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The effect of haptoglobin gene polymorphism on the vascular

complications of diabetes”
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[ Abstract] Objective To investigate the role of haptoglobin (Hp) gene polymorphism in type 2 diabe-
tes (T2DM) vascular complications. Methods Four hundred and three cases of male T2DM patients regis-
tered in this hospital from August 2016 to November 2018 were selected. They were grouped according to the
presence of vascular complications and the type of vascular complications. There were 82 cases in the control
(DM) group without vascular complications,and 321 cases in the vascular complications group. The vascular
complications group was further divided into the simple diabetic nephropathy (DN) group (7 =75) and the
simple diabetic eye disease (DR) group (n =33), DN+ DR group (n =65), cardiovascular disease (CVD)
group (n=47) and CVD+DN-+DR group (n=101). PCR-SSP technology was used for Hp genotyping,and
the Hp alleles and gene frequencies of each group with vascular complications were compared with those of the
DM group. The clinical biochemical indexes of Hp genotype difference group were analyzed. Results There
were no significant difference in Hp genotype and allele frequency between DN group, DN+ DR group, CVD
group,CVD+DN+DR group and DM group (P >>0. 05). Compared with the DM group, the DR group had
higher rate of Hp2-2 genotype (P <<0.05),lower TG level (P <C0.01),older age (P <C0.001) and higher TC
level (P <C0. 01). Conclusion Male T2DM patients with Hp2-2 genotype may be more likely to develop to
DR.
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i 5 9 S A AL oA e S A ERE A (Hp) & —
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1.1 —f&fH

I 2016 4E 8 A % 2018 4F 11 J 7 e gt 44 55 1
T2DM & 403 6] A WF 58 XF 42, F ¥4 1% (60. 52+
8.23)% ,F ) BMI(26.03+2. 75 kg/m”, A HBFH
YIFF A 1999 47 i A T A= 21 2005 R 9 12 W b o« 25 B
K (FPG)>=7. 0 mmol/L. &5 2 h Ifi#E (2 h PG =
11.1 mmol/L =8 1L 1 25 % A (HbAlc) =47, 5
mmol/L(6.5%) ., AWFIE 24 B 16 P 23 bt 25 41k 1 [R)
BOEENRBEYASREIFEENERES. HA
PRAE (DB YE; (2) T2DM B & (D FER K FHETF
50 % . HEBRARME: (D BBV K (2) &k 3 T H
PN PO LA B B8 etk 2y Ik s A a1k 0 I & 1
(3) 2RSS MR s (O BE R IR 2P IF AIE 5 (54K
1B 5 (6) 3T 5 AF PN AR A
1.2 7%

1.2.1 #rA 8 R E A%

0% 403 B Bk T2DM 8B 3 19 4F 18 8 IR 9%
BoBm AEFEEAEL., TAS5HEEE 10 h, X
H LR R 48 A A i, A5 I i R A A 48 45, $2 B DNA,
BMI PR (kg) /& @ (m)° 58, U 4E [ (SBP) Al
&5k & (DBP) W &= >k FH A 20 I &3 (H A8 Omron) A
MRS 5 min JFIE . A AK€ FPG, =
BEH I CTG) | B [ B2 (TC) | 5 %5 5 BE & 11 IH [ B
(HDL-C) K% B Bg £ (A JA [ # (LDL-C) . C ik, 1fi JR
Z A (BUN) MW ILEF (Cr) L al #ERE E (a1-M)
B2 TR HE 1 (B2-MD 7K ~F 5 SR I JICST fi 93 43 B 2 1 5
23 W 198 5 2R (Flns) 7K 5 SR FH A 558 1S Eb oy ik ) 2 R
fliE W A (mALb) s SR H % 22 3% 55 L 2 i e
HbALc 7K 5 4 [ 30 Il 43 A A e i & v i 210 88 1
(HGB) K,

