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FIEMEESpiR-307T1SH X E{EAX BREAGEE

A

HES WA MEE ST
(R AL A MY 2 — R, (Co M I RE, 48N 3500003 A i PR 27 B 55 — DR Bedseif e IX [ R IX 2 T w0,
I PR, AR 350212; 48 G B RE K7 MY S AR i 4 IR R e, R ERAE, AR M 350014)

WE 1z L5 AR EE g APIWIE & 48 Z4E FIRNA 30715(PIWI interacting RNA-30715,
piR-30715)5 B St X 4. T 2014498 ~20164 10 A , I EA4& 14 P95 E RIS 69 6645452
BT MRRG TR ES. SHBARESREFLELE piR-30715. PIWIHE& & 4(PIWI-like 4,
PIWIL4)& £ 4% 2L ; Kaplan-Meier £ A ) & 4047 2 I dE . piR-30715. PIWIL4AS § & K5 £ 4 7
Je 0% % . COXENA AT = A I+ 5 42 piR-30715%F B B ARG X TSI R AR . 5aEFmem
Pb, S4B 40449 piR-30715. PIWIL4F8 M & A 5] 4080 3% &) (P<0.05). M7 #8&1E%5] 20204124 318 ,
661 § 5 7 B 18] 4 1.25~75. 734 A, PAZR B 18] 4 57.05/N A . 664 § & 24 %, 2541 (37.88%)
T, 4140)(62.12%) 575 . B R E oM B, T a4E(OR=1.965, P<0.001). piR-30715(0OR=2.002,
P=0.016). PIWIL4F8 (OR=2.683, P=0.018). 4 (tumor node metastasis, TNM)(OR=5.755,
P=0.018). iZ4:4:4% (OR=4.693, P=0.003)Ztk €.45 4545 (OR=3.654, P=0.036)3 5 § & & 4 /548
%. COXHHr B, M kI &4 piR-307155 52 § % TS 9 ik 5 A0 B £ (P<0.05). A5
SATR T, B E I AAE LA piR-30715 5 FIALA Y B 55 B 09 B4R A B R 5K (P<0.05). T AotE
F2piR-30715%F § 8 5 A A K ZAE ) (Piax=0.003), TAbn X EAF A (P>0.05). =M dbzst 5
FapiR-307153 kX2 § BTG 694k 2 e B &, = adEH 5 5piR-307153 &kt § /& Fs A 48
RRENA.

X487 B AIEMLRE; piRNA-30715; PIWIKEEE (F4; Filjm; 52 HAEH

The Influence of the Interaction between Fasting Blood Glucose
and piR-30715 on the Prognosis of Gastric Cancer Patients after Surgery
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Abstract The paper aimed to study the effect of fasting blood glucose levels and piR-30715 (PIWI inter-

acting RNA 30715) expression on the prognosis of gastric cancer. A total of 66 patients with gastric cancer under-
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went radical gastrectomy were enrolled from September 2014 to October 2016. The expression of piR-30715 and
PIWIL4 (PIWI-like 4) in cancer tissues and adjacent tissues was analyzed. The Kaplan-Meier survival curve was
used to analyze the relationship between fasting blood glucose, piR-30715, PIWIL4 and postoperative prognosis of
gastric cancer patients. The COX regression was used to study the interaction between fasting blood glucose, piR-
30715 and the prognosis of postoperative gastric cancer patients. Compared with adjacent tissues, the expression of
piR-30715 and PIWIL4 in cancer tissue was significantly increased (P<0.05). As of December 31, 2020, 66 cases of
gastric cancer were followed up for 1.25 to 75.73 months, with a median follow-up time of 57.05 months. Among
66 gastric cancer patients, 25 (37.88%) died and 41 (62.12%) survived. The univariate analysis showed that fasting
blood glucose (OR=1.965, P<0.001), piR-30715 (OR=2.002, P=0.016), PIWIL4 positive (OR=2.683, P=0.018),
TNM (tumor node metastasis) staging (OR=5.755, P=0.018), distant metastasis (OR=4.693, P=0.003) and lymph
node metastasis (OR=3.654, P=0.036) were all associated with the prognosis of gastric cancer patients. The COX
analysis showed that elevated fasting blood glucose and higher expression of piR-30715 were independent risk fac-
tors for the prognosis of gastric cancer (P<0.05). The survival analysis showed that the overall survival rate of gastric
cancer patients in the higer fasting blood glucose group and higher expression of piR-30715 group was lower (P<0.05).
There is a multiplicative interaction between fasting blood glucose and piR-30715 on the prognosis of gastric cancer
(Puutiplicaiive=0.003), but no additive interaction (P>0.05). Higher fasting blood glucose and higher expression of piR-
30715 are independent risk factors for the prognosis of gastric cancer, and there is a multiplicative interaction be-
tween higher fasting blood glucose and higher expression of piR-30715 on the prognosis of gastric cancer.

