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Otozomal dominant p   k    k      k           (ODPBH)                k 

y    z        (SDBY)                        S   y       ç          k               y c  

  y                 y                     k     k        z    k     z         k z 

        z                           k       Ç        z   ODPBH                   

metabolik parametrelerin      k f  k  y               k   y        z             k        

         k   

R       k  f    k             k y          ç      y    y                y   105 

ODPBH                     . H                 f k                        k   ç        

  y k  y                    k             ç               ç    y        k k y         

H             y   k   z      (MR)                       ç          k   y       

k          k   y      f        esaplan   y k  k    k   olan ve olmayan olarak iki gruba 

 y       ROC analizi y       k                    f      y     z  (tGFH) <60 ml/dk/1.73m
2
 

                      y     y         z                     k   c   ( TBH)     k     

  k              H            c   k     indeksleri (VK )            k kategorize edildi. 

A             f k           /  y   f   k        c    ç              hastalar               . 

Ç      y  y              42 79±10 9       53   (%50.5) k            105       

              VK             26 03±4,2 kg/m
2
                 88      (%83 8)       yk    

       M y      f              y k  k    k        (1C  1D    1E)        73(%69 5)       

       Y k  k    k            ta HOMA-IR    H  1C   z y             y k  k        

        ( <0 05)   TBH     k       k                    k   y      y k                 

HOMA-IR    H  1C   z y             y k  k         z      ( =0,034). LDL-kolesterol, 

      k                           z y                                  GFH     TBH          
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            k           (p<0,01). M y      f              y k  k    k                   

HDL-k                     k                ( =0 044)   TBH     k       k         

       y k      k   c                   LDL-kolesterol, total kolesterol, trigliserid 

  z y             y k  k ( <0 001)  HDL k                         k                      

( =0 024)  S      k k        c  (SKB)    y      k k        c  (DKB)                   

     c  (O B)      TBH            z   f y     k      y          k   ( <0 001), SKB ve 

O B      GFH                f y     k      y                  ( =0 001;  =0 006)  

M y      f              y k  k    k          y k  k    k       y              SKB  DKB 

   O B                            y k  k         z      ( <0 001)   TBH     k     

  k                 k   y      y k                                    f               

        VK                    TBH     GFH                      k                     -hoc 

     z y                    f  k                   18 5-24,9 kg/m
2
                

(p<0,05). 

Ç        z        k   c          olan hastalarda HOMA-IR ve HbA1C 

           n              k      y k  k          y                c   e             k 

hacmi      k                 k               c     y                       k              

olan dislipidemi, hipertansiyon ve fazla kilonun da             k   c       z           k 

f  k  y   y       k                        k  S         ç     k       z       k  ç   ç k 

   k z   ç k   y      k                    f  k               ç            y           

    y ç          

Anahtar Kelimeler:         D    c   M y  S   f        M       k P           , 

O  z     D        P   k    k B    k H        , T      B    k H c   
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ABSTRACT 

THE RELATIONSHIP BETWEEN GLUCOSE METABOLISM AND RENAL 

FUNCTIONS AND RENAL VOLUME IN PATIENTS WITH AUTOSOMAL 

DOMINANT POLYCYSTIC RENAL DISEASE 

Autosomal dominant polycystic kidney disease (ADPKD) is one of the causes of end-stage 

renal disease. Recent studies suggest that the underlying cause of the progressive growth of 

cysts is a metabolic defect, particularly impaired glucose metabolism. In our study, we 

investigated the effects of metabolic parameters on kidney functions and kidney sizes in 

patients with ADPKD. 

In this retrospective and cross-sectional study, 105 ADPKD patients without diabetes were 

included. Patients demographic information, anthropometric measurements, biochemical 

parameters, and medications used were recorded separately for each patient. The mayo 

classification was calculated using the kidney sizes measured by magnetic resonance (MR) 

imaging of the patients, and they were divided into two groups as high-risk and non-high-

risk. The cutoff point for height-corrected total kidney volume (hTKV), which identifies 

patients with an estimated glomerular filtration rate (GFR) <60 ml/min/1.73m2, was found 

by performing ROC analysis. The body mass index (BMI) of the patients was calculated 

and categorized. Patients were grouped according to antihypertensive use and/or office 

blood pressure measurements. 

         f 105           53 (50 5%)  f w    w    f       w                f 42 79±10 9 

years were included in the study. Eighty-eight (83.8%) of the patients with a mean BMI of 

26 03±4 2 k / 2       f    y       y  T     w             f 73 (69 5%)          w         

risk (1C, 1D, and 1E) according to the mayo classification. HOMA-IR and HbA1C levels 

were found to be higher in the high-risk group (p<0.05). HOMA-IR and HbA1C levels 

were found to be significantly higher in patients with a larger kidney size than the cut-off 

point of hTKV (p=0.034). A significant correlation was found between LDL-cholesterol, 



xv 

total cholesterol and triglyceride levels and mean eGFR and hTKV of all patients (p<0.01). 

HDL-cholesterol was found to be lower in high-risk patients according to the Mayo 

classification (p=0.044). LDL-cholesterol, total cholesterol and triglyceride levels were 

higher (p<0.001) and HDL cholesterol was lower in patients with kidney volume larger 

than the cut-off point of bTBI (p=0.024). While there was a positive correlation between 

systolic blood pressure (SBP), diastolic blood pressure (DBP), mean arterial pressure 

(MAP) and hTKV (p<0.001), there was a negative correlation between SBP and MAP and 

eGFR (p=0.001; p=0.006). According to the mayo classification, mean SBP, DBP and 

MAP values were higher in the high-risk group than in the non-high-risk group (p<0.001). 

All of the patients whose kidney size was larger than the cut-off point of bTBI were found 

to be hypertensive. A significant relationship was found between BMI subgroups and 

hTKV and eGFR, and when post-hoc analysis was performed, the group that created the 

significant difference was found to be 18.5-24.9 kg/m
2
 (p<0.05). 

In our study, we showed the association of insulin resistance and large kidney volume, 

with HOMA-IR and HbA1C values being found to be significantly higher in patients with 

large kidney volume. In addition to insulin resistance, we found that other metabolic 

parameters such as dyslipidemia, hypertension and overweight were also associated with 

high kidney volume and decreased kidney function. 

In our study, we showed the association of insulin resistance and large kidney volume, 

with HOMA-IR and HbA1C values being found to be significantly higher in patients with 

large kidney volume. In addition to insulin resistance, we found that other metabolic 

parameters such as dyslipidemia, hypertension and overweight were also associated with 

high kidney volume and decreased kidney function. In order to explain the cause and effect 

relationship, there is a need for different designed studies including many multicenter 

cases. 

Keywords: Insulin Resistance, Mayo Classification, Metabolic Parameters, Autosomal 

Dominant Polycystic Kidney Disease, Total Kidney Volume 
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1. GĠRĠġ VE AMAÇ 

O  z                  k    k      k           (ODPBH)           k          

tutulumu olan, kistik    k    k     y                k   k    z         k k            

       k    [1]  H   400     1000 k                       [2]  B             k         

k                      P             k   c            hemofili, kistik fibrozis, huntington 

          ve down sendromunun                  y k  k    [3]  G     k      k           

y k    k %78       16  k    z     k    k       (16 13 3)         PKD1 (   ycy   c 

kidney disease 1) geni, %15     n 4. kromozomun uzun kolunda (4q21) bulunan PKD2 

(polycystic kidney disease 2) sorumludur [4]. S   y         PKD1    PKD2            

     y            y     z            G N B    DN JB11                 y   

             [5-7].  

ODPBH de       k k                 y c                            k   y      

    c  y          f  k  y          k y    z       y            k    k      k             

(KBH) y    ç              SDBY         ç       ODPBH                 %70             

          70 y      k                                  k      SDBY         [8] . 

B    k            f  k   organlarda (k   c         c          k) kistler           c        

         k                   k              (     k             z       k    k        f k      

gibi)     k        c            y              k            k olarak kabul edilebilir. 

ODPBH  e        k        y                  k   c           k                    

        y    c k     k  ç        k   c     k         y         y     ç      

B    k    y k  k         k                           y       in vitro ve hayvan 

model  ç              ODPBH    k         f    y       k      y                   bir 

metabolik       k                            k      [9-13]  B          k       k  k    

           z         k z         z        z    z                             z      

  z         f           k     y           z k     y         Metabolik   z    z  k     

    f            y          f    k     k                 ler, ODPBH     ilerlemesini 

y                         k k           k          z    k              y           y   

         z                   dikkat ç k c      N             y         ODPBH      

                        c                        [14, 15]               k                c  
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 ç             k       y                f  k                     ç                c      [16, 

17].              c        k z                          ve hipertansiyon gibi 

k    y    k        k f k                 k        y         k      [18], Metabolik 

  z    z  k    ODPBH                      k y      z           k    y    k     

k     k  y                       z                k    y    k                ODPBH  e 

                                            [19]. 

Ç        z      c           z   f           k             k     ODPBH        

olan f  k            k  hastalarda bozulmu   ç  k    k z                c            

         k  metabolik sendrom komponentleri olarak da bilinen dislipidemi ve 

          y            k              k              k             k   y           k 

  y      y       k                   k     
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2. GENEL BĠLGĠLER 

2.1. OTOZOMAL DOMĠNANT POLĠKĠSTĠK BÖBREK 

HASTALIĞI 

Otozomal dominant polikistik b    k           (ODPBH)    z                ç   

               k         k             k               H                         k      

k                          y c    y            k f    y            z             k 

y    z           . B    k            f  k                 k            mesi ve       k 

                  k                                 y   sistemik bir hasta  k      k k     

edilir. G      k   y       3-4  D k              y  ç k           y     k     ‘    k    

          k    k      k                k        k  y    F k       y             y             

              c                    ç c k  k ç                 k  k              

              y                    c                    z          k       z     ç     k   

          k    [20, 21].  

2.1.1. Epidemiyoloji 

ODPBH    y                    k      1/400     1/1000                         

sahiptir [22]  K               k k                             S              k 

             (SDBH)       c    k  k  k            [23]. ODPBH      k  B      k 

Devletleri         y     y   z       y              y k    k %5           k              

altta yatan nedenidir [24]  T  k   f                  2022 y       y y                  2021 

y     ç                                (RRT) y         y              %2.76       

  y              k    k      k        k                                   [25].  

Tablo 2.1: 2021 y     ç       k RRT      k HD'y  (   k z       HD)      y                  SDBH 

   y                         

 n % 

Diabetes Mellitus 2.048 35,54 

Hipertansiyon 1.968 34,15 

G          f    191 3,31 

P   k    k B    k H         159 2,76 

R     V  k     H      k 61 1,06 
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Tablo 2.1 (devam): 2021 y     ç       k RRT      k HD'y  (   k z       HD)      y                  

SDBH    y                         

 n % 

Amiloidoz 48 0,83 

O     k  f N f       47 0,82 

T              y   N f    42 0,73 

D     N        456 7,91 

Etiyolojisi Bilinmeyen 743 12,89 

Toplam 5.763 100,00 

 

Tablo 2.2: 2021 y                y               k z HD              SDBH    y                        

 n % 

Diabetes Mellitus 5.473 35,66 

Hipertansiyon 4.702 30,64 

G          f    759 4,95 

P   k    k B    k H         628 4,09 

Amiloidoz 198 1,29 

O     k  f N f       162 1,06 

T              y   N f    126 0,82 

R     V  k     H      k 102 0,66 

D     N        1.063 6,93 

Etiyolojisi Bilinmeyen 2.134 13,90 

Toplam 15.347 100,00 

 

2.1.2. Genetik Öze  ik eri 

O         y k    k %78     n             16  k    z     k    k       

(16 13 3) y              PKD1       %15     n sorumlu gen ise 4. kromozomun uzun 

kolunda (4q21) bulunan PKD2 genidir. S   y         PKD1 ve PKD2 genlerinde mutasyon 

         y     z            GANAB ve DNAJB11                 y                  

PKD1 ve PKD2 genleri       y       k      1        k      2             integral 

membran proteinlerini sentezler. Po  k      1           c             z                  

               y         G               k          k        k      c  -  c        c  -

     k                                   k       PKD2              z                     

    k      2                         z               y       ; y      k    y   k           

   z    k         [23, 26]. 

ODPBH        k       k                      k            ç    k        k f       

         f       k f  k    k      kk    ç k    Neden olan gen mutasyonu,                  k  

f       k f  k    k                                y       f k       [27]. Anormal gen olarak 
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PKD2 y      y               PKD1       y                            y  ç k   y     

          y                       5 k    k      k           (KBH)                     

      y            k      [28]. D      c  y       ç             SDBH     medyan 

        ç y    PKD1 ve PKD2  ç         y   54    74                    [28-30] 

2.1.3. Patogenez 

K                    sebep olan altta yatan mekanizmalar tam olarak 

 y                  [30, 31]. T              y     f     y         k                     c   

proliferasyonu                k esyonu,   c             k       z                z        

bozukluk,          y     f           c     f      y             y                y   f    z  

            f               k    zun patogenezde             y         k        

mevcuttur [30, 32-34].  