1.2.2 Hp A B 45 A&

o FHAES F5 7 A% TR 12 O R & 7 R A 3l 45 B

KRB GeneRotex96, FF [E) ff ¥E47 5 K 41 DNA #£
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B, MG KOCH %M W23 . R FH R 9B 51 4
R A 4 2 (PCR-SSP) #E 47 Hp 3 K 43 B K )
20.0 pl W AR ZH AL 4 100 ng ) DNA, &R iFE5]
Y110 pmol/1) %% 0.5 pl..2 X Rapid Taq Master Mix
CitrMERE P ED 10, 0 pL, 0 ddH, O %M % 20. 0 pL,
RT3 8l ¥ A (5'-GAG GGG AGC TTG CCT
TTC CAT TG-3").51%) B(5'-GAG ATT TTT GAG
CCC TGG CTG GT-3) .54 C (5'-CCT GCC TCG
TAT TAA CTG CAC CAT-3) #3|4¥ D (5'-CCG
AGT GCT CCA CAT AGC CAT GT-3) ¥ Fifg4:
THAYMTRAREG K. 519 A FfBaRY 11 757
bp Hpl %54y 3 R 4R 5 M FF 51 R 3 481 bp Hpl 4543 %
R SEYERE S, SR 5 S8 C M54 D ¥4 349 bp
Hp2 %5 3 45 2 % 7 41 . PCR BB 2 F 2 95
CHAE Y 2 min; 95 “CA84 1 min, 69 “CiE K 2 min(A
SIYM BE5IY)E 1 min(C 518 D 514,72 C it
ff 2 min, 3£ 33 NMER  RKGIH G 72 C o iEqd 7
min, 2 H % 4 °C, PCR =YW 1. 5% BRIk 30
min Ji5 AR R G TSI IR,
1.3 WEIAHF

(1)PCR-SSP J7 i &40 18 Hp 3 R B, B llg
HEVEE i L K W 2% 455 0 B DA EAT Hp FER /L, (2)
GEIT o Hr 45 41 Hp 550 56 R 5 3 R AR (9 451 %, o k47
#, (3) W% BMI, SBP, DBP, FPG, HGB, Flns,
TG.TC,LDL-C,LDL-C.C ik .BUN,Cr,al-M.,B2-M,
mAlb, HbAlc &I R A= AL FIAS A F8 45 K F- L H 247 58
T
1.4 “%itsFam
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K H PCR-SSP 3£ % T 403 #1 H  T2DM &
B Hp JEH AL, 514 AB 25 & A Hpl Ml Hp2
AL B FE 4] DNA g3 i 1 757 bp Fil 3 481
bp WS PE R B, 519 C.D & A Hp2 27 A
B9 3E 4 DNA sP g 38 349 bp B985 0E A B (]
Do #RJ5 138 i 55 — AR I 5 8 oA PCR 45 2109 H br A
B Hpl 1 Hp2., 5149 A Fl By 3B KN 41 DNA 1%
2y 1 kbp F1 2 kbp A9 B W TU AR 454 » & Primer-
BLAST (Pubmed) Fl4 — A 75 91E 55 43 1] 02 45 8 3R 45
EREFEER T 1 W3 4 454 Bk & B C T
(HPRO [ FE N F B
2.2 HpAHRAL T2DM &k % FELEH X Z
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5 DM 4 Ho e, Hp J R R R 25 437 56 R 390 o% 22 53 34 6
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Giita i L (P>0.05), X DR #4Y5 DM 4 b4, Hp
I PR R R 22 A G it 2E 7 L (P <C0. 05), DM 41 Al
DR 4119 Hp J& K 85 3 43 51 54 . Hpl-1 3. 70 % A1 0
Hp2-1 37. 04% 1 15. 15%; Hp2-2 59. 26% #0
84.85% ., Hpdel H7E DM HGMH] 1 4], WHE 1,

*1 BRASMEEMBEEBFELLB[2(%)]