Keywords  gastric cancer; fasting blood glucose; piRNA-30715; PIWI like protein 4; prognosis; interaction

PIWIEE A HAE I RNA(PIWI interacting RNA,
piRNA)Z —Fl# 4 1) AESm AL /)N HL5%E RNA(non-coding
RNA), HAKE RN 26~31MEFHR, T84T & &5
TR E X 02, piRNASTE - J5JE 1 57
FI&, piR-30715/Z piRNA K H E AL 71, $iiE 7R piR-
307157E B R, 5MBRIERE. 5Kk
MR SRR S VI L B piRNAsH]
5 PIWLEE A IR R R e R4, AT BRI ek B
PIWI-piRNA s A5 138 i $0) h) 4 J9 7 (10 B R e 5%
2 5 mRNARH R 2R SR AL 4%, AT 4 RF A
PRI 25 e A 52 1 7). PIWIRE R [ 4(PTWI-like 4,
PIWIL4)/2& CLANH PIWLER H 55 i 4 2 —
TENEHLR Iz 3R, FEES N FHEA H3HR
f29(histone H3 at lysine 9, H3K9) F 34t 2 5 &1 4l
Fo gL a5 0, kR 2 IEYE R B, PIWI-piRNAK
B VIAE B g 2H 2 Hp B TR S Rk,

B J& (gastric cancer, GC)& 5 i L 1A e
S S F R AU T A 24 U2 T I R AR B
B, — B2, BREEZ hmi, vHREIT 5
FHEEARAS NE. Bk, Bk m,
e L 508 4 4 B M 98 R DA K% 15 96 ) R T R RAE T
A S8 A 5% U314, 50y ik o A e AR e 89 A7 — 1

LR e AR BB AL, ARk SR . AN MG A IE R
AEA NS . B RN, w2 B RIE
gk B e 55 2 M A R WS = U7 [k,
PRZA U B RIS W e Aw , oo 5300 o 5 £
A s BTG, K B AR

AT 5T VA 25 B8 IUFE A1 piR-30715. PIWIL4%
K Z AN AR I, R 7025 BE R AN piR-307 154 B 3
A Ja TG R A& 15 A7 22 HAE H BA R AZ BAR A )
SR GOART 5 TR D AR — R (0 T B e TS AR
YibrED .

1 #RFIEE

1.1 AR AEE
IEHL20144F 9 H ~20164F 10 H 1548 £ 45 Jit R =

BEAE BE i B R AR VA AR5 1) . AR AL LN 664

B AT AR A R B B A B 51 S ik

(HEHES: SQ2015-070-01), H-3k A3 Fr s & & 5 1A

=
o

1.2 PN/HERFRE

GINFRIE: (1) B EE RN E RHE, R
RIEEZARATIRTT ; (2) B2 BERER, RE&
TRILAEIESE N B, 3) R4 G 2 e



R B 2 RN S5 piR-30715 8952 HAE FIX B i A 835 1iUs B RZ R 1175

x1 EEEFT

Table 1 Genes and sequences

2 Fr4)
Genes Sequences
PIWIL4 Upstream: 5'-CAT GAA CTA CTG GCA TCA C-3'

Downstream: 5'-GGG AAT TAG ACT CTG TTA TC-3’

[f-actin

Upstream: 5'-CGT GAC ATT AAG GAG AAG CTG-3'

Downstream: 5'-CTA GAA GCATTT GCG GTG GAC-3'

WIEIR; (4) ZEE RIS R A HEBRFRE: (1) AR
)5 IR (2) AT O MRz NI B .
JHE DhREAN 2= BRGNP E I 5 (3) WEAS Stk T8 25 7
(22
1.3 SERTRT-PCR#N K I 4H 53 4H