2.1.4. Tanı 

T       k        ç         yk     f z k    y                              

            y              y             H          %10-15        z   f       y     

yoktur. B                             -           y      (  k       %5  )  PKD2 

     y           k y  k        f f        k    z  z    y       y        k y          

            y         G           y               k             f  (USG)         y     

tomografi (BT)   y         k   z      (MR)          k k                        T     ç      

  k    c          y                  f     ç  k        y                     c z     

k                  k  z     y  y        z k      z    c k    ç y              k ç k 

ç              z   y    k                     k                        USG   y         

 z    k       T2       k      y   k   z                       c  k       k          

       y            f  (BT)  1-2    ç      k  k                              USG        

  k           y k  k   y                                           [35]  BT        

         z          y   z      y  y    ç            k         le radyasyon maruziyetinin 

y k  k                   MR  ODPBH  i                 k/     k                           

    f                 k    k     k  y                  k                           

            y              ç                  [36]   y  c  MR                 k hacminin 

(TBH)   ç     ODPBH'                 y         k  ç                y                     

           k y                   k  ç                     [37].  

U           f  (USG)             k                   y         k    z       

             Y           kç        k                                         y   ç c k      
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         k                 y                 k                        f  k              kây    

pozitif olan ve 15-39 y           k                     y   k       k   3   y       f z   

k                         k      H        y    40     59                    k       k           

    z       k     k                         k             y      z      k                 

        k            ç         k       k               z             k                

gereklidir. T        ≥40 y      k     k        k      y       k      z      k k               

       k  ç   y          [38].  

Tablo 2.3:        k y       c       y      ODPBH        f k      kriterleri 

YaĢ Pozitif Tanı Kriteri 

15-39 ≥ 3 k     T k      k     y       k       k   

40-59 ≥ 2 k     H            k   

≥60 ≥ 4 k     H            k   

 

G     k   c      y         y k  k     y          y     z   z                    

  k           z         k y        y   ODPBH                  k           y    

       k  ç              k       y        5 KBH             y k           k      k 

    y       k      ODPBH                  k          k            ç         k   c     y  

                 y  c  ODPBH                 y            c k ç c        y        

    y                       k                  z  y           [39].  

2.1.5. Klinik 

ODPBH olan                 k     k   y                   k       y        kç  

                       k            E    k 3-4.    y     belirti      y        . E    k 

                  ç                   f                      y  , y         , idrar yolu 

  f k  y              ve   k   k   k             k         

2.1.5.1. Ağrı 

Fazla   y   k  k             y        k   y                                        

  k     K           y          c       k k                         f                

y        k     ç    k         k      f k  y                y            y          

enfeksiyon a                    [40].  

2.1.5.2. Hipertansiyon 

Hipertansiyon      k y    z                    k        %60            k 

y    z               %80       f z               . F z     y    k          y        k 
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  y         y                               y              k k             B y y   k         

                          y     k   k      y    ç                c             -

anjiyotensin-                   (R  S)      k                             y        rumlu 

       k       E k               y  ç k             y                    y         

yaratmakta           k           f                k           k y    z     

       y                   y    k      [41-47]. 

2.1.5.3. Hematüri 

H                      y      y k    k %35-50 oran            k     k   k   k 

  z y            K              ç                                    c        ;      k    

 ç    k           f k  y                          y          E k           ç         

          ODPBH         k                     z                      k        [48, 49].  

2.1.5.4. Nefrolitiazis 

ODPBH                 y k    k %25           k                . Toplumda 

k    y    k                     k                    ODPBH                          

y          f z          k                         [44, 50]. P       z     k              y c  

        y                c            z                k        k     z  ç            

 z            k                                                          k  k    

                           y  c                                 H               k        

   k      ç k         k   y         k    k                   k               y    ç       [51, 

52].  

2.1.5.5. Proteinüri 

ODPBH                          z    k      k   k     z  Y           ç         

270                                z y  260   /         k             [53]  H          

%18            300        f z                                        seviyesi          k 

fon  y     z k            y   nun k                         [53, 54].  

2.1.5.6. Ekstrarenal Bulgular 

ODPBH          k k                                (k   c      pankreas vb.) kistleri 

           . K                    k            serebral anevrizma, kardiyak kapak defektleri, 

k            k             k   y                                  y           
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ODPBH          k              k              karaciğer kist eridir [55]. 35 

y      z      k             %94 k         k   c     k                           [56] 

K               k k                    z       k        k   k                 k   

y        k                    Ç                               y k k   c     kistlerine sahip 

                    y k  k    [57, 58]. K   c              pankreas ve dalakta da kistler 

           k        k      k   d kistleri,  kc     k           z k              ve testis 

kistlerinin ODPBH                                 y                k      k                

[55, 59].  

ODPBH  e          k                                                   c  

subaraknoi                   k              ç          intraserebra  anevrizma ardır. 

%8-12                                                  y       k                         k   

     y k  k    [60-62].                k             z    yk               f z      k 

            B                   z                              k   y           genel 

       y              f z           [63, 64].  

ODPBH              %25-30      kalp kapak defektleri               E    k 

saptanan anomali mitral valv prolapsusu olmakla birlikte daha az oranlarda aort, mitral ve 

   k      y    z                 [65-67] Ç                     k   y     kte     Y       

    ç                 k  k              k     k    y    f zy             y             

            [68].  

Ç k         k            z          k  y       [60, 69], servikosefalik arter 

    k  y            k  k  z     [70, 71]                       k      k  zy      [72] da 

ODPBH         k                  

2.1.6. Hasta ığın Seyri 

H                 y        k   y   b  ç k f k                                y      

                           f  k    k            . Hastalar          y            c    y  

     c     y       SDBY y  ilerler. ODPKD      SDBY   k         y k    k %10'    

ol        [73]. GFH      y                               y     4 4     5 9  L/  k'    

[22]. P      y      k   y   f k               ; PKD1      y            (PKD1 geninin 

     c          z        y       k          z          )    k   y               y           

  k   y          k f  k  y           z        k   y          y     k   k   k          

   k                                k          z y                 k k c    y      k        

 ç   ç k   y    (≥3)       k      y         [74-76] 
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2.1.7. Tedavi  

Y     k             y               y          ç                           Bunlar 

         KBH             ç        y k  k    k     y              belirlenmesi, KBH ile 

    k    k     k  y        y         prognostik nedenlerin tedavisi ve ekstra renal 

k     k  y                 y      r. Y k  k    k     y              belirlenmesi, prognostik 

nedenlerle ve tolvaptan           f k              f y           c k                         

 ç                   B                     k  ç      c          y                            

            ç               k       y k                        k     f   y    ,      k 

f  k  y               z      k y      y    MR   y  BT   ç                 k   c   

kullan     k            mayo skorlama sistemidir.  S   f    1   1B  1C  1D  1E      1C  

1D    1E                k                       ç        y k  k    k             k 

           [74, 77]. B  y             y k                        y                 k 

hacmi (TBH)   ç    k        k      c k                  k                         

f      y     z    (GFH) tahmin edebilmesidir. 

Hipertansiyon ODPBH       y y            ve tedavi edilebilen prognostik 

f k                   E y           R  S  k           k                                 

    y    c   k        k     y        k            z   ( CE)                 y  

    y        II             k       ( RB) tercih edilmelidir. Erken evredeki (GFH >60 

ml/dk./1.73 m
2
)    ç (18-50 y  )                 CE              y       RB     <110/75 

  H     c k   k       k  k        c  k            f                       k   c     k  

  y       y                      k           f                         z                   

[78]. 

ODPBH             f z   k            z              c   k     indeksi (VK ) 

                                k f  k  y           z       z          f z          

               [79-81]. K                 5                 z   k             y      k  k 

     y        z        k  k             k y      z                     y        c    k      

   c         y   z       k    y    k              y   z         ç             y k 

             [82, 83].  

                f k  y       k     y k  k              y                 

kateterizasyonundan    k          c  k ç                     y          y   k    

k              . Tedaviye c            z        f k   k                       k k     ç    

         c k siprofloksasin, klindamisin, trimetoprim-sulfametoksazol gibi lipofilik ajanlar 

  ç          [84].  
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SDBY                                             ç   k    ; hemodiyaliz, periton 

diyalizi ve transplantasyon uygulanabilir.  

ODPBH    k           y        y        c    k             c k    ç         y    

 z   y                   k        k   y           y       k    k ç                c          

  z                                                 y         k                               

[85-87]  

Statinlerin antiproliferatif, antioksidan ve anti-  f            k        z       

            ODPBH                 f y            c      z  ç             lumlu etkileri 

                        y k ç               y ç        [88-90] 

G     z   k           y        y        c  y              y                 k   

                        f       nikotinamid, pioglitazon            z   k   z            

                   y         [91].  

2.2. ĠNSÜLĠN DĠRENCĠ 

       ;    k z         z        c     y                 z                   

oynayan, pankreas β   c                      anabolik bir peptit hormondur [92]. 

D        k  glukoz konsantrasyonu,    k     β   c                                    

             H   f   c                                              c                     k 

f  k     k   z          k  y   k f  f              -3-kinaz/protein kinaz B'yi aktive eder 

[93]. P   f   k   k          k z     c    ç                     k   c          k     

sentezini aktive eder   y  c     k z         z     y       y     k    ve kasta glukozun 

                 y   k         z      k  r, aminoasit transportu, protein ve deoksiribo 

  k   k      (DN )      z nde rol oynar [94]. B y              z   k          k        

  z        y  c      k        y      z     c        f    y       f  k                 k 

ç k    y   y                                   y                  k  k                f     

             c       y                     k    k           f                     [95, 96].  

             c                    y     y k  k   k                       k      

  k                y       c                  y    k          y           y  ç k         

 ç       k             k                  f z                         k                

[97].              c  ç      k                  y        k        c k     z     

                 k     z;                           c                                Klinik 

     k                c            /  y   kz                                      k z y      

                  E  y y    sebebi obezite ( z    k                z   )     k   birlikte 

                        g     k f k        y      k  f z k       k           ç k         
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(kortikosteroidler, anti-retroviraller, oral kontraseptifler)   y         [98]. S    k   

       y     %25                 k     z         k z                      %60  T  2 

DM                   %60-75                  [99].  

             c      ç  k  ç   ç         k  k    k         ;         k         k     

  k                         k k                  c k       k       da      k          [100]. 

K    k      k        k k          y         k k z 1985 y       M     w       k         

    f                           k                        c  (HOMA-IR) y           B  

y           ç  k k     k        ç  k           z y     k          k               

y          k      [101].  

 HOM -IR = [  z           (μU/  ) x   z      k z (  /  )] / 405  

E   k                    k    k                  y   HOM -IR                  

   k        y k     T  k               k       2 7      k            ;            y      

HOMA-IR        2 7         k      k           k        k   2 7      z      k           

f  k       y                    c    y           f               [99, 102].  

2.3. METABOLĠK SENDROM 

Metabolik sendrom; abdominal obezite,              c   aterojenik dislipidemi ve 

hipertansiyon gibi        k   z k  k           k                     k                     

     c       k                                   ;       k      k k    y    k                

         e k  k       y      k            y      f  k  y     dislipidemiye,    k     

enflamasyona ve hipertansiyona y    ç  [103-106]. Total   c            f z       y   

  c k              z           k            benzerlik                      [107-110]. Hem 

KVH  ç                k    k f k           (                         , abdominal obezite 

ve hipertansiyon) hem de tip2 diyabetin      k                 ‘        k          

                         [103, 111, 112]  B           k         y                      

         X               c          ,             c             y     z                

sendrom  y        [113].   