Hp 45 {3 2 R

Hyp 3 K 731

215
n Hpl Hp2 Hpdel n Hpl-1 Hp2-1 Hp2-2
DM 4 164 36(21.95) 126(76.83) 1 82 3(3.70) 30(37. 04) 48(59. 26)
DN 41 150 34(22.67) 116(77.33) — 75 5(6.67) 24(32.00) 46(61.33)
DR 4 66 5(7.58) 61(92.42) — 33 5(15.15) 28(84. 85)
DN-DR 4 130 37(28.46) 93(71.54) — 65  4(6.15) 29(44.62) 32(49.23)
CVD 4 94 17(18.09) 77(81.9D) — 47 2(4.26) 13(27.66) 32(68.08)
CVD-+DN+DR %41 202 51(25.25) 151(74.75) — 101 7(6.93) 37(36.63) 57(56. 44)
G I A K I RE AL 642  144(22.43) 498(77.57) — 321 18(5.61) 108(33. 64) 195(60. 75)
it 806  180(22.33) 624(77.42) 1 403 21(5.22) 138(34. 33) 243(60. 45)
— I AR
L v vV gR2 DM 4 DR AR ELIEFREEE (2 £ )
i [ DM (n=82) DR (n=33) P
3 481 bp— HGB(g/L) 145.84411.23  143.76%20.21  0.743
1 757 bp —>
C fk(ng/mL) 2.46+1.51 2.10+0.72 0.702
349 bp — TG(mmol/L) 3.05+1.83 1.5540. 80 <20. 001
. TC(mmol/L) 3.0821. 99 4.894+2.48  <C0.001
R 1 1 2 2 1 2
HEEE Ho1-1  Hp2-2  Hp2-1 al-M(pg/mL) 3.7943.96 3.16+3.13 0.277
1 :Markcr[ﬂ(Biosharp);H \I\‘W'ﬂ% A Bﬂ‘Jﬂ"i‘iﬁ'r‘"%;m\ BZ*M(;Lg/mL) 0.65+1.73 0.254+0.62 0.272
V5014 C R DY 87=9; 11 LI . Hpl-1 3% B AL 8 35 (0 56 B 4 1
. o ; T ) HDL-c(mmol/L) 1.1440. 23 1.12+0. 30 0. 852
eIV OV Hp2-2 SR AR E BSR4 VLW Hp2-1 2£ R 7
X OE A LDL-c(mmol/L) 2.8040. 88 2.6840.97 0.833
B 1 Hpl #1 Hp2 & EF Bk E mAIb(pg/mL) 9.83+7.87 8.54+6.38 0. 982
. . Cr(pmol/L) 82.32+13.19 87.05£37.52 0. 444
2.3 DM & %15 DR 4 & # 16 R4 AE AR :
N . BUN(mmol/L) 5.434+1.47 5.87+1.82 0. 638
DM 41 5 DR 41 P 41 [|] 4% #% . BMI. SBP. DBP,
FPG.,HbAlc,FIns, HGB,CP, «1-M, 2-M, HDL-C,
3 i it

LDL-C.mAlb.Cr 1 BUN KEE R LG iH¥E X
(P>0.05), 5 DM 4 %, DR 41 2 & i DR 9 i 72
B, TG KFE® K, TC K FiE (P<<0.01), W

*2,
x2 DM 42 .DR AlGRFAELIEIRE B (2 £5)

H DM 4 (n=82) DR #H(n=133) P
AW ) 60.65+8. 33 60.21+8.09 0.782
Hh 7 9 72 (4F) 7(1,20) 10(3,30) 0. 001
BMI(kg/m®) 26,0543, 08 26,0142, 27 0.613
SBP(mm Hg) 133.18+15.81  130.75416.76  0.736
DBP(mm Hg) 79.96+9, 67 77.0949. 80 0.188
FPG(mmol/L) 7.9543.28 8.57+3.34 0.120
HbAlc( %) 7.95+2.08 8.41+2.27 0.175
Flns(mU/L) 9.3845.08 13.68+12.80  0.327