R NS Y N | RV R N
KEFRAF B AR $ BTG i 5 31T . K FH RNA
FEEGA T & (18 [ QIAGENA 7] ) $EHL 6641 5 9 [ I
FHZUARNA . AR 1138 35 13 W, K F miSeriptilf
sl & (O N BUR AR B A IR A 7))k AT 108 i
S, BALT MBS K piRNART PIWILAKI 51 . L
M2 58 IRNAFI B-actin() N H AR F IR A7)
& LR R B AT AR HEAL , {8 2747 VT AR
#RI15 5 (relative quantification, RQ), RQ{E B %}
gt AT /b KIm L piR-3071 5K IE K- >t
g 55 AL 2 S N T R A, R 2 231 piR-
307153IE7KF <3 R 55 L AU (3 INARTRIE
¥ PIWILAR A /KT >0.653 0 NFHPERIE, K 4 41
(1) PIWILAZKIA K F< 0.6539 NP PEFRIA 1Y, LA
PGP IE
1.4 WHBzkE

B e Yy, YT asET 12 R A M
HLTERE DT AHZE A 105 e Bl U I ) AN 12 22 R TR B
PIEAET, W kA B AE T, W) H A o5 8 B
SRl IRIRZ S FA N BT,
1.5 BEIGKFHE

A5 8~12 h, T HIB RIS F K M. d5%
RS MR AR EFEE (body mass index, BMI).
A E [ EE L =, R B IR R H [ RE (low
density lipoprotein cholesterol, LDL-C). 5% /% fig &
1 IEL[i4] B (high density lipoprotein cholesterol, HDL-
C). #5511 A(apolipoprotein-A, APO-A). # 55
1 B(apolipoprotein-B, APO-B) I g M FE . SFi% DA
EER/ON AN AR NY i A

1.6 Zeitoh

KHISPSS 22.040 i koo 1B Ai (T
TR S B bR 1 22 (k) FRs, PIARLTR) ELBRCRH ¢
Fr 6 5 ANFFE IEAS 73 AT I FH oh Az 25 (VY 437 F A1 R ),
PRI ZH 18] U IR FHRR AR 56 o THECBTRE A B 0 3R,
P2 E) LR R B R RS . COX A it 52 M I e T
JE I fE R RT3 o SR F AR A i 2 40 A1 2 )15 IR F piR-
30715RIBES5EHFM KRR S HEIMKEFR piR-30715
(128 AR K FH AH 3fe 58 B ASE 2R RN AF N A2 B ASE A 19
0, COX[al AR 73 b7 25 i A FIpiR-307 15 F-] AH 3
LT HAEH . Anderssongifill [ Excel T H & AN 41
() AR AR N A8 B AR FH Y, e Si R 20AHE X fa & (relative
excess risk due to interaction, RERI). 32 H.{EH A A
Lt (attributable proportion due to interaction, AP). %
HAEH 8% (synergy index, S)F195% & {5 [X [ (confi-
dence interval, CZ54#. LLP<0.0SNERF SRt

PN
2R

2 R
2.1 FRALAKESLELA piR-30715. PIWIL4%R
L5

66151 B T H 5 i 2R R 55 AL 431K piR-307 15
FiL KT 5 M(0.64+0.45) . (0.46+0.19), PIWIL4RH
PRk HE 23 o 30191 (45.45%)F1 741 (10.61%), %
KA 58 (0.51£0.22) (0.39+0.14), 5554041
FHLE, B ZKpiR-30715. PIWIL4K A /K- B 1%
E1(1=2.994, 3.739, P<0.05)(&1).