Metabolik          ç   f  k                          ç              y c  k  terler 

        U      K          E      P        (NCEP) E   k   Tedavi Paneli III (ATP III) en 

y y    k                 2005 y           z              T     ç   abdominal obezite        

k             ; l              k                   ç                     k                

 ç   y                             [114].  
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Tablo 2.4: National Cholesterol Education Program-Adult Treatment Panel III (NCEP-ATP III) 2005 

        k              k          

Kriterler* 

              z    (    ç         k k     ≥102 c   k         ≥88 cm) 

 T          ≥150   /     y                       ç      ç             y          

 HDL-kolesterol   k k      <40   /    k          <50   /     y      k HDL-

k           ç      ç             y          

 K        c  ≥130/85   H  veya anti-          f k         

  ç  k k     k   ≥100mg/dl   y  y k  k k     k     ç      ç          k         
*Y k     k  k                z  ç             MS         ç   y           

 

2001 E   k   T      P      III ( TP III) k              f                         k 

                     ç  c  U      S    k    B        M  y                    

(NHANES III, 1988- 1994) k       8800      k  B      k D          y    k       

                        y y     k %22      k                 P             y  la birlikte 

     k                        20-29 y            %6.7, 60-69 y                % 43 5 

          z          [115]. Obezite ve sedante  y              y   MS                     

       k       NH NES 2011     2016                                 k        k  

k      c       y z   34 7' inin         k          ç    TP III k            k           

            [116]. 2005 y           z          ATP III k                                 k 

sendrom kriterleri, diyabeti veya KVH       y   3300 y    k   Framingham kalp 

ç         k      c                                   ç           k                    

erkeklerde % 26 8    k          %16,6 iken s k z y    k   k               k k      % 56 ve 

k       da %47      k                       

  k   z   takriben 11 000 k        2010 y       y          population-based 

     y  f C     c R     D       I  T  k y  (CREDIT) ç            MS   k     %31,3, 

   z      k     %20 1    y       k     %12 7       k         tur [117].  
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3. GEREÇ VE YÖNTEM 

Retrospektif      k y          ç     aya Ocak 2015-Ş     2023                    

M     y                n f           k             k   edilen otozomal dominant polikistik 

     k                       18 y           80 y        hastalar         Ç       H     k  

D k     y      k         y         k y                     M     y                K    k 

             E  k K          f         y          (tarih: 07/09/2022, karar no: 2022/0509)  

3.1. ÇALIġMA TASARIMI 

         M     y                G z     P  f  D   S   y    Y  ç   Ş     

H             Ocak 2015 ile Ş     2023                      f           k             k     

ODPBH                        y z       y                 k y         c        Ç      y  18 

y         80 y         GFH<15 ml/dk/1,73m
2
,                                  y            

olan, gebe hastalar, malignitesi olan hastalar dahil edilmedi. Hastane otomasyon 

                            k                       f k     ileri (y         y     cinsiyet, 

      yk  ), antropometrik   ç       (boy, kilo),     k     y        z                

(                k          k      f         k    f    ), biyokimyasal parametreler 

(glukoz, BUN, kreatinin, total kolesterol, trigliserid, LDL, HDL, AST, ALT, sodyum, 

potasyum     k        ç  k          H  1C), idrar analizleri (sabah spot idrarda protein ve 

kreatinin          )  k             ç          y     k                 (k         z MR     

     k   y      )            ç    y        k k y         TBHT ve bTBH           

https://www.mayo.edu/research/documents/pkd-center-adpkd-classification/doc-20094754 

web           k         k                                                1C-1D-1E 

      y k  k    k       ; 1 -1B           k    k             k k       z          analize 

dahil edildi. Chronic Kidney Disease Epidemiology Collaboration (CKD-EPI) y           

tGFH                  z               [118].  ç  k               k z               

homeostatic model assessment-insulin resistance (HOMA-IR) f           f y          k 

             c             [101]  H                y              k y            y    

k        k          k   c   k         k                       z                DSÖ     f      

k            VK      f                  k       z          (VK <18 5 kg/m
2
 z y f; VK  

≥18 5-24,9 kg/m
2
 normal; VK : ≥25-29,9 kg/m

2
 fazla kilolu; VK : ≥30 kg/m

2
 obez) 
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V cut k         k   (VK ) = V c            (k ) / B y² ( ) 

H             y              k y      f   k        c    ç       k           

H                      f k      y       y   f   k        c    ç              k k        c  

(SKB) ≥140 mmHg ve/veya   y      k k        c  ≥90 mmHg ise hipertansif kabul edildi. 

Hastalar               f    ç    k      y                       f                

3.2. ĠSTATĠSTĠK 

SPSS version 21.0 software (IBM Corpn., Armonk, NY, US ) y z      

k          k y        D    k                         y          K         S          

Shapiro Wilk testleri ile Q-Q                      f k           k           z     c     

                    k               ±                                  y           c  

(25–75 percantil)      k             K       k         f  k    (y z  )                 S   k   

           k       k                                             S                        

                      M    W     y U           y        N                   y    k     

f z          z        k                    K   k   W            k            k     f z   

                k     ç             ç k        z             c      (D    T    )      z  

y        K       k            z      y         y                      P       K -Kare testi 

    k                 k     f z   k                      k     ç             ç k        z      

       c      (B  f       T    )      z  y        S   k                     k y   K     

(Parsiyel) korelasyon te          k      N                      y     y         k   

     k                k      f     y    y         tGFH      k     ç   y       

k      y        z        y        k       k    bTBH      k     ç   y       k      y   

     z          y      k         k                   Uy    k       k                  

        k               ( UC)                          k                      

  y      k/s ç c   k               ç   ROC        (R c      O         C    c       c 

c    ) k           O       k       k       Y          k                                p 

<0 05              k k             
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4. BULGULAR 

Ç      y  52    (%49.5) erkek, 53   (%50.5) k         k  z           105       

dahil         Ç      y  k            y       22     78                 k         y   

           42 79±10 9 olarak             H          ODPBH             y               

29 01±11 7      k         ve 88      (%83,8)       yk           K      c                

boy     171±9,7 cm, ortalama k        76 9±16 1 kg ve VK    ç       ortalama 26 03±4 2 

kg/m
2
 olarak belirlendi. KBH           ç          k          h          40      (%38,1) 

G1, 32   nin (% 30,5) G2 ,25  nin (%23,8) G3, 8  nin (%7,6) G4                  

       . Mayo     f                     5  nin (%4,8) 1A, 27   nin (%25,7) 1B, 39 unun 

(%37,1) 1C, 21  nin (%20) 1D, 13      (%12 4) 1E     f            izlendi  H          

88      (%83 8)           y                ve 76    (%72 4)               f        

    k  y                  f           k            74      (%70 5)  CE - RB  28      

(%26,7) k    y   k        k    (KKB)  10      (%9 5)         k    6       (%5 7)   f  

   k    22       (%21)   y z   k            c      H          71    e (%70,3) sigara 

k         y kk   30   (%29 7)        k       k  y    Ek                                 

41      (%45 6)   f       z    85      (%91 4) k   c     kisti  6       (%6,5) pankreas 

k             (Tablo 4.1). 

Tablo 4.1: Ç      y  k       ODPBH h            demografik ve klinik  zellikleri 

  n % 

Cinsiyet 
Erkek 52 49.5 

K     53 50.5 

Y  (y  ) O  ±S  42 79±10 9  

T    y   (y  ) O  ±S  29 01±11 7  

Boy(cm) O  ±S  171±9,7  

Kilo (kg) O  ±S  76,9±16,1  

VK  (kg/m2) O  ±S  26,03±4,2  

     Öyk    
Var 88 83,8 

Yok 17 16,2 

S      K         
Var 30 29,7 

Yok 71 70,3 

HT 
Var 88 83,8 

Yok 17 16,2 
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Tablo 4.1 (devam): Ç      y  k       ODPBH                     f k    k    k  z    k     

  n % 

              f k         
Var 76 72,4 

Yok 29 27,6 

              f      

 CE -ARB 74 70,5 

KKB 28 26,7 

B    B  k   10 9,5 

  f  B  k   6 5,7 

Tiyazid 22 21 

KBH Evresi 

G1    40 38,1 

G2    32 30,5 

G3    25 23,8 

G4    8 7,6 

M y  S   f       

1A 5 4,8 

1B 27 25,7 

1C 39 37,1 

1D 21 20 

1E 13 12,4 

Ekstrarenal Bulgular  n % 

Nefrolitiyazis 
Var 41 45,6 

Yok 49 54,4 

K   c     Kisti 
Var 85 91,4 

Yok 8 8,6 

Pankreas Kisti 
Var 6 6,5 

Yok 87 93,5 
VKĠ: V c   k     indeksi HT: Hipertansiyon KBH:K    k      k            

 

H         metabolik sendrom k           ç                         z  ; TG≥150 

mg/dL olan hastalarda tGFH ve bTBH    y                   y   69 18±28 9 ml/dk/1.73 

m
2
    1138 3±799 3 mL/m olup TG<150 mg/dL                 82 42±30 8 ml/dk/1.73 m

2
 

   862 7±729 2 mL/m  z          p istatistiksel  ç             f  k    c    r (      yla 

p=0,034; 0,023). SKB ≥140 mmHg ve/veya DKB ≥90 mmHg           tGFH ve bTBH 

   y                   y   73 33±28 2 ml/dk/1.73m
2
    1077 9±772 2 mL/m     y        

   y        leri 102 3±24 5 ml/dk/1.73m
2
    347 06±111 7 mL/m olarak           olup 

   y                               k     ç             f  k    c      (     y y   p=0,000; 

0,000). HDL <limit (  k k      <40   / L k          <50   / L)                  

    y                 tGFH ve bTBH medya             ç                 k     ç     

        f  k bulunmam k      (p=0,238; 0,677)   KŞ≥100 mg/dL                  

    y                 tGFH ve bTBH    y              ç                 k     ç     

        f  k          k      (p=0,322; 0,297) (Tablo 4.2).  
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Tablo 4.2: ODPBH h            metabolik sendrom kriterleri aç        korelasyonu 

 Öze  ik n  % tGFH (ml/dk/1.73m
2
)  p bTBH (mL/m)  p 

TG (mg/dL) 

Total 

 
103 100 78 02±30 3 r=-0,328 0,001 959 6±757 5 r=0,391 0,000 

TG<150 69 65,7 82 42±30 8  

U=871,0 

 

0,034*
 

862 7±729 2  

U=849,0 

 

0,023* TG≥150  34 32,4 69 18±28 9 1138 3±799 3 

HDLª 

(mg/dL) 

Total 

 
103 100 78 02±30 3 r=0,008 0,936 959 6±757 5 r=-0,25 0,011 

<Limit 31 29,5 83 14±30 5 
 

U=952,0 

 

0,238* 

1013 0±799 6 
 

U=1058 

 

0,677* ≥      

 
72 68,6 75 86±30 7 928 2±747 1 

SKB ve 

DKB
b (mmHg) 

<140/<90   17 16,2 102 3±24 5  

t=-3,83 

 

0,000** 

347 06±111 7  

U=123,0 

 

0,000* ≥140/≥90 88 83,8 73 33±28 2 1077 9±772 2 

AKġ (mg/dL) 

Total 

 
105 100 78 02±30 3 r=-0,114 0,247 959 6±757 5 r=0,047 0,637 

<100 89 84,8 79 25±30 5  

U=601,0 

 

0,322* 

935 757±757 2  

U=595,0 

 

0,297* ≥100  16 15,2 71 20±29 6 1095 4±769 8 
 ; MS  ç         (  k k;40   / L  k    ;50   / L)   ; K        c                  (S      k k        c  ≥ 140   H   D y      k k        c  ≥90   H ) 

r: Pearson corrrelation, *: Mann Whitney U Testi, **: Student T testi 

bTBH: B y         z                     k   c  , TG: Trigliserid, HDL: Y k  k                        LDL: D   k                        SKB: S      k k        c    

DKB: D y      k k        c   AKġ:  ç  k k     k    
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H          tGFH ve bTBH                 k z                       k      

  k      z      y      k         k           utularak HbA1c ile bTBH                   k    

 ç               z   f y     ç k z y f   z y   korelasyon mevcuttur (p=0,021; r=0,238).  

bTBH‘     ç  k k     k   , i      , HOMA-IR                       k     ç             

    k           k      ( =0 637; 0,548;0,235). tGFH     H  1c                   k    

 ç                   f y     ç k z y f   z y   k      y      c      ( =0 018; r=0,244). 

tGFH      ç  k k     k      ç  k i       ve HOMA-IR                       k     ç     

            k           k      ( =0,247;0,642;0,926) (Tablo 4.3). 

H          tGFH ve bTBH              k        c                        k      

  k      z    y        k         k                  k        k k        c                 y   

     ç     tGFH                   k     ç                   f y     z y f   z y       k  

       ( =0 001  =-0,332; p=0,006 r=-0,266). Diyastolik kan b    c      tGFH          

         k     ç                 k           k      ( =0 088)  S      k k        c   

  y      k k        c                   y        ç     bTBH            y      k       

etkisi sabit tutu    k           k     ç               z   f y     k      y          

(p=<0,001;0,001;<0,001) (Tablo 4.3). 

H          tGFH ve bTBH                       f                          k      

  k      z   LDL kolesterol, total kolesterol ve trigliserid ile tGFH          y   

     k         k                  k          k     ç                   f y         k         

(p=0,000; 0,004; 0,003). HDL kolesterol ile tGFH                   k     ç             

    k           k      ( =0 302)  LDL kolesterol, total kolesterol ve trigliserid ile bTBH 

           y      k         k                  k          k     ç               z   f y     

    k         ( =0 020; 0,018; 0,001). HDL kolesterol ile bTBH                   k     ç     

            k           k      ( =0 102) (Tablo 4.3). 