N2 Hp 26T 1622 Sy @ik b, BAT W4
ST HEN  Hpl M Hp2''™ . Hpl 2547 3 (K 1 8y F 6]
PRSF . Hp2 547 36 B 1 I B AT 8 J2& 1 > Hpl 6 10
S DU FIER AN A 1 7 14 3 TR IR A Y 07 2 R R 4
Mg R . MASSENI LR =4 T Hpl-1,Hp2-2 #l Hp2-
13 Bl DL R SR AR 1 A 2% L 1) 45 67 3 DX i 2K B Hp-
del™™ . Hp %5 3 X3 DR RS 4 43 A A6 b i X
LAFTEZ S . FERRIN AT 36 B O Hp 3E A4 1 2
1 16% Hpl-1.48% Hp2-1 1 36 % Hp2-2"%', 5Bk
PN DE N H A, U AN ) Hpl %5 47 3 PR AR 3 4%
ik, ARAF5E R~ 403 F1 5 ¥ T2DM 1 Hp 5507 3k K
L A 4y A 43 9 S8 Hp2-2 60. 45% . Hp2-1
34.33% Hpl-15.22% .5 1 T £e i [{ b )5 DU A B
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i T2DM & & 41 n9 Hp 3 X 8 53 A 40 51 8 Hp2-2
51.7%  Hp2-1 39. 7% . Hpl-1 8. 6% 1 B 5% 4% 18 #H
I SRR 55 N g Y Hpl 4547
SR B AR R TE " AT

ks PR R0 ST 55 5 9 6 B Hp ik PR 4 02 0 PR I
B I BE Wk ST G R & B Hp2-2 3 PR 1) 1 IR
Js HR R A LA O & i DRV DN R CVDNE Y
KRB, BF9E &I Hp2-2 £ AL S T2DM 2 8 77
FEAFEPEN ™ Hp LIRS 1 AR R % (T1DM) Ay
B A8 N UL A S & RE A 6L TS T2DM GO I35 5 &
RE B AR OGP g — 7, Hp2-2 HE A A AR R
T2DM #0550 1 fa e R & Ll Hp2-2 76
E T2DM B & i i A 2 9 i) 1 1 28 DL Hi i . A F
FRas R R Hp 3 N 7Y K 464 3 3R 5 DN DN+
DR.CVD.CVD-+DN+DR TG, i DR &% A ¥ &
iy Hp2-2 SN A, 5 Hp2-2 SEA A A fEE T2DM #i
W 5555 A8 ) — AN fE B IR & I HRGE M AY . fE T1DM
I 55 P R DA DR A I B A B BE K
Fifr= S 5 B BR P IV A I & R A XU B T
2P BB R K I I A i 4 XU B L B R
Hp2-2 % A %] 8 55 55 7 T2DM B % #9 DR XU 14
A%, Hpl EAMERE IR T Hp2 HH.
Hpl-1 B AREW 45 & W Z (0 Hb, B A7 e ik 7
CD163 3Z{&X Hp-Hb & & ¥ Y5 B, 38 Hp2-2 HH
RE B P Bl IR BB BRI £ H AN DR &
AnTHES Hp2 HA AP AILRE 1A 6. Hp # I
TRUIA 2 M DR s 1A P9 A0 IR [ 00 () % 5B A R s R F
TEWE PR R B, Hp2-2-Hb £ &9 #4419 HGB
KB F ARG A RS HDL /25 & 1 Al
(ApoAD M B AEH , B4 HDL ¥ Hb Al ik
I ST R R 0 K - 88 . HDL Zh R S 1B [ 15 3 1)
BB RE ST FRAR T . AT M E FRAE Hp JE b R &
PR R A 7 Bl 2k 45 A 0 1 B K P A e, AR
W58 & B0 DR 418 #AH BALH) TG AKFFE & TC
KLU DR &4 v eSS Hp E A S B2 %1
I Ag KA

Zi L RT IR WE DR IS I K RE A BR AT L (HAR
A BT R A Tk A I B DR RS I A O K ORE P ) 25 5
A ST B URARGE T O DU N BE R Hp2-2
HAI ] fE 5 8 ¢ T2DM B DR KU g 56, X
Ak BURE A B i 00 10 5302 R B L EAR
W FEAFAE — 5 1) Jeg B S AP T 278 58 K BA B op 4
ET AR EEIFR R T M Hp S H Y
T2DM 3 DR KU 2 8] B v 7E HLH]
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