2.2 FRTFEERE B EHIGKELLIFE

W U7 AL IS TE] 5 20204 12 H 31 H , BE V5 I8 [A]
R 1.25~75.734H , A BE VI [ 57.050 H . 66
B B B R, 2551 (37.88%)8E T, 4161 (62.12%)
% . WABERER . MR, BMI. BRI
APOA. APOB. Y%k (systolic blood pressure,
SBP). %75k JE (diastolic blood pressure, DBP).
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A wz Gastric cancer tissue
(A) 1.59 . . .
Bl Gastric cancer adjacent tissue
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(B) wz#  Gastric cancer tissue
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e Gastric cancer tissue
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AR i 55 A IpiR-3071 SZAE IR I B s B i 4128 S 55 A ZAIPIWILA R A AR & L i 18] . #P<0.05, S 55 AL

A: histogram and scatter plot of piR-30715 expression in cancer tissues and adjacent tissues; B: histogram and scatter plot of PIWIL4 expression in can-

cer tissues and adjacent tissues. *P<0.05 compared with gastric cancer adjacent tissues.
Ell FEELREEHELRPIR-30715. PIWIL4ZRIE
Fig.1 Expression of piR-30715 and PIWIL4 in gastric cancer tissues and adjacent tissues

JIE [ % (total cholesterol, TC). =% [ i & H (high
density lipoprotein cholesterol, HDL). %% i JIg &5
1 HH [ B (low density lipoprotein cholesterol, HDL)-
H W =88 (triacylglycerol, TG)%5 £ 7 L4124 E X
(P>0.05). SFET-ZHARLL, fEIEA I MAE. piR-
30715, PIWIL4EKIE/KFEE . 433 (tumor node
metastasis, TNM)# 5 MRIRIEUREE . R
(lymph node metastasis, LNM)FHizt &b ¥4 5 (1) 451 £
£ (P<0.05)(#2).
2.3 piR-307155 B Rz llaRRIBFHER X &

TNM I+1V B 4 piR-307 15 A X Kk &
B2 1 T T+ (P<0.001); RTIRE VR FE T2+T3+T4
piR-307 1 5IFIAF X Rk & B i s T T14H(P<0.001); ik
EL45 5672 piR-307 1 SHI XS RIL B W] R & T Aok LR 45
¥ (P<0.001). piR-30715HIF X SR FEi#k.
JH9RE K/ Lauren’s7r Y Sz Ab #7435 T it 2% 22
F(P>0.05)(%3).
24 BEMEREZHNCOXEIZSTH

K FH COX R Lu A7 B2 6 66491 15 g A Ji5 5 7E
il J5 R 3= A COXIRIA, A2 COX A3 Mt 7 7 i AL
Wi, piR-30715. PIWIL4RHM:. TNMZ A, izmab
e Sk a5 7 5 B AR5 UGS AH K (P<0.05). #

R EINZ B E COX R LR | 45 B 5 IR
2% [ IfIOBE T A piR-30715 1 K 3A 2 B AR 5 7iE
(AR ST 5 B IR 25 (P<0.05) (5 4) -
2.5 TRRMPES BRERIEAREEE R Kaplan-Meier
EHES

AR 2 W o S 0K 15 e B i L.
JIG LK% <5.84 mmol/LI B AEAFR MBI R K. &
G AR ZH 2091, FET: 1561, 447 H 1] (30.50+5.98)
ANH G R R 466, T 1061, A A7 1]
(68.56+2.34) F] . Kaplan-Meier7 i i 4= 77
LR, 7S R AR 2 ) B e R T AR AR A R I
(P<0.001)(F2).
2.6 piR-307155BEIRIGARFEE Kaplan-
Meierd 777

piR-30715mRIAZH 1761, JET- 1041, “F3HEAE
i} 7](46.2626.22) 1 F ; piR-30715{% 715 2H49%1, FET=
1569, P4 A7 1] (60.55+3.70)4 H . K Kaplan-
Meier E A7 53 M & il AE A7 - 22 B, piR-30715 R IA4H
(1 1 9 £ 1) S A AR A7 F IR (P=0.032) (E13)
2.7 FREI#ES piR-30715FR LT LM
B{ERX BT ErIF N

Xof 2% i LR 5 piR-307 155 B 9 iU 1 5 Wi ik
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Table 2 Clinical baseline characteristics of deaths and survivors