Tablo 4.3: ODPBH              tGFH ve bTBH                 k z                k        ç              

   f            k    

Parametre tGFH (ml/dk/1.73m
2
)       bTBH (mL/m

2
) 

 r p r p 

 KŞ (mg/dL) -0,114 0,247 0,047 0,637 

 ç  k         

(mU/L) 

0,049 0,642 0,064 0,548 

HOMA-IR -0,009 0,926 0,117 0,235 

HbA1c (%) -0,244 0,018 0,238 0,021 

SKB (mmHg) -0,332 0,001 0,367 <0,001 

DKB (mmHg) -0,167 0,088 0,308 0,001 

OAB (mmHg) -0,266 0,006 0,370 <0,001 
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Tablo 4.3 (devam): ODPBH              tGFH ve bTBH                 k z                k        ç     

            f            k    

Parametre tGFH (ml/dk/1.73m
2
)       bTBH (mL/m

2
) 

 r p r p 

LDL (mg/dL) -0,410 0,000 0,229 0,020 

HDL (mg/dL) 0,104 0,302 -0,163 0,102 

Total Kolesterol 

(mg/dL) 

-0,287 0,004 0,235 0,018 

Trigliserid 

(mg/dL) 

-0,294 0,003 0,327 0,001 

K     K      y   (<0 25 ç k z y f     k ; 0 26-0 49 z y f     k ; 0 50-0 69          k ; 0 70-0 89 y k  k     k ; 

0.90-1 0 ç k y k  k     k ) 

 

H          tGFH ve bTBH testlerinin VK   ç                         z    VK  ile 

bTBH            y      k         k                  k           k     ç                 k  

         k      ( =0 167)  VK  ile tGFH                   k     ç                 k  

       k      ( =0,013). H         DSÖ     f      k            VK      f             

     k       z          z   (VK <18 5 kg/m
2
 z y f; VK  ≥18 5-24,9 kg/m

2
 normal; VK : 

≥25-29,9 kg/m
2
 fazla kilolu; VK : ≥30 kg/m

2
 obez) VK <18 5 kg/m

2
 z y f k             

       z          k       VK  18,5-24,9 kg/m
2
           tGFH    y          

87 8±28 8  25-29,9 ml/dk/1.73 m
2
           GFH    y          72 8±31 4 ml/dk/1.73m

2
, 

≥30           tGFH    y          68 1±25 7 ml/dk/1.73m
2
           y             

                  k     ç             f  k        ( =0 035)           k            f  k  

          18 5-24,9 kg/m
2
 VK  y                   tGFH    y                   k       

VK  18,5-24,9 kg/m
2
           bTBH    y          736 2±649,9 mL/m, VK  25-29,9 

kg/m
2
           bTBH    y          1128 2±879 8 mL/m, VK ≥30 kg/m

2
           

bTBH    y          1055 5±498 2 mL/m           y                               k    

 ç             f  k        ( =0,021)           k            f  k        ran 18,5-24,9 kg/m
2
 

VK  y                   bTBH    y                   k      (T     4.4). 

Tablo 4.4: ODPBH h            tGFH ve bTBH              VK  aç        d                  

     tGFH 

(ml/dk/1.73m
2
) 

bTBH (mL/m
2
) 

  n % mean  p  r p 

VKĠ 

(kg/m
2
) 

 

Total 105  26 04±4 2  0,013 959 6±757 5 0,136 0,167 

18,5-

24,9 

42 40,0  87 8±28 8  

0,035** 

736 2±649 9  

H=5,4 
 

0,021 

25,0-

29,9 

46 43,8  72 8±31 4 1128 2±879 8 

≥30 17 16,2  68 1±25 7 1055 5±498 2 
K     K      y   (<0 25 ç k z y f     k ; 0.26-0 49 z y f     k ; 0 50-0 69          k ; 0 70-0 89 y k  k     k ; 

0.90-1 0 ç k y k  k     k ) ** K   k   W      T      
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H          tGFH ve bTBH                                                     k      

  k      z    BUN, kreatinin     k        rotein/kreatinin (mg/dL)          y   

     k         k                  k          k     ç                   f y         k         

(p<0,001) (Tablo 5). BUN, kreatinin     k        rotein/kreatinin (mg/dL) ile bTBH 

           y      k         k                  k           k     ç               z   f y     

    k         ( <0 001) (T     4.5). 

Tablo 4.5: ODPBH h            tGFH ve bTBH                    laboratuvar parametreleri ile i   k    

Parametre            tGFH (ml/dk/1.73m
2
) bTBH (mL/m) 

 r p r p 

BUN (mg/dL) -0,670 <0,001 0,520 <0,001 

Kreatinin (mg/dL) -0,933 <0,001 0,642 <0,001 

   k      (  / L) -0,451 <0,001 0,350 <0,001 

Protein/kreatinin (mg/dL)* -0,496 <0,001 0,399 <0,001 

AST (U/L) 0,199 0,048 -0,111 0,271 

ALT (U/L) 0,058 0,566 -0,069 0,496 

Na (mmol/L) -0,137 0,173 0,226 0,023 

K (mmol/L) -0,311 0,002 0,248 0,013 

Ca (mg/dL) -0,047 0,641 0,329 0,001 

P (mg/dL) -0,123 0,230 0,174 0,087 

Albumin (gr/L) 0,103 0,320 -0,148 0,151 

Hemogram (g/dL) 0,112 0,266 -0,047 0,639 

Hematokrit (%) 0,175 0,081 -0,019 0,853 

N    f   (10
3
/ul) -0,117 0,250 0,156 0,124 

Lenfosit (10
3
/ul) 0,004 0,968 -0,015 0,882 

NLO
a
 -0,124 0,223 0,154 0,129 

K     K      y   (<0 25 ç k z y f     k ; 0 26-0 49 z y f     k ; 0 50-0 69          k ; 0 70-0 89 y k  k     k ; 

0.90-1 0 ç k y k  k     k ) 
a
N    f  /L  f     O     *        ç          

 

Mayo     f              k   k       k  z    k                            

  k      z  ; mayo     f              y k  k    k                   30   (%41,1) k      

43   (%58,9) erkek ci   y      y k  k    k       y              22    (%68,8) k      10   

(%31 2)   k k c    y           c    y    ç         k                         k     ç     

        f  k        ( =0 009)  Mayo     f              y k  k    k                   25   

(%35,7)        k      y  k    y k  k    k       y        5   (%16,1) sigara kullanmay   

    k                         k            f  k        ( =0 047)  Mayo     f              

y k  k    k                   62       (%84,9) hiper     y      k    y k  k    k   

    y        14      (%43,8) hipetansiyon           k                        siyon 

         ç                 k            f  k    c      ( <0 001) (Tablo 4.6).  
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Tablo 4.6:  ODPBH h            mayo s   f         g    karakteristik  zelliklerinin d        irilmesi  

Öze  ik                        Mayo Sınıf aması        

 Yüksek Risk Yok Yüksek Risk Var          p Değeri  

T    Y    29,5 (20-41,25) 28 (234,5) 0,630
a
 

Cinsiyet n (%) 

K     

Erkek 

 

22 (%68,8) 

10 (%31,2) 

 

30 (%41,1) 

43 (%58,9) 

 

0,009
b 

Aile Öyk      (%) 

Var 

Yok 

 

26 (%81,2) 

6 (%18,8) 

 

61 (%84,7) 

11 (%15,3) 

 

0,659
b
 

S      K           (%) 

Var 

Yok 

 

5 (%16,1) 

26 (%83,9) 

 

25 (%35,7) 

45 (%64,3) 

 

0,047
b
 

Nefrolitiyazis 

Var 

Yok 

 

12 (%42,9) 

16 (%57,1) 

 

29 (%46,8) 

33 (%53,2) 

 

0,730
 b

 

Hepatik Kist 

Var 

Yok 

 

25 (%86,2) 

4 (%13,8) 

 

60 (%93,7) 

4 (%6,3) 

 

0,251
c 

Pankreas Kisti 

Var 

Yok 

 

2 (%6,9) 

27 (%93,1) 

 

4 (%6,3) 

60 (%93,7) 

 

1,000
c
 

KBH Evre 

G1 

G2 

G3   

G4   

 

18 (%56,3) 

9 (%28,1) 

3 (%9,3) 

2 (%6,3) 

 

22 (%30,1) 

23 (%31,5) 

22 (%30,1) 

6 (%8,3) 

 

 

0,042
b
 

Hipertansiyon 

Var 

Yok 

 

18 (%56,2) 

14 (%43,8) 

 

70 (%95,9) 

3 (%4,1) 

 

<0,001
b
 

ODPBH: O  z     D        P   k    k B    k H         
a
Mann Whitney U Testi

 b
Pearson Ki-Kare Testi 

c
F         K      k T     

 

Mayo     f              VK                            k      z    y k  k    k   

          VK  ortalama        25,7 kg/m
2
 (24,6-29,4)  y k  k    k       y        VK  

ortalama        23,6 kg/m
2
 (19,9-28) ve ortalama                             k     ç     

        f  k        ( =0 015)  VK  k       k  ç                           k                

         k     ç             f  k y k    ( =0 071) (T     4.7).  

Tablo 4.7: ODPBH h            mayo s   f         g      c   k     indeksinin d                  

Öze  ik                        Mayo Sınıf aması         

 Yüksek Risk Yok Yüksek Risk Var   p Değeri  

VK  (kg/m
2
)         23,6 (19,9-28)       25,7 (24,6-29,4) 0,015

 a
 

VK  (kg/m
2
)  

18,5-24,9 

25-29,9 

≥30 

n 

18 (%56,3) 

11 (%34,4) 

3 (%9,4) 

          % 

       24 (%32,9) 

       35 (%47,9) 

       14 (%19,2) 

 

 

0,071
b
 

a
Mann Whitney U Testi

 b
Pearson Ki-Kare Testi 
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Mayo     f              kan b    c  p                                    

  k      z   y k  k    k             SKB  DKB    O B                         y k  k 

              k     ç             f  k        ( =<0,001, 0,001, <0,01). (Tablo 4.8) 

Tablo 4.8:  ODPBH h            mayo s   f         g    kan b    c  parametrelerinin d                 

Parametre                                   Mayo Sınıf aması        

 Yüksek Risk Yok Yüksek Risk Var         p Değeri  

SKB (mmHg)             130 3 ± 13 6 143 5 ± 17 5 <0,001
a 

DKB (mmHg) 80 (72,2-85) 86 (79,5-95,5) 0,001
b 

OAB (mmHg) 94,5 (89,7-100,2) 104,6 (97,3-113,5) <0,001
 b

 
a
Student t Testi  

b
Mann Whitney U Testi      

 

Otozomal dominant polikistik b    k              mayo     f              glukoz 

p                                      k      z    H  1c     y k  k    k            k  

   y          5 5 % (5,2-5 7)  y k  k    k       y       k     y          5 3 % (5,1-

5,5) ve medyan                             k     ç             f  k        ( =0 008)  

HOMA-IR    y k  k    k            k     y          1,90 (1,17-3,26)  y k  k    k   

    y           y          1,57 (0,91-1,94)       y                               k    

 ç             f  k        ( =0,039). Mayo     f                ç  k k     k    ve  ç  k 

i                                k  y k  k    k             ç                 k     ç     

        f  k                 ( =0 257;0 892) (T     9). 

Otozomal dominant polikistik b    k              mayo     f                  d 

   f                                           k      z   LDL kolesterol, total kolesterol 

ve                                      k  y k  k    k     ta          k     ç             

f  k                 ( =0 817;0,943;0,096). HDL kolesterol y k  k    k              

   y          47 mg/dL (40-60) y k  k    k       y           y          51,5 mg/dL 

(47-66)               k     ç           f y             k      y          ( =0,044) (Tablo 

4.9). 

