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H 1 : 3R B M55 X (Gout) B3 MLIE FRER (SUA)/KE S5 HAEE HB (ApoB) IR R . ik: BB HEE2019
F1HA1HZE202183A31H THFHRERBER A 5@ 5REERRRIM AR BE URITEBE,
PNFFE AR B R EE 730 BIE (P ERRBRIESHEXZITIERE(2019)) ZR, BEEIN
SUARHRA (195 RISUAF R4 (5441), HEARIZER. KA Pearsonfi>es#rSUARIApoBHIAH< 1,

| Alogistic B HAE R BT A LR E R 0. &5 SSUASIRAMEL, SUATHEHApoBHIEEKFF
H, ZREGITFE (P < 0.05). Pearsonti X4 B RApoB5SUARIEMK. HEEKlogisticlE 5
S ER, B REESUAKTFFERApoBH GERE X (OR = 0.986, 95% CI 0.979~0.993, P <
0.001); LK IEF#RE. TR (FBG). HEHERBBMNEREE, WEXRRMABIL. Fi: B
R B HESUAS5ApoBHIR, HSUAKTIFER, TS ApoBKFEF&E.
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Abstract

Objective: To explore the relationship between serum uric acid (SUA) and apolipoprotein B (Apo
B) in male gout patients. Methods: A total of 73 eligible male patients with gout were retrospec-
tively selected from the inpatients and outpatients who were admitted to the Department of En-
docrinology and Metabolism Diseases of the Affiliated Hospital of Qingdao University on January 1,
2019 and March 31, 2021. According to the requirements of the “Guidelines for the Diagnosis and
Treatment of Hyperuricemia and Gout in China (2019)”, patients were divided into the SUA stan-
dard group (19 cases) and the SUA elevated group (54 cases), and the differences between the
groups were compared. Pearson correlation analysis was used to analyze the correlation between
SUA and ApoB, and logistic regression model was used to analyze related risk factors. Results:
Compared with the SUA level up to standard group, the average level of ApoB in the high SUA
group increased, and the difference was statistically significant (P < 0.05). Pearson correlation
analysis showed that ApoB was positively correlated with SUA. Univariate logistic regression
analysis showed that elevated SUA level was a risk factor for ApoB in male patients with gout (OR
= 0.986, 95% CI 0.979~0.993, P < 0.001). After adjusting for age, fasting blood glucose (FBG), body
mass index (BMI) and other factors, the relationship still held. Conclusion: SUA is related to ApoB
in male patients with gout. When the level of SUA increases, it can cause the level of ApoB to in-
crease.
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1. 5|8

IAER, BEE ATATE AT m AR B 5 M B0, I XU(Gout) 1) B85 R 7E TH FL30 [l 9 B4 BT,
FR BERE R0 22 J5 S DL A (1] [2] [3]. T H. Gout & A=A 746 MR B 22 57, 55 Ve R o
R T Lotk [4] [5]. MR RR, ST0RERE R IE B F A, Gout B3 B2 5 & JF I fR AR =%,
ETT3G 07 I8 PR AR 2 R R0 0 I 7 R RUBR2 [6] 5 [RIIRE, IfL i S 8 12 T3 Gout RAEMIGRL N2 . Kk,
BT X} Gout 3, AMUEEHE LM IRER(SUA)KF,  [RIHB B iR 3 A28tk . —E LUK, g i
% RREE FI(LDL) & 2 A 1 S BUR A BBk FERE AL R A L R R MCL fERS R 2 s SR AMITESRGE T LDL
(7K, IR ZAL T #AEE A B (ApoB)IARMk, &5 LDL —#F, 1 LA 2h ik ol A Ak 12 O 1 557 95 97
(ASCVD) R A, AESRAE UM o i L 2995 77 T AR T LDL [7]. JE4E4ESR, £1%F ApoB I 7k %,
R FURAR T 5 M AUE ) SUA 5 ApoB IR R .
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2. SHEMFE
2.1. HFRMR

[l e H 2019 4F 1 A 1 HZ 2021 4F 3 A 31 H 135 8 K= M B e 20 il S gom L2 1
B EE LRI, PATFEFAM SR REE 74 B, 700 RIS 56 E RIR P22 i 1)
2015 A RbRAE[8]. HERRARAE: 1) BRAIZWORRE R . FORIRDIBERGR . miflR LA B LR A 1E
PN 2) BRI EER . T s R DL AT R AR 2545 2 3) MR E IO ) R4l
Y9032 11 2B IV 28) HIIBEAR R[N BE(ALT). B EHZM(AST) Tt 15 % K/ 3 £%]. ™
HIEIhEEAR 4 4) HEREA SR B .