1 “H(n=25 W (n=41
iftlzures ;T)E;;i ir(oup (i=25) Ziflvﬂa(l groui) (n=41) 012 value Pvalue
Age /years 59.83+10.16 61.25+8.32 0.618 0.540
Males /% 10 (40.00%) 25 (60.98%) 2.743 0.098
BMI /kg'm™ 22.1143.08 23.1742.35 1.578 0.122
Smoking /% 6 (24.00%) 8 (19.51%) 0.187 0.665
SBP /mmHg 120.00 (111.50, 135.00) 120.00 (115.00, 131.25) 0.588 0.879
DBP /mmHg 78.00 (70.00, 80.00) 75.00 (70.00, 80.00) 0.726 0.668
FBG /mmol-L™ 6.69 (5.38, 8.40) 4.84 (4.49,5.45) 2.059 0.000
TG /mmol-L™! 0.78 (0.63,1.06) 1.07 (0.84, 1.45) 1.216 0.104
TC /mmol-L" 4.62 (4.02, 5.25) 4.58 (4.00, 5.10) 0.333 0.999
HDL /mmol-L"'! 1.54 (1.21, 1.79) 1.32 (1.09, 1.56) 1.255 0.086
LDL /mmol-L" 3.20+1.04 3.09+0.87 0.462 0.646
APO-A /mmol-L"! 1.40 (1.20, 1.50) 1.30 (1.10, 1.48) 0.922 0.363
APO-B /mmol-L"! 0.95 (0.80, 1.08) 1.00 (0.80, 1.10) 0.530 0.942
piR-30715 expression 0.92+0.69 0.46+0.74 2.512 0.016
PIWIL4 (+) 16 (64.00%) 14 (34.15%) 5.583 0.018
TNM staging 6.636 0.010

I-1I 2 (8.00%) 15 (36.59%)

I-1v 23 (92.00%) 26 (63.41%)
Depth of tumor invasion 3.893 0.048

<T2 1 (4.00%) 9 (21.95%)

=T2 24 (96.00%) 32 (78.05%)
Distant metastasis 5(20.00%) 1(2.44%) - 0.001
LNM 22 (80.00%) 25 (60.98%) 5.533 0.019
Lauren's classification 3.294 0.070

Intestinal type 6 (24.00%) 19 (46.34%)

Diffuse type 19 (76.00%) 22 (53.66%)
Maximum tumor diameter >5cm 17 (68.00%) 18 (43.90%) 3.621 0.057

BMI=t4 i & 5 %, SBP=I4fi /& ; DBP=%75K J; FBG="¢ I MLH; TG==t Hthi; TC=/0JIF[4 B; HDL= % 5 I £ (1 JIH [ B ; LDL=(IC% 22 i
A B TNM=711; LNM=tk 245565 ; APO-A=#HIR R 1A APO-B=#{/l§ & [1B; PIWIL4=PIWIF £ [14; -—*: FisherkFHif 3, Toc™ i
BMI=body mass index; SBP=systolic blood pressure; DBP=diastolic blood pressure; FBG=fasting blood glucose; TG=triacylglycerol; TC=total

cholesterol; HDL=high density lipoprotein cholesterol; LDL=low density lipoprotein cholesterol; TNM=tumor node metastasis; LNM=lymph node
metastasis; APO-A=apolipoprotein-A, APO-B=apolipoprotein-B; PIWIL4=PIWI-like 4; ---*: Fisher’s exact test, no ¢* value.

1T TR HAER 8T, NG I 5 piR-30715%K 1A
(PSR AR I, YA A . AR BMIL RO Ol I
TG. CHOL. HDLC. LDLC. APO-A. APO-BJg,
COX R =45 7 43 47 25 [ LB 55 piR-307 153 1A% H
Jefh Pl A7 AE AR T 5 HAE F (Pris=0.003)(3R5)

AN AZ B AE F 43 Eos, BRI BE 5 piR-
30715KIEM 95% B AS X [A] (CI) 2 [A] i) RERI.
AP Sy 8 2.030(~3.503~7.563). 0.406(—
0.356~1.169)412.032(0.317~13.030), RERIF1AP
B IX A HE0, SEHE1, gttt 2= HAE
F(326)-

3 1fie

AT R BTN, 5661 7 H L, 66154
ZUH piR-30715. PIWILAZR A /KR 5, H piR-
307153355 TNMZ 1. FibJgg 122 31 3 755 RN bk B 4%
R PIMo(#3), $ERpiR-30715. PIWIL4AT]fES 5
T BRI R AR B RE . PIWILAKE R 1 5 B s i
3 H3KO97E pl6Inkdafs st AL, B pl6Inkdatt A
T, RS A SRR B gL 5 )5t P, FRATE K piR-
307157 5PIWIL44E, A K S PIWI-piRNAs & &4, i
Tk 2H B FTH3KO ) H AL BC7E 40 A A% J 6l % ol S G
B CRIE AN G hE . IR AR ZE. 2O R
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Table 3 Relationship between piR-30715 and clinicopathological features of gastric cancer