Tablo 4.9:  ODPBH h            mayo s   f         g    glukoz parametreleri ve lipid profilinin 

d                 

Parametre                                   Mayo Sınıf aması        

 Yüksek Risk Yok Yüksek Risk Var          p* Değeri  

 KŞ (mg/dL) 88,5 (82-95,5) 91 (83,5-96,5) 0,257 

 ç  k         

(mU/L) 

7,6 (6,15-9,7) 7,5 (5,2-13) 0,892 

HOMA-IR 1,57 (0,91-1,94) 1,90 (1,17-3,26) 0,039 

HbA1c (%) 5,3 (5,1-5,5) 5,5 (5,2-5,7) 0,008 

LDL (mg/dL) 112 (89,2-135,5) 112 (92-137) 0,817 
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Tablo 4.9 (devam):  ODPBH              mayo     f                 k z                           f       

                  

Parametre                                   Mayo Sınıf aması        

 Yüksek Risk Yok Yüksek Risk Var          p* Değeri  

HDL (mg/dL) 51,5 (47-66) 47 (40-60) 0,044 

Total Kolesterol 

(mg/dL) 

188 (164-222,7) 184 (168-216) 0,943 

Trigliserid 

(mg/dL) 

112,5 (70-165,25) 123 (88-185) 0,096 

*
 
Mann Whitney U Testi 

Mayo     f                                                                     

  k      z    kreatinin ve tGFH              k     ç                 k     c      ( <0 001  

p=0,005) (Tablo 4.10).  

Tablo 4.10: ODPBH h            mayo s   f         g    d     laboratuvar parametrelerin d                 

Parametre                                             Mayo Sınıf aması        

                Yüksek Risk Yok Yüksek Risk 

Var 

  p Değeri  

BUN (mg/dL) 14,2 (12,6-20,2) 17,2 (13,2-23,5) 0,093
b
 

Kreatinin (mg/dL) 0,81 (0,66-1,03) 1,08 (0,88-1,59) <0,001
b
 

tGFH (ml/dk) 94,2 (65,6-117,5) 76 (46,2-94,8) 0,005
 b

 

   k      (  / L) 4,5 (3,52-6,37) 5,6 (4,4-6,5) 0,066
b
 

Protein/kreatinin 

(mg/dL)* 

0,08 (0,06-0,18) 0,12 (0,06-0,25) 0,189
b
 

AST (U/L) 18 (14-20) 17,5 (15-21)   0,627
b
 

ALT (U/L) 13 (11-21,5) 16 (12-25) 0,133
b
 

Na (mmol/L) 139 (138-140) 140 (138-141) 0,279
b
 

K (mmol/L) 4,4 (4,2-4,8) 4,6 (4,3-4,7) 0,166
b
 

Ca (mg/dL) 8,9 (8,6-9,2) 9 (8,7-9,3) 0,303
b
 

P (mg/dL) 3 34 ± 0 41 3 35 ± 0 5 0,896
a
 

Albumin (gr/L) 4,5 (4,3-4,7) 4,5 (4,2-4,6) 0,204
b
 

Hemoglobin (g/dL)             13 4 ± 1 59      13 7 ± 1 63         0,361
a
 

Hematokrit (%)     39 8± 4 63 40 3 ± 4 28 0,559
a
 

N    f   (10
3
/ul) 3,4 (2,7-4,6) 4,25 (3,2-5,1)  0,139

b
 

Lenfosit (10
3
/ul) 2 (1,58-2,2) 2 (1,6-2,5) 0,392

b
 

NLO* 2,09 (1,27-2,53) 2 (1,6-2,55) 0,538
b
 

a
Student t Testi  

b
Mann W     y U T     *N    f  /L  f     O     

 

ODPBH          sahip olan 105 hastada tGFH<60 ml/dk/1.73m
2 
 ç   bTBH kesim 

  k            k  ç        y       ROC                   k           ( UC) 0,878 (%95 

GA 0,804-0 953)      O       k       k          692 8 ‘     y         %96    ç c      

%71     ( <0 001) (Ş k   4.1).  
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ġeki  4.1: tGFH<60 ml/dk/1.73m
2
  ç   bTBH k       k     ROC        

Otozomal dominant polikistik b    k              bTBH k       k            

g  k z                                        k      z    bTBH ≥ 692 8 mL/m           

HbA1c    y          5,5 % (5,3-5,7), bTBH < 692,8 mL/m           HbA1c medyan 

       5,3 % (5,1-5,5)           y                               k     ç             

mevcuttur (p=0,001). bTBH ≥ 692 8  L/            HOM -IR    y          2,18 (1,22-

3,51) bTBH < 692,8 mL/m           HOM -IR    y          1,61 (1,03-2,18)        

   y                               k     ç                c      ( =0,034).  KŞ ve  ç  k 

i       parametreleri bTBH k       k                                    ç        

         k     ç             f  k                 ( =0 103;0 924) (T     11). 

Otozomal dominant polikistik b    k              bTBH k       k            lipid 

   f                          k      z    bTBH ≥ 692 8 mL/m           LDL kolesterol 

   y          123 mg/dL (104,25-152,25), bTBH < 692,8 mL/m           LDL kolesterol 

   y          104 mg/dL (83-119,5)           y                                k     ç     

        f  k    c      ( =0 001)  bTBH ≥ 692 8  L/            HDL kolesterol medyan 

       44,5 mg/dL (39,75-58,50),  bTBH < 692,8 mL/m           HDL kolesterol medyan 

       52 mg/dL (45-65,5)           y                                k     ç             

fark mevcuttur (p=0,024). bTBH ≥ 692 8  L/                  k             y          

201 mg/dL (177,75-230,75), bTBH < 692,8 mL/m                 k             y          

175 mg/dL (162-204)            y                                k     ç             f  k 

D y      k:%96 S ç c   k:%71 

K       k    : 692 8 

AUC:0,878 (0,804-0,953) 
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mevcuttur (p=0,001). bTBH ≥ 692 8 mL/m                          y          144 mg/dL 

(107,25-221,5), bTBH < 692,8 mL/m                          y          94 mg/dL (70-

135)           y                  nda          k     ç             f  k    c      ( <0 001) 

(Tablo 4.11).  

Tablo 4.11:   ODPBH h            bTBH k       k       g    glukoz parametreleri ve lipid profilinin 

d                 

Parametre        bTBH < 692,8 (mL/m)       bTBH ≥ 692,8 (mL/m)          p* Değeri          

 KŞ (mg/dL) 89 (82-95) 91 (84-99) 0,103 

 ç  k         

(mU/L) 

7,7 (6-10,8) 7,1 (5,1-13,3) 0,924 

HOMA-IR 1,61 (1,03-2,18) 2,18 (1,22-3,51) 0,034 

HbA1c (%) 5,3 (5,1-5,5) 5,5 (5,3-5,7) 0,001 

LDL (mg/dL) 104 (83-119,5) 123 (104,25-152,25) 0,001 

HDL (mg/dL) 52 (45-65,5) 44,5 (39,75-58,50) 0,024 

Total Kolesterol 

(mg/dL) 

175 (162-204) 201 (177,75-230,75) 0,001 

Trigliserid  

(mg/dL) 

94 (70-135) 144 (107,25-221,5) <0,001 

*
 
Mann Whitney U Testi 

 

Hastalarda bTBH k       k            metabolik sendrom k         kriterleri 

aç        d                     k      z    bTBH ≥ 692 8 mL/m           52       

(%100) SKB ≥140 mmHg veya DKB ≥90 mmHg; bTBH<692,8 mL/m              

36       (%67,9) SKB ≥140 mmHg veya DKB ≥90 mmHg         k                

         k     ç             f  k    c      ( <0,001). bTBH≥ 692 8 mL/m           

23      (%46) TG≥150 mg/dL; bTBH < 692,8 mL/m           11      (20,8) TG≥150 

mg/dL       k                         k     ç             f  k    c      ( =0 011)  HDL 

(E<40 mg/dL, K<50 mg/dL) ve  KŞ≥100 mg/dL k           ç    k                

         k     ç             f  k y k    ( =0,520;0,259) (Tablo 4.12). 

Tablo 4.12:  ODPBH hastalar     bTBH k       k       g    metabolik sendrom k         kriterleri 

aç        d                 

Öze  ik bTBH < 692,8 

(mL/m) 

    bTBH ≥ 692,8 

(mL/m) 

p*  

Değeri 

 

TG≥150  
Yok  

Var  

 

42 (%79,2) 

11 (%20,8) 

 

27 (%54) 

23 (%46) 

 

0,011 

 

HDL (E<40, K<50)  
Limit      

L          

 

14 (%26,4) 

39 (%73,6) 

 

17 (%34,0) 

33 (%66,0) 

 

0,520 

 

SKB ≥140 veya DKB ≥90   
Yok   

Var   

 

17 (%32,1) 

36 (%67,9) 

 

0 (%0) 

52 (%100) 

 

<0,001 
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Tablo 4.12 (devam):  ODPBH h            bTBH k       k       g    metabolik sendrom k         

kriterleri aç        d                 

Öze  ik bTBH < 692,8 

(mL/m) 

    bTBH ≥ 692,8 

(mL/m) 

p*  

Değeri 

 

AKġ≥100  
Yok   

Var   

 

       47 (%88,7) 

        6 (%11,3) 

 

42 (%80,8) 

        10 (%19,2) 

 

0,259 

 

bTBH: Height Adjusted Total Kidney *Pearson Ki-Kare Testi 

         

H          bTBH k       k            VK                            k      z    

bTBH ≥ 692 8  L/            VK                  27 2 ± 4 12  hTKV < 692,8 mL/m 

          VK                  24 8 ± 4 05                                         ksel 

 ç             f  k        ( =0 003)  VK                    ç                              

bTBH ≥ 692 8  L/            14   (%26,9) 18,5-24,9 kg/m
2
, 25   (%48,1) 25-29,9 kg/m

2
, 

13   (%25) ≥30 kg/m
2
                bTBH < 692 8  L/            28 (%52 9)   18 5-

24,9 kg/m
2
, 21   (%39,6) 25-29,9 kg/m

2
, 4   (%7 5) ≥30 kg/m

2
                H          

VK   ç        bTBH k       k                                k     ç             f  k 

       ( =0 008)       k          f  k   bTBH <692 8  L/            18 5-24,9 kg/m
2
 

          k  VK  y                        bTBH ≥ 692 8 ( L/ )               y k  k 

           bTBH ≥ 692 8  L/            ≥30 k / 
2
 VK                          bTBH < 

692 8  L/                y k  k                 k      (T     4.13).  

Tablo 4.13: ODPBH h         da bTBH k       k       g    v c   k     indeksinin d                  

Öze  ik                          

 bTBH < 692,8 

(mL/m) 

bTBH ≥ 692,8 

(mL/m) 

  p* Değeri  

VK  (kg/m
2
)         24,8 ± 4 05        27,2 ± 4,12 0,003

 a
 

VK  (kg/m
2
) n(%) 

18,5-24,9 

25-29,9 

≥30 

 

28 (%52,9) 

21 (%39,6) 

4 (%7,5) 

 

       14 (%26,9) 

       25 (%48,1) 

       13 (%25) 

 

 

0,008
b
 

a
Student t Testi  

b
Pearson Ki-Kare Testi 
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5. TARTIġMA VE SONUÇ 

5.1. TARTIġMA 

B  ç         ODPBH             f  k            k  105                 k         

k           ç            y           k z                         f          k        ç       

k        k         k                     k f  k  y               k   y        z    e olan 

  k                 k   

Hastalarda glukoz parametreleri ile                         tGFH ve bTBH 

                  k      k ye   k      z    ç  k k     k      ç  k            HOM -IR ile 

 GFH     TBH          bir     k  bul     k (p>0,05). Ancak HbA1C ile tGFH ve bTBH 

         ç k z y f   z y                   k                 (      y    =-0,244, p=0,018; 

r=0,238, p=0,021). H                                             y      f              

y k  k    k               k    k             k k       z       k                z   y k  k 

riskli grubun HOMA-IR    H  1c   z y        y k  k    k       y           z     

         k     ç                  k      y k  k                (      y    =0 039;  =0 08)  

B    k           k                 ç  k k     k        ç  k           z y      ç        

                k             ( >0 05)  ROC      z  y       k  GFH<60 ml/dk/1.73m
2
 olan 

                 y    TBH     k       k     692,8 mL/m (%100   y      k  %63      f   ) 

olarak tespit edildi. Bu k       k                 k   c     y k                    k z 

parametrelerinde yer alan HOMA-IR    H  1C   z y                     k y k  k 

                (      y    =0 034;  =0 001)  L           ODPBH de glukoz 

        z          k         k                           k y       ç       1997 y       

V                  k      f      y            B  ç          rtalama  GFH      102 

  / k/ 2      15 ODPBH     20      k   k                         k  k                  

     c          k      k y    k       Ç              c     ODPBH                 k   

k                                 c   z       olup k                            

             [14]. Pietrzak-Nowacka ve arkada               k                <1 35   / L 

     49 ODPBH            50      k   k            k y    k     ç        ; HOM  y       

      k               y                   c   f  k  y       k         k                 

                       f  k    k                      [16]  M          k         2010 
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y       y    k     ç          GFH>60   / k      50           f ODPBH           GFH 25-

60   / k      52           f ODPBH           GFH>60   / k      42           f 

ODPBH            50      k   k                       k HOM -IR y                   

     c                      Ç              c      ç  k k     k       HOM -IR   z y     

 ç                                     f  k    k               [17]. K çy        

  k            2019 y       y    k     ç         f  k   KBH                  105 ODPBH 

            KBH         ç                 105   y     k     y   k             

k                   ;  ç  k k     k       HOM -IR       k                  c   ç        

                         f  k    k                 B  ç              k        k           

                  k              4        y      k          z y            y    zc       4 

olan ODPBH grubunda HOMA-IR       k                                 k      y k  k 

                   [119].  