22. ARFE

BN RN R RRHNER . Brm. AE. BMI S 0RRE S B TR BB P IR Seih S K561
Pl SUA. FBG. HH=FE(TG). MIHMEELTC). Mm% E G5 H(HDL). #AFEE A (ApoA). EEH A
[LP(a)]. ApoB. LDL. J#&EgiER. ALT. AST Z MBS 8 h)G, WHIE EHMEBE: bk i,
FIT A A 6 &5 SR 1) e P B A 96 ) 52 B

2.3. Bz

AR b S R R MAE 598 KUI2 ST 48 9 (2019)) = I i KU 8 2848 I PR R /K~ 45 1l YE Ly 240~420
pmol/L, K 53 My X B 20 A SUA /K ik br41(SUA < 420 pmol/L) Al SUA F+ i 41(SUA > 420 pmol/L).

2.4. Gt oA

K HI SPSS 26.0 Guit-FA X BB AT /04T . FF & BRIV TR I £ AR 2 (3 £5)F0R,
Y] LU IR SRR A K558 A /AR ET ZE AT E R R AL b R0 E R, ARt
R Mann-Whitney U #:536 ; THEU70RR FH T 20 L) T K s, 4L HLBECR ) x> 4656 SR Pearson
FHICHE I HTHEAT SUA FI ApoB AHICHERGYE s SR logistic [B1VAREAYHEAT A S fEIGIR R A0 Hr o BT T 0 ke
FAXUMAS S, LLP<0.05 NESH G2 L.

3. 458
3.1. —fRIGPRASE

LN 74 45 BB 1k R, TSR (40,78 + 13.66) % s Horft SUA /KT T 40 53 4, “F I 4E 34 (38.52
+11.91)%; SUA /K FiskreE 19 B, “FHIER47.21 £16.396)% . H, SUA KFTHm I 4E RN T SUA
KR RIEER (P < 0.05), 1H TG. LDL. ApoB. ApoB/ApoA. LP(a)f V37K & T ik K ik brdl(P <
0.05), Wizl BMI. FBG. ALT. AST. TC. HDL. ApoA. &R %E RIS (P > 0.05).
W7 1.

3.2. SUA 7k £5 Apo B B9 XML

Pearson fHX 1T 7~ ApoB 5 SUA /KR ZEFHIC, RMIEARDE; M HAERS] BMIL FBG. TG, TC.
HDL. ApoA. LP(a). W#ES/lE/iEE. ALT. AST %5485 /5, ApoB 5 SUA {BHAMM:, HP<0.05. I
® 2.
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Fit F

Table 1. Baseline characteristics of the study population with different SUA levels cases (%), X s

1. TR SUA KPR ABRIBELZAFED(%), X+

SUA (umol/L)
T H JERiN - P {H
ANCIEAE $EN TR0
1% 73 (100%) 54 (73.97%) 19 (26.03%)
FRI(Y) 40.78 + 13.66 38.52+11.91 47.21+16.396 0.016
BMI/(Kg/m?) 28.56 +3.81 29.06 +3.77 27.12+3.65 0.056
5 R AR
FBG/(mmol/L) 491+0.67 494+0.70 4.84+0.55 0.597
ALT/(U/L) 46.16 £36.22 47.06 + 34.51 43.63+£41.62 0.726
AST/(U/L) 25.05 + 14.66 2493 +12.56 25.42+19.88 0.900
TC/(mmol/L) 486+0.95 512+0.77 3.91+0.75 0.193
TG/(mmol/L) 1.80+0.78 1.87+0.70 1.60 +0.96 <0.001
LDL/(mmol/L) 321+0.72 3.46+0.63 250+ 048 <0.001
HDL/(mmol/L) 1.06+025 1.08+0.26 0.96+0.17 0.053
ApoA/(g/L) 1.16+023 1.18 £0.24 1.09+0.21 0.150
ApoB/(g/L) 1.08+023 1.16+0.20 0.85+0.14 <0.001
ApoB/ApoA 1.01+045 1.08+0.48 0.80+0.21 0.019
LP(a)/(mg/L) 25372 £279.97 27751 £314.92 186.09 + 122.45 0.023
Ji7 25 B TR (mmol/L) 0.37+0.15 0.39+0.15 0.32+0.12 0.059
Table 2. Pearson correlation analysis between ApoB and SUA
%% 2. ApoB 5 SUA Pearson X531
PR i r {8 P f&