I PR 95 AR AIE (k¢ piR-30715
Clinicopathological features Cases 1gRQ t value P value
Gender 0.971 0.335
Male 50 0.61+0.41
Female 16 0.73+0.55
Age /years 0.315 0.754
<60 38 0.62+0.44
=60 28 0.66+0.47
Lauren’s classification 1.197 0.236
Intestinal type 25 0.55+0.43
Diffuse type 41 0.69+0.45
Tumor diameter /cm 0.920 0.361
<5 30 0.58+0.37
=5 36 0.68+0.50
TNM stage 7.127 0.000
I-1T 18 0.2840.07
1I-1v 48 0.77+0.46
Depth of tumor invasion 7.752 0.000
<T2 11 0.24+0.04
=T2 55 0.72+0.45
Distant metastasis 1.250 0.216
No 60 0.62+0.42
Yes 6 0.85+0.67
LNM 7.105 0.000
No 19 0.294+0.07
Yes 47 0.78+0.46

TNM=4311; LNM=itk (455 75 .
TNM=tumor node metastasis; LNM=lymph node metastasis.

F4 BEFREEZACOXEVIDH

Table 4 COX regression analysis of prognostic factors of gastric cancer

P , BRI ' %lﬁ%éﬂﬁ .
Parameters Single factor analysis Multivariate analysis

OR 95% CI P value OR 95% CI P value
FBG 1.965 1.581-2.443 0.000 2.014 1.512-2.683 <0.000
piR-30715 2.002 1.140-3.513 0.016 2.418 1.084-5.393 0.031
PIWILA4 (+) 2.683 1.181-6.096 0.018
TNM staging 5.755 1.352-24.504 0.018
Distant metastasis 4.693 1.711-12.874 0.003
LNM 3.654 1.090-12.255 0.036

FBG="= I ILA; TNM=4)H1; LNM=ifk (L 4554% . TNM staging. Distant metastasis X LNM % [K 2 7 132 P>0.05
FBG=fasting blood glucose; TNM=tumor node metastasis; LNM=lymph node metastasis. There were no significant differences in TNM
staging, Distant metastasis and LNM with multivariate analysis (P>0.05).

W], piIRNAREYS 77 S A FRE AT A R 4L, T BEVTI 1] 1.25~75.73 H, 6611 & i & 1, 254
A MLV o A7 7 W A IR I 1) B 29, (R TfipiR- (37.88%)AE L, 41091 (62.12%)47 . AN E . COX
307154 By B e Tila FITE A bs 5 . JriTRoR, A RIPE T A piR-30715 RIE /& B
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FBG=fasting blood glucose.

E2 zE¥ES 5 ARG Kaplan-Meiers 77 5 4f

Fig.2 Kaplan-Meier survival analysis of FBG and prognosis of gastric cancer

Survival probability /%

20 —— Low expression
==+ High expression

0 T T T 1
0 20 40 60 80

. .. Time /months
Low expression=piR-30715{31%; high expression=piR-307157= &Ik

Low expression=low expression of piR-30715; high expression=high expression of piR-30715.
[E3 piR-307155 B ARG HIKaplan-Meiers£ 75317
Fig.3 Kaplan-Meier survival analysis of expression of piR-30715 and prognosis of gastric cancer

*®5 TREMAESpiR-307155RARIHEFRZ EAER X B ETERIFN

Table 5 Effect of multiplication interaction between FBG and piR-30715 expression on prognosis of gastric cancer

ZH

. . B OR 95% CI P value
arameter

piR-30715 1.009 2.744 1.160-6.491 0.022

FBG 0.877 2.404 1.726-3.348 <0.001

piR-30715 FBG 0.213 1.237 1.075-1.424 0.003

FBG="= I ILKE; B: [B17 2 £B; OR=LLA Lt 95% CT=95% F. 1% [X IF]; FBG==5 g i 4 .
FBG=fasting blood glucose; f=regression coefficient f; OR=odds ratio; 95% CI=95% confidence interval; FBG= fasting blood glucose.