B z   ç        z y    zc  ODPBH                           k            

ç           CKD-EP  y                       GFH               f  k                     

MR   ç                          k   y           f  k     y      f     y                   

             c          k f  k  y           k   y      y       k                     Mayo 

    f       k          k             y k  k    k        (mayo     f 1C  1D  1E)        

HOMA-IR                                c                  k      y k  k                

(p=0,039).  y  c   GFH<60 ml/dk/1.73m
2
                       y    TBH     k     

  k                    k   y      y k                              c             olarak 

daha y k  k                (p=0,034). ODPBH tedavisinde k           y        

y        c    k             c k    ç         y     z   y                   k     ;     k   

metformin ve pioglitazon     y             y        k          z  ç                . Pisani 

     k     y       ç            f                  k                     GFH k y      

        k   c     k          k                         y                        [120]. 

B    z   y     B              k     y       benzer ç         metformin alan grup ile 

k                           k   c       GFH           ç                f  k    k 

               [121]. D          y           ç k ç          ioglitazonun preklinik 

  y           ç                   k                  k                       [122, 123]; 

Blazer-Y         k     2010 y                y       ç                 z     k    k        k 

       y     z                         c k            2021 y         y                y   

ODPKD                   y       k ç k       ç         pioglitazon alan grupla kontrol 

                    k   c       GFH           ç                f  k    k               

[124, 125], B  k             y k   ç k            k  f ç                          k      

[126]. Ç        z       mayo     f              y k  k    k                 ROC 
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     z                    k                daha   y k      k hacimlerine sahip hastalarda 

HOMA-IR    H  1C                           k      y k  k             kk     z  

ç k        B                               k   c  y                c          k         

              k  V                     c        k           y                     y k   

            k hacmine                       c                               S         ç 

    k       z       k  ç     y k   ç k   f  k               ç            y               y ç 

        

Hastalarda lipid parametreleri ile tGFH ve bTBH                  k      

bak      z         k         , LDL kolesterol                  z yleri ile                

ortalama tGFH ve bTBH                   k     ç                 k         saptan   

(p<0,01). Ancak HDL kolesterol ile                         tGFH ve bTBH          

herhangi bir     k        mazken (p>0,05),   y      f              y k  k    k        

           HDL k                     k                (p=0,044). H         692,8 mL/m 

     k            k       k            k                z         k   c     y k      

hastalarla LDL kolesterol, total kolesterol, trigliserid   z y             y k  k, HDL 

k            ise          k                      (      y   p=0,001; p=0,001; p=0,001; 

p=0,024). L           V                  k            y       ç         trigliserid ve total 

kolesterol           ODPBH              k                         z               [14]. 

B  ç      y     z         k   P    z k-N w ck       k            y       ç         

ODPBH              k                      LDL k           HDL k                 

k                                    ç           f  k    k                [16]. Menon ve 

ark      y       ç               z     k     ODPBH                     k             

                  f     ç                f  k    k                [17]. K çy        

  k            y       ç         ODPBH            hasta                             

kontrol grubu              d    f     ç            f  k   z              y   ç         

hastalar KBH                 4            y      k   k                         gruplar 

         LDL k           HDL k                                k            z y      ç   

        f  k                         [119]. D      y k ç               CR SP (The 

Consortium for Radiologic Imaging Studies of Polycystic Kidney Disease) ve MDRD 

(Modification of Diet in Renal Disease) ç                  k       HDL k                

ODPBH                        k   c             z     y          GFR                

  z                      [127, 128]. B z      ç      y     z        k             k 

hacmi     z           k f  k  y   y                       k    k                         k   
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K    y    k     k     k  y       ODPBH olan                                    

mortalite nedenidir. H         y          f  k  y     z k           c             %50-

70'         y  ç k   ODPBH'    y y                 r. H         y                   k 

                                                   k                               yel olarak 

                                 k     .  Renin anjiyotensin aldosteron sisteminin (RAAS) 

 y          ODPBH'             y                               y              k      

[47]. Hasta      z   %83 8   ( =88) hipertansifti. H          %72 4   ( =76) 

              f           y      Tedavi alan            %70 5   ( =74)  CE -ARB 

k       k  y    R  S      k          ç      k    y    k     k     k  y               k 

                          y                 y                k     ç       ç            

              . 

Ç        z              k        ç     ile tGFH     TBH     k        k      z   

SKB  DKB    O B      TBH            z   f y                 k      y          k   

(      y  ; p<0,001; p=0,001; p<0,001), SKB ve OAB ile tGFH                f y     

            korelasyon                (p=0,001; p=0 006)  M y      f              

y k  k    k          y k  k    k       y              SKB  DKB    O B ortalama 

                     olarak daha y k  k         z   di (p<0,001; p<0,001; p<0,001). 

H         692,8 mL/m      k            k       k            k                z        k 

  y      y k                          (%100) SKB ≥140 mmHg ve/veya DKB ≥90 mmHg 

       tespit edildi. H         y       ODPBH         k      k    k k z 1916'da Braasch 

    f                     [129]    1930 y       Schacht     f         y          [130]. 

Gabow ve ark. hipertansif ODPBH                             f ODPBH                  

              ç           y k      k   c               k                    [131]. 

B  z     k               y       k      y                    ç c k                           

[20].  D    y k   z       y       k        c  k             k                  H LT-

Polycystic Kidney Disease (HALT-PKD) ç              k         k  (GFR >60 

ml/dk./1.73 m
2
)    ç (18-50 y  )                 CE              y       RB       k  KB 

k        (       k KB 95-110 mm Hg, diyastolik KB 60-75 mm Hg) ile  TBH   k  

  y       yava                       [132].  

Ç        z   ROC      z                    k                daha   y k      k 

hacmine sahip hastalar                      f          kk     z  ç k         y  c    y  

    f              y k  k    k                         f   y           k        ç         

 GFH           f k      y        z                      z             y          

  y k      k   c        z           k f  k  y            k               y  y       z  
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ODPBH        hastalarda       k              k    k   c       c       k        

sebebiyle metabolik se      k           ç         y            ç         ç       

             y            Bu sebeple hastalar metabolik sendrom kriterlerini 

k      y      k        y           k k       z              c k         k           

k              ç         y    y                   TG≥150 mg/dL ve SKB≥140 mmHg 

ve/veya DKB≥90 mmHg k            k      y              bTBH                   olarak 

     y k  k (p=0,023; p<0,001), tGFH   z ylerini ise a       olarak          k        

        (p=0,034; p<0,001).   KŞ≥100 mg/dL ve HDL erkeklerde <40 mg/dL k          

<50 mg/dL k            k      y                k        ya                    tGFH ve 

bTBH                      k             (p>0,05). B   ç       y                 VK  

  ç                    di. VK                               TBH                   k    

 ç                 k              c k           DSÖ     f      k            VK  

    f                  k       z          z   [133] (VK  ≥18 5-24,9 kg/m
2
 normal; VK : 

≥25-29,9 kg/m
2
 fazla kilolu; VK : ≥30 kg/m

2
    z)                  bTBH             

    k       du (p=0,021). P     c      z  y                     k            f  k            

grubun VK :18 5-24,9 kg/m
2
 olan hastalar                 Hastalarda VK      tGFH 

                 bir     k                ( =0 013), ek olarak VK                  tGFH 

                        k  tespit edildi (p=0,035). M y      f              y k  k    k   

           VK                             y k  k                (p=0,015). GFH<60 

ml/dk/1.73m
2
                       y    TBH     k       k            

                 z        k   y         y k olan        VK                 nin daha 

y k  k         z   di (p=0,003). VK              y     k          bTBH k       k     a 

                         k     ç             f  k       ( =0 008)  N w k      k            

y       1312 ODPBH k      c        ç               k          z        ODPBH     

       y                      3 y    k   k                y k  k VK   TBH         

y k  k y    k y z    k               k                   , ancak tGFH  ek          

VK  y       f  k    k                             [81]. Ç        z       c           

kilonun,         k                                        y k  k                  y     

       y k      k   y       ve          k  GFH          k                  k  y z    

TBH    y   k          k y       M y      f                   k f  k  y        

       z      k y k  k    k                             c k  k   GFR                  [77]. 

CRISP ç            10 y     SDBY y              1C     f     %2 2 1E     f     %23 

     k                 B z   ç        z       TBH     BUN    k                          

    k          ( <0 001)   y  c    y      f         y k  k    k   grupta olan            
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      k            y                     y k  k               y         GFH             

         k                     k ( <0 05)  

ODPBH       k k    k                                     k k                 

       z                             [134, 135]. H          z   52    k      53     k k      

              z        k c    y               f  k    k            M y      f              

k   k       k  z    k                        z   y k  k    k               ç           

erkek cinsiyetinin (%58 9)                     k      y k  k    k       y          

ç               k     c    y     (%68 8)                          k ( =0 009)  Ç       

      z               ç     k k c    y            k             ç      k f k              

desteklemektedir. M y      f              y k  k    k                       ç         

                      y k  k   ( =0 047)  B             z Özk k      k            

y       ç                 ç   ODPBH                  ç  y                 k 

y      z               z                                   k      [82].   

Ç        z   105 ODPBH                   88      (%83 8)        k y     yk    

      z                  k      17       (%16 2)       yk          z              

                   L                      %10-25                yk                

                        z              y        [136, 137].  

MR               k          k y           ç         15-46 y                    

%83          k   c  er kisti                       [56]. L              k     k        de 

ODPBH                   y k    k %7     %10                                    B z 

ç        z              %91 4      ( =85) k   c     k      %6 5          ( =6)    k     

kisti tespit ettik. Y          k   k   c     k             k                       z        

                            z                y              y          [56, 59, 138]. 

ODPBH      f       z      k  norma       asyona          kç  f z      [139]. 

N             k            k         z BT k        k y          k     ç              k 

       k        %25 c                               [51]. Ç        z                yk    

ol     /  y        USG          k                                               k      

  k        %45 6                 k   

Limitasyonlar: Ç                  k  f                 y        z             

ç          k                   ,           y                      c   f     ç          

k                       y      f              y k  k    k               y k  k    k   

    y                 y             k       k      z        
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5.2. SONUÇ 

Ç        z         y      f              y k  k    k                 ROC 

     z                    k                       y k      k hacmine sahip hastalarda 

HOMA-IR    H  1C                        k      y k  k      du.             k 

  c  y                c          k               di  V                     c        k         

  y                     y k               k hacmine                       c     

                                       c     y                       k                   

dislipidemi, hipertansiyon ve fazla kilonun da             k   c       z           k 

fonksiyonuyla      k    k                         k  S         ç     k       z       k  ç   

ç k    k z   ç k   y      k                    f  k               ç            y           

i   y ç         



34 

KAYNAKLAR 

1. Gabow, P.A., Autosomal Dominant Polycystic Kidney Disease. New England Journal of Medicine, 

1993. 329(5): p. 332-342. 

2. Ecder, T., G. Fick-Brosnahan, and R. Schrier, Diseases of the kidney and urinary tract. 2007. 

3. Masoumi, A., et al., Developments in the management of autosomal dominant polycystic kidney 

disease. Ther Clin Risk Manag, 2008. 4(2): p. 393-407. 

4. Harris, P.C. and V.E. Torres, Polycystic Kidney Disease, Autosomal Dominant, in GeneReviews(®), 

M.P. Adam, et al., Editors. 1993, University of Washington, Seattle C  y      © 1993-2023, 

University of Washington, Seattle. GeneReviews is a registered trademark of the University of 

Washington, Seattle. All rights reserved.: Seattle (WA). 

5. Besse, W., et al., ALG9 Mutation Carriers Develop Kidney and Liver Cysts. J Am Soc Nephrol, 2019. 

30(11): p. 2091-2102. 

6. Porath, B., et al., Mutations in GANAB, Encoding the Glucosidase IIα Subunit, Cause Autosomal-

Dominant Polycystic Kidney and Liver Disease. Am J Hum Genet, 2016. 98(6): p. 1193-1207. 

7. Cornec-Le Gall, E., et al., Monoallelic Mutations to DNAJB11 Cause Atypical Autosomal-Dominant 

Polycystic Kidney Disease. Am J Hum Genet, 2018. 102(5): p. 832-844. 

