ T8 i

Uit 5, o ik 41 BE AR B g BB TR IR Y I 48 K
Z2 50BN W PR R G , AS B I AT 51 R I AR 400 3 ol
PLE R

ZE LTIk, 3R RS PR R E ) R B PR R
M EHE 5 5 HEV JE gy 35 J0 % U1 AH DG, iX 5 Bp B
W 5% #3845 SRS ], 5 Dt DR — T T T RE S RN R
M5 AR 22 5 A %, 5 — I nl fe 57 E HEV Jgk iy
L RR R A 56, 7EENJE , HEV JLP )8 T &K
LR AR R B WA % 2L 4T~ HEV
TgG FF P L 85 2 SR g ] ol i PR 280 (L AR 908 Y1 95 31X 4
BRI HEV 358 4 R 0] DLA BRAE D 46 K 2 50 R
4 Y A TR B R, 1 ~ 4 BN [ 3 R 2 g
HEV, 7] 58 H A A A 9 8o . Bl an, 1 589k 2 Al
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O AE R E IS 20% ~30% M HE B LT 1 A Eg 2
TP R AT X R A A g 1 B 2 AT R LT 3
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A 25, AT RE S AN [R5 PR A B IR e A O, N 7E A
Kotk 5 E i — W5
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# E BM HRITZEELEGAE(PCOS) B & T R 45 & 3R & O (SHBG) /K 5 R 25 & 1iE (MetS) A8 ¢ P,
F ik £ M Rotterdam PCOS 2 Wikr 4 A PCOS 3% 593 f4i], il i PCOS &3 i IRFFAE I A KRR R BHK -, &R PCOS
£ It MetS % 15 PCOS 4k MetS 21, SHBG /K- A .35 25 5 B & MetS 12 Wi [ K (934 fin , SHBG /K - &Ik . 44 SHBG /K -
PO 4367 B 3 4, B SHBG KT I REAIR , PCOS [ MetS 21 K 3 . BMT BBl fig AR /K 7 ¥ W 25 78 4k ; PCOS J& 2 1L 7% SHBG
AKOE 504 AT E ARTE (RS 5 ER B I FPG  FINS HOMA - IR TG .LDL — C .apoB . apoB/A1 J Iifi JK A= {b, 25 bfi: 48 47
mF - G ¥4 DHEAS T AND FAT ¥ /776 i #H OGP, 5 HDL - CapoAl fF7EIEACHE . #iE KV SHBG 5 PCOS L1k N
HEEER 1 v 5 A R B A OC , SHBG JK 1T i PCOS (B 1R YT i #2 iy 7 RGT A iR 8 47 o

XEgR ZEMRGEME MHERSEGHRED REaE AlRE
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Relationship between Sex Hormone Binding Globulin and Metabolic Abnormalities in Polycystic Ovary Syndrome Women. Wang Ying,
Kuang Hongying ,Yang Yanting, et al. Heilongjiang University of Chinese Medicine of the Post — doctoral Mobile Stations, Heilongjiang
150040 , China

Abstract Objective To investigate the relationship between sex hormone binding globulin ( SHBG ) and metabolic syndrome

(MetS) in polycystic ovary syndrome (PCOS) women. Methods According to 2003 Rotterdam PCOS criteria, 593 PCOS subjects were
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