0.626 <0.001

BMI 0.616 <0.001

FBG 0.628 <0.001

TG 0.603 <0.001

TC 0.283 0.016

HDL 0.624 <0.001

ApoA 0.625 <0.001

ApoB/ApoA 0.523 <0.001

LP(a) 0.621 <0.001

ALT 0.637 <0.001

AST 0.665 <0.001

IR RE TR 0.614 <0.001

3.3. Logistic [BY3 3%

LR logistic [BIVA/3 M B, 5 KB E SUA KFTHE /2 ApoB G R & (OR = 0.986, 95% CI
0.979~0.993, P < 0.001). Z[K# logistic [FIJHFZIE4F#E. FBG. TG. HDL. ApoA. LP(a). ALT. AST.
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BMI. Ui SHEMER G, SUA /K-FTh5& ApoB K f& [ 25 (OR = 0.986, 95% CI 0.978~0.994, P = 0.001). UL
%3,

Table 3. Logistic regression between SUA and ApoB
%% 3. SUA 5 ApoB HY Logistic [E)3

i H OR 95% CI P1E
FREAY 1
SUA 0.986 0.979~0.993 <0.001
FREAY 2
G 1.011 0.968~1.056 0.614
FBG 0.898 0.392~2.058 0.798
TG 0.707 0.337~1.483 0.359
HDL 0.902 0.106~7.695 0.925
ApoA 1.528 0.139~16.782 0.729
LP(a) 1.000 0.998~1.002 0.842
ALT 0.990 0.974~1.006 0.219
AST 0.974 0.935~1.015 0.210
BMI 0.905 0.782~1.047 0.178
e B R R 1.197 0.027~53.591 0.926
SUA 0.986 0.978~0.994 0.001

4. ¥Wig

Gout J& —FE I JREEST, LIRS AR RATARAE, BT RS S 1) SUA I HAE il i 41
WA, 3 B Q1T JR T R BR AN Sn AR IR UOAR,  SEBIN JT T O 74 v M ¢ bk B R PR 17 S B2 R A
PRIFAE JLR B L N TR AR[9] [10] [11]0 KHAR) R EREN FA TTRR AT BUR A TE R, SO i fEs e,
AT RERERG . WF TR, SUA FHs AU I RURAE R faRs 38, FE 0T 51k XU LA b |
ML AR S A i, 3840 XU RR RO IR R, o BN, 2RISR AR Fd, SUA #254l
ANEE, AIEIEMAEEEL, Al N Z—TF A%, SUA 5 TG. TC. LDL 2IFMZ%; Bt4h; Tao M ZEtH
kT, SUA 5ififg 2 1EAHIG[12] [13].

ZEBE S GE T SUA 5 TG, TC. LDL PLJ HDL Z [AIf9C &, A MME B SUA 5 ApoB K
KZF. ApoB TEIMEH K 4EE HEMMEH, ERFLBERK(CM). LDL. BRAKE B 5 8 F (VLDL) & i 2k
IR, B2 BT BN ks 1 s A B2 T 7 S ko A R AL R B R 43, 4% VLDL. & R H
(IDL). LDL %, &/Fkith &4 1 797 ApoB: B LDL (544 k23, K24 90%[H) ApoB /3 4ifE LDL 1,
A LLUE, ApoB AJA%EE LDL [1/K°F, {H/& ApoB tb LDL A8 5 4 Hu Tl O L fG R [ 14] [15] [16].

AT B R SUA ZKFTH 4l ApoB [P EI /K SUA IEbRAL /K, 1HERA
Gt (P < 0.001); Pearson #H514: T 7~ ApoB 5 SUA /KPR IEMZR; HK K logistic [F )34 HT
B8, SUA JKF72 ApoB HIfER N E, HZIEER . FBG. BMI &K FK G, WE K RVMROL. HlRE
PINLE S, SUA KFF- s 23N AR AT AR . /P LA A S S A B3, A3 05 R (RO F=AE 39
ROS /3 7 BB R AP, il M AR S H [17] [18]. AW 7T+ B M X SUA THE AL T4 4E
W SUA IAAR4UK, P RAHHK, HES AT FEIHAARS 2RI EE N AR, BAARRES]
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&
e

ARG B RIE SIS LLSUE, B SFRIE R, XU R S 2 R 5 [19].

gibpnd, EEMEENEET, SUA SHIAES ME R EAMARME, 2 SUA KFIhE, w5l

i ApoB S, HKP Tt e B E TS 3 E AR Co ML B RS B e PRLE, BT SRR UG, M SUA

LA ApoB A B I PR i S, A F] SUA KT, AT U/ 4 A I A 25 6L AR DRURSE » 3 17 A8 G R Ao i
R I RIE R A o
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