8. Neumann, H.P., et al., Epidemiology of autosomal-dominant polycystic kidney disease: an in-depth 

clinical study for south-western Germany. Nephrol Dial Transplant, 2013. 28(6): p. 1472-87. 

9. Menezes, L.F. and G.G. Germino, The pathobiology of polycystic kidney disease from a metabolic 

viewpoint. Nat Rev Nephrol, 2019. 15(12): p. 735-749. 

10. Padovano, V., et al., Metabolism and mitochondria in polycystic kidney disease research and therapy. 

Nat Rev Nephrol, 2018. 14(11): p. 678-687. 

11. Weimbs, T., et al., Emerging targeted strategies for the treatment of autosomal dominant polycystic 

kidney disease. Clin Kidney J, 2018. 11(Suppl 1): p. i27-i38. 

12. Rowe, I., et al., Defective glucose metabolism in polycystic kidney disease identifies a new therapeutic 

strategy. Nat Med, 2013. 19(4): p. 488-93. 

13. Mao, Z., G. Xie, and A.C. Ong, Metabolic abnormalities in autosomal dominant polycystic kidney 

disease. Nephrol Dial Transplant, 2015. 30(2): p. 197-203. 

14. Vareesangthip, K., et al., Insulin resistance in adult polycystic kidney disease. Kidney Int, 1997. 52(2): 

p. 503-8. 

15. Hjelmesaeth, J. and A. Hartmann, Insulin resistance in patients with adult polycystic kidney disease. 

Nephrol Dial Transplant, 1999. 14(10): p. 2521-2. 

16. Pietrzak-Nowacka, M., et al., Metabolic syndrome components in patients with autosomal-dominant 

polycystic kidney disease. Kidney Blood Press Res, 2009. 32(6): p. 405-10. 

17. Menon, V., et al., Inflammation, oxidative stress, and insulin resistance in polycystic kidney disease. 

Clin J Am Soc Nephrol, 2011. 6(1): p. 7-13. 

18. Lim, S.C., et al., The relationship between insulin resistance and cardiovascular risk factors in 

overweight/obese non-diabetic Asian adults: the 1992 Singapore National Health Survey. Int J Obes 

Relat Metab Disord, 2002. 26(11): p. 1511-6. 

19. Ecder, T. and R.W. Schrier, Cardiovascular abnormalities in autosomal-dominant polycystic kidney 

disease. Nat Rev Nephrol, 2009. 5(4): p. 221-8. 



35 

20. Fick, G.M., et al., The spectrum of autosomal dominant polycystic kidney disease in children. J Am Soc 

Nephrol, 1994. 4(9): p. 1654-60. 

21. Bengtsson, U., L. Hedman, and C. Svalander, Adult type of polycystic kidney disease in a new-born 

child. Acta Med Scand, 1975. 197(6): p. 447-50. 

22. Torres, V.E. and P.C. Harris, Autosomal dominant polycystic kidney disease: the last 3 years. Kidney 

Int, 2009. 76(2): p. 149-68. 

23. Lanktree, M.B., et al., Insights into Autosomal Dominant Polycystic Kidney Disease from Genetic 

Studies. Clin J Am Soc Nephrol, 2021. 16(5): p. 790-799. 

24. Harris, P.C. and V.E. Torres, Polycystic kidney disease. Annu Rev Med, 2009. 60: p. 321-37. 

25. kayıt sistemi verileri. T  k N f       D       2021  

26. Cornec-Le Gall, E., A. Alam, and R.D. Perrone, Autosomal dominant polycystic kidney disease. Lancet, 

2019. 393(10174): p. 919-935. 

27. Brook-Carter, P.T., et al., Deletion of the TSC2 and PKD1 genes associated with severe infantile 

polycystic kidney disease--a contiguous gene syndrome. Nat Genet, 1994. 8(4): p. 328-32. 

28. Rossetti, S., et al., The position of the polycystic kidney disease 1 (PKD1) gene mutation correlates 

with the severity of renal disease. J Am Soc Nephrol, 2002. 13(5): p. 1230-7. 

29. Hateboer, N., et al., Comparison of phenotypes of polycystic kidney disease types 1 and 2. European 

PKD1-PKD2 Study Group. Lancet, 1999. 353(9147): p. 103-7. 

30. Grantham, J.J., The etiology, pathogenesis, and treatment of autosomal dominant polycystic kidney 

disease: recent advances. Am J Kidney Dis, 1996. 28(6): p. 788-803. 

31. Wilson, P.D., Polycystic kidney disease. N Engl J Med, 2004. 350(2): p. 151-64. 

32. Ong, A.C., et al., Autosomal dominant polycystic kidney disease: the changing face of clinical 

management. Lancet, 2015. 385(9981): p. 1993-2002. 

33. Malekshahabi, T., et al., Autosomal dominant polycystic kidney disease: Disrupted pathways and 

potential therapeutic interventions. J Cell Physiol, 2019. 234(8): p. 12451-12470. 

34. Bergmann, C., et al., Polycystic kidney disease. Nat Rev Dis Primers, 2018. 4(1): p. 50. 

35. Bae, K.T. and J.J. Grantham, Imaging for the prognosis of autosomal dominant polycystic kidney 

disease. Nat Rev Nephrol, 2010. 6(2): p. 96-106. 

36. Liebau, M.C. and A.L. Serra, Looking at the (w)hole: magnet resonance imaging in polycystic kidney 

disease. Pediatr Nephrol, 2013. 28(9): p. 1771-83. 

37. Ingelfinger, J.R., Tolvaptan and Autosomal Dominant Polycystic Kidney Disease. N Engl J Med, 2017. 

377(20): p. 1988-1989. 

38. Pei, Y., et al., Unified criteria for ultrasonographic diagnosis of ADPKD. J Am Soc Nephrol, 2009. 

20(1): p. 205-12. 

39. Gradzik, M., et al., Diagnostic Imaging of Autosomal Dominant Polycystic Kidney Disease. Pol J 

Radiol, 2016. 81: p. 441-453. 

40. Bajwa, Z.H., et al., Pain management in polycystic kidney disease. Kidney Int, 2001. 60(5): p. 1631-44. 

41. Ecder, T. and R.W. Schrier, Hypertension in autosomal-dominant polycystic kidney disease: early 

occurrence and unique aspects. J Am Soc Nephrol, 2001. 12(1): p. 194-200. 

42. Watson, M.L., Complications of polycystic kidney disease. Kidney Int, 1997. 51(1): p. 353-65. 

43. Chapman, A.B., et al., The renin-angiotensin-aldosterone system and autosomal dominant polycystic 

kidney disease. N Engl J Med, 1990. 323(16): p. 1091-6. 

44. Gabow, P.A., Autosomal dominant polycystic kidney disease--more than a renal disease. Am J Kidney 

Dis, 1990. 16(5): p. 403-13. 

45. Harrap, S.B., et al., Renal, cardiovascular and hormonal characteristics of young adults with 

autosomal dominant polycystic kidney disease. Kidney Int, 1991. 40(3): p. 501-8. 

46. Zeier, M., et al., Genesis and significance of hypertension in autosomal dominant polycystic kidney 

disease. Nephron, 1994. 68(2): p. 155-8. 



36 

47. Ecder, T., Cardiovascular complications in autosomal dominant polycystic kidney disease. Curr 

Hypertens Rev, 2013. 9(1): p. 2-11. 

48. Gabow, P.A., I. Duley, and A.M. Johnson, Clinical profiles of gross hematuria in autosomal dominant 

polycystic kidney disease. Am J Kidney Dis, 1992. 20(2): p. 140-3. 

49. Dedi, R., et al., Lesson of the week: Causes of haematuria in adult polycystic kidney disease. Bmj, 

2001. 323(7309): p. 386-7. 

50. Torres, V.E., et al., Renal stone disease in autosomal dominant polycystic kidney disease. Am J Kidney 

Dis, 1993. 22(4): p. 513-9. 

51. Nishiura, J.L., et al., Evaluation of nephrolithiasis in autosomal dominant polycystic kidney disease 

patients. Clin J Am Soc Nephrol, 2009. 4(4): p. 838-44. 

52. Grampsas, S.A., et al., Anatomic and metabolic risk factors for nephrolithiasis in patients with 

autosomal dominant polycystic kidney disease. Am J Kidney Dis, 2000. 36(1): p. 53-7. 

53. Chapman, A.B., et al., Overt proteinuria and microalbuminuria in autosomal dominant polycystic 

kidney disease. J Am Soc Nephrol, 1994. 5(6): p. 1349-54. 

54. Jafar, T.H., et al., The effect of angiotensin-converting-enzyme inhibitors on progression of advanced 

polycystic kidney disease. Kidney Int, 2005. 67(1): p. 265-71. 

55. Pirson, Y., Extrarenal manifestations of autosomal dominant polycystic kidney disease. Adv Chronic 

Kidney Dis, 2010. 17(2): p. 173-80. 

56. Bae, K.T., et al., Magnetic resonance imaging evaluation of hepatic cysts in early autosomal-dominant 

polycystic kidney disease: the Consortium for Radiologic Imaging Studies of Polycystic Kidney Disease 

cohort. Clin J Am Soc Nephrol, 2006. 1(1): p. 64-9. 

57. Gabow, P.A., et al., Risk factors for the development of hepatic cysts in autosomal dominant polycystic 

kidney disease. Hepatology, 1990. 11(6): p. 1033-7. 

58. Everson, G.T., Hepatic cysts in autosomal dominant polycystic kidney disease. Am J Kidney Dis, 1993. 

22(4): p. 520-5. 

59. Kim, J.A., et al., Pancreatic Cysts in Autosomal Dominant Polycystic Kidney Disease: Prevalence and 

Association with PKD2 Gene Mutations. Radiology, 2016. 280(3): p. 762-70. 

60. Perrone, R.D., A.M. Malek, and T. Watnick, Vascular complications in autosomal dominant polycystic 

kidney disease. Nat Rev Nephrol, 2015. 11(10): p. 589-98. 

61. Pirson, Y., D. Chauveau, and V. Torres, Management of cerebral aneurysms in autosomal dominant 

polycystic kidney disease. J Am Soc Nephrol, 2002. 13(1): p. 269-276. 

62. Sanchis, I.M., et al., Presymptomatic Screening for Intracranial Aneurysms in Patients with Autosomal 

Dominant Polycystic Kidney Disease. Clin J Am Soc Nephrol, 2019. 14(8): p. 1151-1160. 

63. Chauveau, D., et al., Intracranial aneurysms in autosomal dominant polycystic kidney disease. Kidney 

Int, 1994. 45(4): p. 1140-6. 

64. Belz, M.M., et al., Familial clustering of ruptured intracranial aneurysms in autosomal dominant 

polycystic kidney disease. Am J Kidney Dis, 2001. 38(4): p. 770-6. 

65. Lumiaho, A., et al., Mitral valve prolapse and mitral regurgitation are common in patients with 

polycystic kidney disease type 1. Am J Kidney Dis, 2001. 38(6): p. 1208-16. 

66. Fick, G.M. and P.A. Gabow, Hereditary and acquired cystic disease of the kidney. Kidney Int, 1994. 

46(4): p. 951-64. 

67. Leier, C.V., et al., Cardiovascular abnormalities associated with adult polycystic kidney disease. Ann 

Intern Med, 1984. 100(5): p. 683-8. 

68. Liu, J., et al., Pericardial Effusion on MRI in Autosomal Dominant Polycystic Kidney Disease. J Clin 

Med, 2022. 11(4). 

69. Silverio, A., et al., Aortic dissection in patients with autosomal dominant polycystic kidney disease: a 

series of two cases and a review of the literature. Nephrology (Carlton), 2015. 20(4): p. 229-35. 

70. Graf, S., et al., Intracranial aneurysms and dolichoectasia in autosomal dominant polycystic kidney 

disease. Nephrol Dial Transplant, 2002. 17(5): p. 819-23. 



37 

71. Schievink, W.I., et al., Intracranial arterial dolichoectasia in autosomal dominant polycystic kidney 

disease. J Am Soc Nephrol, 1997. 8(8): p. 1298-303. 

72. Qian, Q., B.R. Younge, and V.E. Torres, Retinal arterial and venous occlusions in patients with 

ADPKD. Nephrol Dial Transplant, 2007. 22(6): p. 1769-71. 

73. Torres, V.E., P.C. Harris, and Y. Pirson, Autosomal dominant polycystic kidney disease. Lancet, 2007. 

369(9569): p. 1287-1301. 

74. Schrier, R.W., et al., Predictors of autosomal dominant polycystic kidney disease progression. J Am 

Soc Nephrol, 2014. 25(11): p. 2399-418. 

75. Chapman, A.B., et al., Autosomal-dominant polycystic kidney disease (ADPKD): executive summary 

from a Kidney Disease: Improving Global Outcomes (KDIGO) Controversies Conference. Kidney Int, 

2015. 88(1): p. 17-27. 