w6 =HEMAESpiR-307153RILMMEMZ EIER
Table 6 Additive interaction between FBG and piR-30715

FERATUAE X f ZHAERAE L T HAEFHEH
SR RERI AP S
Parameters Point
Point estimate 95% CI X 95% CI Point estimate ~ 95% CI
estimate
piR-30715 & FBG 2.030 -3.503-7.563 0.406 —0.356-1.169 2.032 0.317-13.030

FBG="= L IfLF%; RERE=FEZARXT s r; AP=738 FLAEF IAIK LY, S=2 HAE 4R %L

FBG=fasting blood glucose; RERE=excess relative risk; AP=attributable proportion due to interaction; S=interaction index.
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BRI

T ARG UG BB SR N 3R (R 4), AT R, &
JE ILHE T v FH piR-307 15 /R 3k 3 (1) AR A2 A7 %
PR (B 2F0 K 3), 1245 5 ST AE R P2, 23 i
M5 B UGS 2 AR T Re A LA R LA (1) 2
R ST PR S W L=k A A SN IEN 54 PS |
R W A Je A M M B ) B L A R A KR AL T
B, R o] B i AR AR R R
SEUDNASG P, (M B A AR 2) 28
IR 52 5 0 5 AP R OISR A A B
K, BT B B kA, Ho R RACURIE
2T SR R v B B 2R IMRE T AR T SO S BAEAE KA
¥ (insulin like growth factor, IGF)/K-F-F} 5, IGFs*Z
PRI IR F IGF4E & 5 H (insulin-like growth fac-
tor binding proteins, IGFBPs) 1) 57 il Fik 1 B i 1K
A REMER KR EAEH . piR-307155 B
TG % VARG AT Re SR A LLR LA (1) B K BRUEE
&R PIWIL285 PIWIL43E IR [F 902K 5 80 % B piRNA
TP FRAI, 20T T BUBR & 28 J5 0 dif e AT 20 e xoT 240 e
DR 775 5 (1 40 B A T B HISPT S 39 0, E R PR K B
H_E I piRNA, 5 K piRNATL E KA, 5 80H & b
753 IR B FE R TR IR BRI R, R KT S 2 0
15 (2) piR-30715%: K Je i vl Ge 2 15 4% p4H )
RE, L URIBE BN WnEy AR, U v T B e
FEEmEERE. 2V Lo AR S, g
W5 piR-30715K 35X B A J5 Flfs A th FEH
WA AR IEPE A 6% . BMIL OEAE L I
TG. CHOL. HDLC. LDLC. APO-ARIAPO-BiE
ZNE G, 2 IS piR-30715FR k%t B J& Fil j5 47
FEMI AT HAE ] (Pyn=0.003) (% 4), %4 BIR 75
JE K 5 piR-307 15 0] P[RR R AR, Rk, 4
e PR & B2 B LA T 5 B piR-307 15 1y 3R ik 7K - &
HI, BRAR TR S, JUHI X P R R 2R [ B
TELERT, B N2 T 2w S HE A (ke A, G 4z
TG R BURE S bR . 2SR MBE AT piR-30715%
WY 25 B R AR R R AL AT 5 B — 2P
RE . (HPIWILAZR L 5 B A 5 105 6 B 2 1 OCEK,
ZERREBSPIWILAEL E 5T XS 58ER
A T R T AR S AR SRR AR K, R — 2 .
AW FRAFAE— R RYE: (1) A REEAE
P/ BARVE T B ORI FT, AT REXS 45 R i —
SE FISZ (2) ASHIF TS BB AR FH B DN 5 R 2
AT 20 #r, Bl U7 P s EILRE () 25088 AT e 2 6 &

RS . BARKZHOR N RSB, HET
AV T IR SR PR, R & — Se i 7 () TR 4% A
7, Wl BohE IR 25 A, Rt AR SR AT e B —
2 I 9T 56 UE 2 I B T = Al piR-30715 = Rk 4 B
e A5 TG B PGANE, FHEER R AR CI(E 5 8% .
G, BREBIF T BEA R B3, AT LS
RN HHEAMERFTA B B .

gr BTk, 75 G MR T = A piR-30715 5 K s 4
& B PG O a2, S IE U 5 piR-30715
Fakx BTG A EAH A HAEH .
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