76. Finnigan, N.A. and S.W. Leslie, Polycystic Kidney Disease In Adults, in StatPearls. 2023, StatPearls 

Publishing C  y      © 2023  S   P      P          LLC : T        I      (FL)  

77. Irazabal, M.V., et al., Imaging classification of autosomal dominant polycystic kidney disease: a simple 

model for selecting patients for clinical trials. J Am Soc Nephrol, 2015. 26(1): p. 160-72. 

78. Irazabal, M.V., et al., Prognostic enrichment design in clinical trials for autosomal dominant polycystic 

kidney disease: the HALT-PKD clinical trial. Nephrol Dial Transplant, 2017. 32(11): p. 1857-1865. 

79. Chebib, F.T. and V.E. Torres, Recent Advances in the Management of Autosomal Dominant Polycystic 

Kidney Disease. Clin J Am Soc Nephrol, 2018. 13(11): p. 1765-1776. 

80. Nowak, K.L., et al., Overweight and Obesity Are Predictors of Progression in Early Autosomal 

Dominant Polycystic Kidney Disease. J Am Soc Nephrol, 2018. 29(2): p. 571-578. 

81. Nowak, K.L., et al., Overweight and Obesity and Progression of ADPKD. Clin J Am Soc Nephrol, 

2021. 16(6): p. 908-915. 

82. Ozkok, A., et al., Clinical characteristics and predictors of progression of chronic kidney disease in 

autosomal dominant polycystic kidney disease: a single center experience. Clin Exp Nephrol, 2013. 

17(3): p. 345-51. 

83. Torres, V.E., et al., Dietary salt restriction is beneficial to the management of autosomal dominant 

polycystic kidney disease. Kidney Int, 2017. 91(2): p. 493-500. 

84. Gibson, P. and M.L. Watson, Cyst infection in polycystic kidney disease: a clinical challenge. Nephrol 

Dial Transplant, 1998. 13(10): p. 2455-7. 

85. Torres, V.E., Pro: Tolvaptan delays the progression of autosomal dominant polycystic kidney disease. 

Nephrol Dial Transplant, 2019. 34(1): p. 30-34. 

86. Torres, V.E., et al., Tolvaptan in patients with autosomal dominant polycystic kidney disease. N Engl J 

Med, 2012. 367(25): p. 2407-18. 

87. Torres, V.E., et al., Multicenter, open-label, extension trial to evaluate the long-term efficacy and 

safety of early versus delayed treatment with tolvaptan in autosomal dominant polycystic kidney 

disease: the TEMPO 4:4 Trial. Nephrol Dial Transplant, 2017. 32(7): p. 1262. 

88. Ecder, T., Statins in the treatment of autosomal dominant polycystic kidney disease. Nephrol Dial 

Transplant, 2016. 31(8): p. 1194-6. 

89. Zand, L., et al., Renal hemodynamic effects of the HMG-CoA reductase inhibitors in autosomal 

dominant polycystic kidney disease. Nephrol Dial Transplant, 2016. 31(8): p. 1290-5. 

90. van Dijk, M.A., et al., Effect of simvastatin on renal function in autosomal dominant polycystic kidney 

disease. Nephrol Dial Transplant, 2001. 16(11): p. 2152-7. 

91. Perrone, R.D., et al., Primary results of the randomized trial of metformin administration in polycystic 

kidney disease (TAME PKD). Kidney Int, 2021. 100(3): p. 684-696. 

92. Rahman, M.S., et al., Role of Insulin in Health and Disease: An Update. Int J Mol Sci, 2021. 22(12). 

93. Posner, B.I., Insulin Signalling: The Inside Story. Can J Diabetes, 2017. 41(1): p. 108-113. 

94. Niswender, K.D., Basal insulin: physiology, pharmacology, and clinical implications. Postgrad Med, 

2011. 123(4): p. 17-26. 



38 

95. Banks, W.A., J.B. Owen, and M.A. Erickson, Insulin in the brain: there and back again. Pharmacol 

Ther, 2012. 136(1): p. 82-93. 

96. Scherer, T., K. Sakamoto, and C. Buettner, Brain insulin signalling in metabolic homeostasis and 

disease. Nat Rev Endocrinol, 2021. 17(8): p. 468-483. 

97. Mantzoros, C.S. and J.S. Flier, Insulin resistance: the clinical spectrum. Adv Endocrinol Metab, 1995. 

6: p. 193-232. 

98. Moller, D.E. and J.S. Flier, Insulin resistance--mechanisms, syndromes, and implications. N Engl J 

Med, 1991. 325(13): p. 938-48. 

99. Türkiye Endokrin Metabolizma Derneği. M       k S       K     z   2009  

100. Buchanan, T.A., R.M. Watanabe, and A.H. Xiang, Limitations in surrogate measures of insulin 

resistance. J Clin Endocrinol Metab, 2010. 95(11): p. 4874-6. 

101. Matthews, D.R., et al., Homeostasis model assessment: insulin resistance and beta-cell function from 

fasting plasma glucose and insulin concentrations in man. Diabetologia, 1985. 28(7): p. 412-9. 

102. V kf   T D   İnsülin Direnci Çalıştayı. 2017. 

103. Reaven, G.M., Banting lecture 1988. Role of insulin resistance in human disease. Diabetes, 1988. 

37(12): p. 1595-607. 

104. DeFronzo, R.A. and E. Ferrannini, Insulin resistance. A multifaceted syndrome responsible for 

NIDDM, obesity, hypertension, dyslipidemia, and atherosclerotic cardiovascular disease. Diabetes 

Care, 1991. 14(3): p. 173-94. 

105. Lindsay, R.S. and B.V. Howard, Cardiovascular risk associated with the metabolic syndrome. Curr 

Diab Rep, 2004. 4(1): p. 63-8. 

106. Koh, K.K., S.H. Han, and M.J. Quon, Inflammatory markers and the metabolic syndrome: insights 

from therapeutic interventions. J Am Coll Cardiol, 2005. 46(11): p. 1978-85. 

107. Richelsen, B. and S.B. Pedersen, Associations between different anthropometric measurements of 

fatness and metabolic risk parameters in non-obese, healthy, middle-aged men. Int J Obes Relat Metab 

Disord, 1995. 19(3): p. 169-74. 

108. Ruderman, N., et al., The metabolically obese, normal-weight individual revisited. Diabetes, 1998. 

47(5): p. 699-713. 

109. St-Onge, M.P., I. Janssen, and S.B. Heymsfield, Metabolic syndrome in normal-weight Americans: 

new definition of the metabolically obese, normal-weight individual. Diabetes Care, 2004. 27(9): p. 

2222-8. 

110. Conus, F., et al., Metabolic and behavioral characteristics of metabolically obese but normal-weight 

women. J Clin Endocrinol Metab, 2004. 89(10): p. 5013-20. 

111. Ferrannini, E., et al., Hyperinsulinaemia: the key feature of a cardiovascular and metabolic syndrome. 

Diabetologia, 1991. 34(6): p. 416-22. 

112. Haffner, S.M., et al., Prospective analysis of the insulin-resistance syndrome (syndrome X). Diabetes, 

1992. 41(6): p. 715-22. 

113. Grundy, S.M., et al., Definition of metabolic syndrome: Report of the National Heart, Lung, and Blood 

Institute/American Heart Association conference on scientific issues related to definition. Circulation, 

2004. 109(3): p. 433-8. 

114. Alberti, K.G., et al., Harmonizing the metabolic syndrome: a joint interim statement of the 

International Diabetes Federation Task Force on Epidemiology and Prevention; National Heart, Lung, 

and Blood Institute; American Heart Association; World Heart Federation; International 

Atherosclerosis Society; and International Association for the Study of Obesity. Circulation, 2009. 

120(16): p. 1640-5. 

115. Ford, E.S., W.H. Giles, and W.H. Dietz, Prevalence of the metabolic syndrome among US adults: 

findings from the third National Health and Nutrition Examination Survey. Jama, 2002. 287(3): p. 356-

9. 

116. Hirode, G. and R.J. Wong, Trends in the Prevalence of Metabolic Syndrome in the United States, 2011-

2016. Jama, 2020. 323(24): p. 2526-2528. 



39 

117. S   y        G           A population-based survey of Chronic REnal Disease In Turkey--the CREDIT 

study. Nephrol Dial Transplant, 2011. 26(6): p. 1862-71. 

118. Levey, A.S., et al., A new equation to estimate glomerular filtration rate. Ann Intern Med, 2009. 

150(9): p. 604-12. 

119. Kocyigit, I., et al., Dysmetabolic markers predict outcomes in autosomal dominant polycystic kidney 

disease. Clin Exp Nephrol, 2019. 23(9): p. 1130-1140. 

120. Pisani, A., et al., Metformin in autosomal dominant polycystic kidney disease: experimental hypothesis 

or clinical fact? BMC Nephrol, 2018. 19(1): p. 282. 

121. Brosnahan, G.M., et al., Metformin Therapy in Autosomal Dominant Polycystic Kidney Disease: A 

Feasibility Study. Am J Kidney Dis, 2022. 79(4): p. 518-526. 

122. Yoshihara, D., et al., Global Gene Expression Profiling in PPAR-γ Agonist-Treated Kidneys in an 

Orthologous Rat Model of Human Autosomal Recessive Polycystic Kidney Disease. PPAR Res, 2012. 

2012: p. 695898. 

123. Muto, S., et al., Pioglitazone improves the phenotype and molecular defects of a targeted Pkd1 mutant. 

Hum Mol Genet, 2002. 11(15): p. 1731-42. 

124. Blazer-Yost, B.L., et al., Pioglitazone Attenuates Cystic Burden in the PCK Rodent Model of Polycystic 

Kidney Disease. PPAR Res, 2010. 2010: p. 274376. 

125. Blazer-Yost, B.L., et al., A randomized phase 1b cross-over study of the safety of low-dose pioglitazone 

for treatment of autosomal dominant polycystic kidney disease. Clin Kidney J, 2021. 14(7): p. 1738-

1746. 

126. Saini, A.K., R. Saini, and S. Singh, Autosomal dominant polycystic kidney disease and pioglitazone for 

its therapy: a comprehensive review with an emphasis on the molecular pathogenesis and 

pharmacological aspects. Mol Med, 2020. 26(1): p. 128. 

127. Torres, V.E., et al., Potentially modifiable factors affecting the progression of autosomal dominant 

polycystic kidney disease. Clin J Am Soc Nephrol, 2011. 6(3): p. 640-7. 

128. Levey, A.S., et al., A more accurate method to estimate glomerular filtration rate from serum 

creatinine: a new prediction equation. Modification of Diet in Renal Disease Study Group. Ann Intern 

Med, 1999. 130(6): p. 461-70. 

129. Braasch, W., Clinical date of polycystic kidney. Collected Papers, 1917. 8: p. 382. 

130. Schacht, F.W., Hypertension and vascular studies in congenital polycystic kidney. 1930: University of 

Minnesota. 

131. Gabow, P.A., et al., Renal structure and hypertension in autosomal dominant polycystic kidney disease. 

Kidney Int, 1990. 38(6): p. 1177-80. 

132. Schrier, R.W., et al., Blood pressure in early autosomal dominant polycystic kidney disease. N Engl J 

Med, 2014. 371(24): p. 2255-66. 

133. Obesity: preventing and managing the global epidemic. Report of a WHO consultation. World Health 

Organ Tech Rep Ser, 2000. 894: p. i-xii, 1-253. 

134. Gabow, P.A., et al., Factors affecting the progression of renal disease in autosomal-dominant 

polycystic kidney disease. Kidney Int, 1992. 41(5): p. 1311-9. 

135. Chapman, A.B., Cystic disease in women: clinical characteristics and medical management. Adv Ren 

Replace Ther, 2003. 10(1): p. 24-30. 

136. Iliuta, I.A., et al., Polycystic Kidney Disease without an Apparent Family History. J Am Soc Nephrol, 

2017. 28(9): p. 2768-2776. 

137. Rossetti, S., et al., Mutation analysis of the entire PKD1 gene: genetic and diagnostic implications. Am 

J Hum Genet, 2001. 68(1): p. 46-63. 

138. Fick, G.M., et al., Causes of death in autosomal dominant polycystic kidney disease. J Am Soc 

Nephrol, 1995. 5(12): p. 2048-56. 

139. Torres, V.E., et al., The association of nephrolithiasis and autosomal dominant polycystic kidney 

disease. Am J Kidney Dis, 1988. 11(4): p. 318-25. 



40 

EKLER 

Ek-1: Etik Kuru  Onayı 

 



41 

 

  



42 

Ek-2: Benzer ik Oranı 

 


